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Foreword 

It gives me great pleasure to introduce this publication. 
Noncommunicable diseases constitute the major public health 
problem facing European countries today. They are also responsible 
in large measure for widening the gap between east and west in life 
expectancy and mortality in Europe. 

Target 4 of the policy for health for all - to reduce chronic 
disease - suggests an approach to this problem that "emphasizes 
primary care, multisectoral action and community participation". 
This publication is a product of the collaboration between countries 
and the WHO Regional Office for Europe on the countrywide 
integrated noncommunicable disease intervention (CINDI) 
programme, a network of European countries and Canada. It is the 
compilation of the experience of a large group of internationally 
recognized experts in the field of prevention, and emphasizes the 
measures to be introduced to promote prevention in primary care. 

The book is intended as a guide to the formulation of national or 
local guidelines, as well as a source to which the individual reader 
may refer to update his or her knowledge. It should help to promote 
collaboration among European countries, and thus to prevent 
noncommunicable diseases and improve the health of the population. 

J.E. Asvall 
Regional Director 
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Introduction: concepts and 
• praXIS 

This book focuses on what the primary care team - mainly physicians 
and nurses - can do to prevent the most common noncommunicable 
diseases, such as cardiovascular diseases, cancer, diabetes and some 
mental health disorders. This introduction summarizes the most basic 
concepts underlying the preventive practice in primary care. 

Causes of disease 

The causes of these diseases are not sufficiently understood. 
Epidemiological evidence, however, has suggested that many 
different factors are not necessarily causal agents but are associated, 
individually· or in combination, with an increased probability or risk 
of the occurrence of certain diseases. These are widely, even if 
loosely, denoted as determinants, or predisposing or risk factors. 

Most of these diseases can be prevented. An important role in 
their development has been attributed to a variety of personal and 
social habits, behavioural patterns and culturally influenced factors, 
such as smoking, poor diet, excessive drinking, little physical activity, 
and risky sexual and reproductive behaviour. The adoption of these 
lifestyle-related determinants of disease is largely voluntary, although 
influenced by the social environment, and they can be modified. 
Thus, the risk of disease development can be substantially reduced. In 
contrast, environmental hazards are considered to have a relatively 
small impact on total disease burden. 

Prevention 

Aim and measures 
The ultimate aim of disease prevention is to avoid or at least to reduce 
by proper intervention the exposure of individuals and the community 
to known, avoidable "causes", thereby preventing the onset of the 
disease (primary prevention). Another aim is favourably to modify 
the course of disease development by detection and treatment in an 
early, preclinical stage, when the disease is more responsive to 
curative treatment, thereby preventing clinically manifest, advanced 
disease (secondary prevention). 



A wide range of intervention measures is available to 
accomplish the aims of disease prevention, including: 

(a) healthy public policy and government action, such as 
legislation and regulatory measures in major areas (action 
against tobacco, and the promotion of healthy nutrition and 
health and safety in the workplace, etc.); 

(b) public education to encourage people to maintain and promote 
their health by adopting personal habits that are conducive 
rather than damaging to health; 

(c) the identification of certain health risks that may lead to 
disease, and the prompt application of measures to correct any 
deviation from healthy behaviour and good health; and 

(d) the search for and identification of asymptomatic, early stages 
of disease in order to treat them. 

The last of these can be done through: case-finding (applying 
suitable test(s) to individuals, taking advantage of their visits to a 
physician for other reasons) and screening (applying a suitable test of 
proven effectiveness to a large proportion of the population in the 
community in an organized manner). 

Strategies 
Preventive strategies can focus on the population as a whole (through 
government regulatory action or health education of the public, for 
example) or on the people identified as being at high risk of certain 
diseases. Individuals or groups at high risk can be offered face-to-face 
advice and personal guidance on changing their behaviour, further 
tests and care. The high-risk approach, however, may treat people as 
patients, even if they are not ill (medicalization), which may result in 
adverse psychological effects. Further, the identification of 
individuals or groups at high risk is not always simple and 
unequivocal. "Selective screening" of people at high risk cannot 
therefore be generally applied. 

For obvious reasons, the high-risk strategy has come to 
dominate the medical approach to prevention. If prevention is to be 
effective, however, it must address the risk status of the population 
(smoking prevalence, dietary patterns, etc.). Primary physicians and 
nurses must play their part in providing education in healthy living. 
This influences not only the people who receive it directly but also 
their families and the community. Health care workers are thus role 
models, opinion formers and leaders in all matters that influence 
health. 
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Services 
The primary care team should be concerned with controlling chronic 
disease risks under normal practice conditions and over the years. 
Physicians and nurses are ideally placed to deliver preventive services 
through regular interaction with their registered patients. Any patient 
population includes the full range of target groups to be addressed: 

• normal, healthy people; 

• well people at risk (people with health-damaging behaviour); 

• apparently healthy people with preclinical conditions; and 

• people with complaints and symptoms pointing to a particular 
disease. 

Physician-patient encounters, consultations or home visits 
provide ample opportunities for five types of service. 

The first is individual risk assessment, or identification of the 
habits, behavioural patterns or conditions that constitute or indicate a 
risk to a person's health, and the estimation of the level of risk and the 
likelihood of health consequences that may result from the exposure. 
This may include, for example, asking and recording whether the 
patient has a personal or family history of certain disease, recording 
smoking history and dietary habits, and measuring height and weight, 
and blood pressure and cholesterol levels. Owing to the multifactoral 
causation of noncommunicable chronic diseases, the assessment 
should consider all interrelated risks. Both risk status and disease 
need to be understood in their social context. 

Risk assessment should be accompanied by practical advice on 
how to control interrelated risks. For example, when measuring height 
and weight, the health worker should advise the patient on diet 
(energy intake) and physical activity (energy expenditure); when 
measuring blood pressure, the health worker should advise on factors 
that contribute to elevated blood pressure: alcohol and salt intake, 
obesity and lack of physical activity. The advice should be 
appropriate to the individual level of risk and to the patient's 
particular circumstances. 

Third, promoting healthy behaviour and helping patients to 
change their behaviour (in eating, drinking, smoking, taking physical 
exercise, taking medication and other areas of lifestyle) are 
challenging tasks. Information, if received from a respected source, 
can be sufficiently compelling to produce change. In negotiating 
behaviour change, the. health worker should remember to strike a 
balance between the future benefits of change and the immediate 
personal implications and costs. He or she should give advice on 
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lifestyle in a way that is caring, persuasive and tailored to the 
individual. People are likely to accept advice but reject "orders". 
Negotiating skills are particularly important in dealing with people 
with addictions. 

The fourth type of preventive service is the early detection of 
asymptomatic conditions by applying suitable tests (such as blood 
pressure measurement or digital rectal examination) whenever 
appropriate, and promoting screening by motivating and educating 
people to accept organized screening (such as the Pap test or 
mammography) or by inviting them to participate. 

Finally, the early referral of patients with symptoms to the 
diagnostic process, specialist consultation or treatment is vital. 

Ethical responsibilities 
Preventive practices carry considerable ethical responsibility to do 
more good than harm, or no harm at all. The primary care team that 
provides preventive services to people who are or believe they are 
healthy have an ethical obligation to maximize the benefits of the 
intervention and to minimize its potentially harmful effects. 

While people may see public information, education or advice 
on lifestyle issues as an uninvited intrusion of medicine into their 
personal lives, it alerts them to how dangerous they can be to their 
own health. As a result, people's sense of wellbeing declines. 
Encouraged to look for warning signs and danger signals in their 
bodies, well people suffer mental unrest, fear and anxiety about the 
chance of having some dreadful disease sometime in the (remote) 
future. Further, people are supposed to consider all information and 
advice as a positive contribution to their health, because the intention 
is to benefit them by promoting and protecting their health. 

Screening to detect asymptomatic conditions is different from 
the "traditional" patient-physician interaction. The physician invites a 
healthy or apparently healthy person to come in and take a test. The 
person would not have turned up on his or her own, and has no idea of 
what is going to happen or what is the meaning of an "abnormal" 
finding. Each test has inherent limitations, and the procedure has 
proven adverse effects, such as anxiety and fears due to uncertainties 
before the test or while waiting for the test results, and distress caused 
by abnormal, particularly by false-positive test results and the process 
of verification. For example, people may be labelled as hypertensive 
when mildly elevated blood pressure is found, or as having 
"precancer" when mild or moderate dysplasia is "diagnosed". 
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Certain ethical standards should be introduced and met. For 
example, no measure should be offered without conclusive evidence 
of its effectiveness in reducing incidence and mortality, or improving 
the quality of life by permitting less aggressive treatment. The 
primary care team must respect patients' right to be fully informed 
about the possible limitations of tests and hazards of procedures, and 
to make informed decisions about whether to accept the offered 
measures. In any communication with individuals, team members 
have to deliver advice on lifestyle in a way that the recipients feel is 
not intrusive and authoritative but personally relevant. Team members 
should make every effort to balance the benefits and adverse effects 
of any preventive intervention measure. 

Prerequisites for effectiveness 
The European Region has a wide variety of health care systems. 
Organizational patterns, financing and payment systems, information 
systems for patient registration and recording, and provisions for 
education and training differ from country to country. So do the 
"priority" health problems. 

In any circumstances, however, the prerequisites for effective 
prevention in primary care are: teamwork, which means defining roles 
and responsibilities of various categories of health care professional 
(physicians, nurses, community nurses and midwives, and home 
visitors) and establishing close cooperation between them; the proper 
use of practice registers and patients' records in identifying and 
following up patients at risk; and quality control and evaluation. 

Integration into clinical practice 
Primary care physicians and nurses are increasingly urged to integrate 
preventive services into their clinical practice; this book is one of the 
attempts to facilitate this process. Its aim is to disseminate the 
knowledge of available intervention measures to help individual 
physicians and nurses to decide which one to use for each of the 
various categories of patient population in their day-to-day primary 
care practice. 

This book is based on a thorough review and critical appraisal 
of the pertinent literature, guidelines developed by other authoritative 
groups and, most importantly, a synthesis of the scientific evidence of 
the effectiveness of various measures. It summarizes the current 
knowledge on which health workers can act, and makes 
recommendations on good practice in primary care for the most 
modifiable health risks and the major preventable noncommunicable 
chronic diseases. 
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Guidelines for practice 
To be effective, guidelines for preventive practice must be developed 
in the areas in which they will be used. They must be based on the 
health-related problems and needs of a country or region, and on the 
organization of health services and the available resources. These 
model guidelines are presented to stimulate countries to use them in 
evolving their own guidelines for primary care based on prevention, 
suited to their needs and opportunities. It is hoped that this book will 
help to promote preventive practice in primary care in the European 
Region. A list of recommended reading comprises Annex I. Annex 2 
summarizes many of the recommendations made in the chapters in 
age-sex charts. Annex 3 is a glossary that explains many of the terms 
used. 
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PART I 

HEALTH RISKS 





1 

Tobacco 

Definition of the problem 

The consumption of tobacco in any form - including cigarettes, cigar 
and pipe tobacco, chewing tobacco and snuff - and exposure to 
tobacco combustion products through passive or involuntary smoking 
contribute considerably to illness and premature death from more 
than 20 different diseases. 

Tobacco smoking is the largest single external and, therefore, 
avoidable cause of death from cardiovascular diseases and cancer. 
Most studies have demonstrated a dose-response effect, with the 
amount smoked and duration of regular smoking contributing to the 
increased risk of disease. Reduction in the tar and nicotine levels of 
cigarettes may lower some risks, but this is unclear. There is no such 
thing, however, as a safe cigarette or a safe level of smoking. 

Health consequences 
Tobacco use has many consequences for health (1). First, about half 
of tobacco-related excess deaths in smokers are due to cardiovascular 
diseases (and two thirds of these to coronary heart disease); in fact, 
30-40% of all deaths from coronary heart disease can be attributed to 
smoking. Smoking contributes variably to cerebrovascular mortality 
from conditions such as stroke to peripheral arterial occlusive disease 
and atherosclerosis at other sites. Regular cigarette smoking doubles 
the calculated risk of overall cardiovascular death; the risk for young 
people who smoke is even higher. 

Smoking accounts for about 30% of all deaths from cancer, 
with lung cancer comprising about 20% of smoking-attributable 
excess deaths in smokers. The strong link between cigarette smoking 
and the risk of lung cancer has long been demonstrated. Regular 
smokers have been found to have a risk of lung cancer 10 to 30 times 
greater than that of nonsmokers. Studies of lifelong pipe and cigar 
smokers have shown that their risk of dying from lung cancer lies 
between those of nonsmokers and cigarette smokers. Tobacco 
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smoking accounts for about 90% of lung cancer cases in populations 
where cigarette smoking has been widespread for two generations or 
more. In women, the big increases in cigarette smoking in recent 
decades are now reflected in rising rates of lung cancer. In addition, 
there is strong evidence of a causal relationship between cigarette 
smoking and cancer at other sites, including the oral cavity and upper 
respiratory tract, oesophagus, pancreas, bladder and cerv1x. 
Smokeless tobacco use has been associated with a substantially 
increased risk of developing oral cancer. 

Further, smoking accounts for the great majority of deaths from 
chronic obstructive lung disease. The risk of this disease is reported to 
be about 5-8 times greater in smokers than in nonsmokers. 

Smoking in pregnancy is associated with an increased risk of 
miscarriage, low birth weight, premature fetal death and retarded 
physical and mental development after birth. Smoking is also 
associated with decreased fertility in women and increased sperm 
abnormalities in men. 

Women who smoke have an increased risk of osteoporosis and 
bone fractures in later life. 

Finally, cigarette smoking affects both the expectancy and 
quality of life. Of smokers aged 35 years, women can expect to live 5 
years less than nonsmokers, and men, 7 years less. 

Interaction with other risk factors 
The interaction of smoking with other risk factors (2), such as 
elevated blood pressure, elevated serum cholesterol level and physical 
inactivity, is known to increase, in an additive way, the risk of 
developing cardiovascular diseases. For example, women who smoke 
and take oral contraceptives are about 20 times more likely to have 
cerebrovascular disease (such as stroke and particularly subarachnoid 
haemorrhage) than women who do not smoke. There is a 
multiplicative interaction between tobacco smoking and some other 
factors; for example the combination of smoking with high alcohol 
consumption and exposure to asbestos enhances the risk of some 
types of cancer ( 3 ). 

Environmental tobacco smoke 
In 1992, the United States Environmental Protection Agency ( 4) 
concluded that "passive smoking" or exposure to environmental 
tobacco smoke is causally associated with lung cancer in adults and, 
by the total weight of evidence, should be classified as a known 
human carcinogen. Environmental tobacco smoke is also associated 
with: 
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• an increased risk of lower respiratory tract infections such as 
bronchitis and pneumonia; 

• an increased prevalence of fluid in the middle ear, symptoms of 
upper respiratory tract irritation in children, and a small but 
significant reduction in lung function; and 

• additional episodes and increased severity of symptoms in 
children with asthma. 

It is also a risk factor for asthma in children who have not 
previously displayed symptoms. Further, considerable evidence 
indicates that prolonged exposure to environmental tobacco smoke 
increases the risk of cardiovascular diseases by up to 25% (5). 

Magnitude of the problem 

Smoking is depressingly prevalent in most countries of the European 
Region (6). While overall smoking rates have diminished among 
males in several northern and western countries, rates continue to rise 
in certain groups, particularly young women. An overall increase has 
been reported in the countries of central and eastern Europe and the 
newly independent states of the former USSR. 

Smoking is more common in the lower socioeconomic 
categories than in the higher ones. 

Smoking habits are not acquired rapidly (7-10). Attitudes 
change before behaviour; young people go through stages ranging 
from preparation and experimentation through occasional use before 
becoming regular smokers. The number of both occasional (less than 
weekly) and regular (weekly or daily) smokers increases gradually 
from around the age of I 0 years. 

Intervention measures 

Policies on tobacco control ( 1 1-13) must be comprehensive, and 
include: 

• a ban on the advertising and promotion of tobacco products, 
including sponsorship and other forms of indirect advertising; 

• effective health warnings on all tobacco products; 

• policies to protect the rights of nonsmokers and to establish in 
law the right to smokefree common environments; and 
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• tax and pricing policies, and other economic policies that do 
not rely on the production and sale of tobacco to generate 
revenue. 

While such tobacco policies require action by government, 
physicians can work with their patients to prevent young people from 
starting to use tobacco, and to ensure the wide availability of help for 
tobacco users who wish to stop. Physicians and other health care 
providers should give information and education to promote 
nonsmoking, by discussing the detrimental consequences of smoking 
to health and reinforcing the positive image of nonsmoking. They 
should also serve as role models by refraining from smoking (14). 
Prospective studies have amassed a large body of evidence showing 
that stopping smoking can reduce health risks (15-17). Over a period 
of five years, an ex-smoker's risk of dying from lung cancer gradually 
falls to a level that is comparable to that of the nonsmoker. Further, 
cardiovascular risk falls by 50% in the first year or two after smoking 
cessation. 

Surveys show that the majority of adult smokers want to quit 
and have tried to do so on one or more occasions. The addictive 
nature of nicotine is now recognized as a major obstacle; difficulties 
in quitting on one's own indicate a need for assistance. Primary care 
teams have both the opportunity and the means to assist. The rigorous 
evaluation of randomized controlled trials indicates that advice and 
help from a personal physician and nurse can help a smoker to stop. 

Recommendations on smoking 
prevention and cessation 

General considerations 
1.1 Primary care teams should work to prevent smoking by 
children and adolescents. Teams that provide continuity of care have 
unique access to the population, including young people and their 
families (18,19). During day-to-day consultations and home visits, 
primary physicians and nurses should give their young patients clear, 
practical advice on lifestyle in a simple, personalized manner, telling 
them not to smoke or even try smoking. The risks of environmental 
tobacco smoke for the children of smokers can also be discussed. 

Family counselling (20) is a highly challenging task for 
primary care teams as family members share certain behavioural 
norms. Parents can be either positive or negative role models for their 
children. Lifestyle messages can be more successful when directed at 
families rather than individuals. The family is a unique entry point at 
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which to interrupt the cultural transmission of health-damaging 
behaviour, such as smoking, and to introduce healthy habits, rather 
than risk behaviour or disease, which might be transmitted afterwards. 

Primary care teams working in schools should render all 
necessary support to school-based programmes to prevent smoking 
(21 ). They should take the responsibility for proper educational 
strategies to address youth at high risk of smoking, and for the 
delivery of the right messages. These should focus on the social and 
psychological determinants of smoking behaviour in young people, 
such as self-esteem and expectations (adulthood, affluence, 
attractiveness), acceptance by and pressure from peer groups, and 
influence by the norms and behaviour of important people or role 

. models. 

1.2 Primary care teams should motivate and assist smokers to stop 
smoking (22-25 ). They should approach the task of managing 
patients' smoking in the same way as other medical diagnostic and 
therapeutic problems. When the need for assistance is established, the 
team can choose between the following major cessation strategies: 

• minimal intervention, or one brief session of face-to-face 
counselling on smoking cessation, which may include 
providing explanatory brochures or leaflets to the patients; 

• repeated counselling, or inviting patients to a series of 
appointments at regular intervals ( 1, 3 and 6 months after the 
first session) at which the antismoking message is reinforced; 
and 

• repeated advice with nicotine replacement therapy (such as 
nicotine chewing gum or nicotine skin patches, etc.) 
temporarily to relieve the effects of nicotine withdrawal, which 
should include instructing patients on the correct use of the 
drug. 

Smoking cessation is a long and complex process; the strategy 
to use is different for each patient, depending on his or her current 
stage in the process (26). 

As a prerequisite for successful smoking cessation intervention 
in primary care, health care providers should be aware of the problem 
of smoking and their potential to handle it. To this effect, the 
following statements are offered for consideration: 

• every health professional has a responsibility to help combat 
the smoking epidemic; 
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• methods are available that enable health workers to help their 
patients, and the task is less complicated than it seems; 

• smoking cessation is not only a matter of prevention but also 
part of the treatment of disease and rehabilitation; and 

• health professionals should ask themselves whether their habits 
provide a good example. 

A check-list of recommended procedures 
1.3 In the light of the evidence of the efficacy of smoking cessation 
intervention in primary care, physicians and nurses should: 

(a) ask all patients about their smoking habits ("Do you smoke? 
Does the person closest to you smoke?"), as salivary testing for 
biochemical markers of intake of tobacco smoke ( 3) - an even 
more valid measure of smoking prevalence than self-reports -
has not gained wide acceptance in practice; 

(b) ensure that medical records include information about whether 
patients smoke; 

(c) reinforce the positive image of nonsmoking among 
nonsmokers; 

(d) seek opportunities to raise and discuss the issue of smoking and 
patients' beliefs about smoking and health with all smokers in 
any consultation, doctor-patient encounter or family visit, 
paying special attention to: 

• adolescents 

• women who are or want to become pregnant 

• people who have infants and young children at home 

• people with conditions such as high blood pressure, high 
cholesterol, cardiovascular diseases (including peripheral 
arterial disease) and respiratory disease, and those who 
expect to undergo operations. 

(e) assess each smoker's degree of addiction and nicotine 
dependence by raising simple questions ("How long have you 
smoked? How much do you smoke? How soon after you wake 
up do you smoke your first cigarette? Are you interested in 
quitting? Have you ever tried to stop before? Are you confident 
that, if you decided to stop smoking, you would succeed?"); 

(f) advise all smokers to stop, making sure, when communicating 
with a patient: 
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• to give a complete, clear, specific and personalized 
message about the risks and the health-damaging nature 
of smoking, and to explore the patient's beliefs and 



correct misconceptions such as the belief that it is too 
late to quit; 

• to make sure that the message is received and 
understood, by repeating and reinforcing it as necessary; 

• to inquire about the patient's interest in quitting and to 
motivate him or her by giving information and advice on 
stopping, and emphasizing its benefits (which means 
reinforcing the patient's own motivation and preparing 
for action, but not forcing anyone who is not yet ready, 
to act); 

(g) to assist the patients who are ready to try to stop smoking by 
helping to plan an individual strategy, offering advice, 
providing self-help leaflets or booklets and other kinds of 
support as required (such as setting a target date, involving the 
patient's spouse and friends, and avoiding situations in which 
smoking takes place); 

(h) to arrange regular follow-up and to encourage the patient to try 
again, if necessary; 

(i) to offer nicotine replacement therapy when appropriate, 
carefully explaining its use; and 

(j) to refer patients whenever desirable to special smoking 
cessation clinics or classes, in which they can be part of a 
group. 
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2 

Poor diet 

Definition of the problem 

Evidence suggests a relationship between diet and the incidence of 
certain important noncommunicable diseases. Many constituents of 
diet are associated with health risk, but it is their relative proportions 
that matter. Increased risk has been associated with a high proportion 
of dietary fat (particularly certain saturated fats), excess energy intake 
and high salt intake; reduced risk has been associated with a high 
intake of complex carbohydrates and dietary fibre. Much discussion 
currently centres on the possible role of antioxidants such as vitamins 
A (from B-carotene and retinoids), C and E; and the importance of 
minerals, such as selenium, iron and calcium. The characteristics of 
the diet widely blamed for causing disease are: 

• excess intake of total fat, saturated fats, cholesterol, refined 
sugar, salt, alcohol and total energy; and 

• insufficient intake of polyunsaturated fats, complex 
carbohydrates and fibre, vitamins and minerals. 

Health risks attributed to dietary factors 
By raising blood cholesterol levels, saturated fat and dietary 
cholesterol intake are related to atherosclerosis, and a tendency 
towards blood platelet aggregation, leading to coronary heart disease, 
stroke, peripheral arterial disease. A role has also been suggested for 
complex carbohydrates, salt intake (in elevating blood pressure), and 
dietary fibre. 

High total fat, particularly saturated fat, and high total energy 
intake are associated with increased risk of cancer of the breast, colon 
and rectum, endometrium and ovaries. High salt consumption is 
implicated in gastric cancer; low intake of dietary fibre is linked to 
colorectal and breast cancer. A protective effect, however, has been 
demonstrated for vitamins A, C and E and minerals such as selenium 
against a number of types of cancer ( 1). 
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Obesity is associated with an increased risk of several 
conditions, including non-insulin-dependent diabetes, high blood 
pressure, stroke and some types of cancer. The intake of iodine is 
crucial for the prevention of goitre and other syndromes resulting 
from deficiencies. Osteoporosis is affected by a low supply of dietary 
calcium and vitamin D, particularly during growth in adolescence. 
Finally, the intake of complex carbohydrates in food can prevent 
constipation and diverticular disease of the bowels. 

Magnitude of the problem 

In public health practice, the percentage of total dietary energy 
derived from fat is often used as a major indicator of the quality of the 
diet of a population (2). According to the data regularly published by 
the Food and Agricultural Organization of the United Nations (FAO), 
much of the population of Europe lives in countries in which this 
proportion is too high: over 35%. For the past 20 years, nearly all 
countries of the European Region have experienced a steady increase 
in fat intake. Only some southern countries have not exceeded the 
recommended level. Northern and western countries have reached a 
level of around 40%, although some have recently reversed their 
trends. The southern and particularly the central and eastern countries 
and the former USSR, which started with a lower level of average fat 
intake, seem to have experienced a rapid increase. Too little fibre, and 
too much sugar and salt in the diet are common problems in most 
countries. 

The noncommunicable diseases most closely associated with 
dietary excess and imbalance (cardiovascular diseases, cancer, obesity 
and diabetes) rank among the leading causes of illness and death in 
the European Region. 

The proportion of deaths caused by cardiovascular diseases is 
falling. By around 1989, the average cardiovascular mortality for 27 
countries of the Region was about 14% lower than 1980. It is 
increasing in only 5 countries, but these contain 45% of the Region's 
population. 

Mortality from cancer shows a more unfavourable trend. The 
average mortality in 27 countries is slowly but steadily increasing. It 
is particularly high in males under 65 years of age. Six countries with 
3.7% of the Region's population have reported a significant decrease 
in cancer mortality, and nine have reported a slightly decreasing or 
stable trend. Twelve countries, however, with two thirds of population 
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of the Region report dramatic increases. The types of cancer with 
increasing mortality include those related to diet. 

The countries of central and eastern Europe and the former 
USSR differ significantly from the other European Member States in 
cause-specific mortality. A proportionally very high mortality from 
cardiovascular diseases and a rapid increase in cancer mortality are 
the main contributors to a "health-gap" that has steadily widened 
between the two halves of the Region. 

The prevalence of overweight and obesity, particularly m 
middle-aged women, is very high. 

The prevalence of adult-onset, non-insulin-dependent diabetes 
is I%. People with diabetes have 2-3 times the risk of cardiovascular 
diseases that other people have. 

Intervention measures 

The current evidence of the links between diet, nutrition and chronic 
diseases permits the implementation of several types of intervention. 
First, national nutrition policies (I) can be introduced, and employ a 
wide array of measures, such as education, legislation and 
regulations. Such policies, however, require coordination between 
health and agricultural policies, cooperation with the food industry in 
production and processing, selective price control and quality 
regulations. 

Second, dietary recommendations ( 3) can be made that are both 
consistent with good nutritional practices and likely to promote 
healthy eating and to reduce the risk of chronic diseases. Scientific 
evidence justifies the formulation of a common set of 
recommendations, because the same diet helps to prevent cancer and 
heart disease, for example. 

Third, education and public information (4) in schools, 
workplaces, supermarkets and restaurants ·can be used to advise the 
public on healthy dietary habits. School curricula should include 
healthy nutrition, and supermarkets and restaurants should offer 
healthy choices. High standards of advertising should be used to make 
healthy food visible and attractive. Other opportunities include 
demonstrations on the selection of healthy foods and labelling to 
ensure that all food products carry clear information on ingredients 
and nutrients. The mass media, voluntary organizations, health 
workers and the food industry all have a major role to play. 
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A nutrition policy should recommend a healthy diet ( 5 ), urging 
the population: 

• to reduce fat consumption to no more than 30% but not less 
than 15% of total energy intake, by switching from saturated 
(maximum 10% of total energy) to polyunsaturated fats 
(maximum 7% of energy), with a ratio of polyunsaturated to 
saturated fats of 0.45, and reducing cholesterol intake to a 
maximum of 300 mg per day; 

• to increase consumption of complex carbohydrates to a 
maximum of 70% and a minimum of 50% of total energy 
intake, and dietary fibre to a maximum of 40 g and a minimum 
27 g per day, by adding vegetables and fruit to the diet with a 
daily average vegetable intake of at least 400 g; 

• to reduce sugar consumption to a maximum of 10% of total 
energy (equivalent to 60 g per day); 

• to reduce the consumption of salt to a maximum of 5 g per day; 

• to reduce excess alcohol consumption; and 

• to reduce excess weight. 

Recommendations on healthy eating and 
disease prevention 

General considerations 
2.1 The recommendations given above are expressed in technical 
terms, including nutrients and micronutrients, and quantities and 
proportions of various nutrients. Converting these into advice that 
people can use, requires the translation of these terms into foods, food 
items and food groups, and dietary models, quantified in terms of 
dishes and servings. Cooking practices are also relevant. In other 
words, dietary guidelines are the means to achieve the nutritional 
goals expressed in current recommendations (5,6). 

2.2 A common set of nutrient-level objectives has emerged for the 
prevention of a wide range of diet-related diseases and the promotion 
of healthy nutrition. Primary care should be used to achieve them. 

2.3 As a prerequisite for successful intervention, the general public 
should be aware of diet-related health risks and of the benefits of a 
healthy diet. The adult population, at least, should be able to identify 
dietary factors known or strongly suspected to be related to certain 
diseases, and know the main principles of a healthy diet. 
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2.4 The selection of food largely depends on local availability and 
cost, but also on traditions, beliefs, religious recommendations and 
prohibitions, and on individual factors such as age, sex, education, 
health status and personal preferences ( 3). Health care providers 
should take account of all these factors when giving dietary advice. 
To be effective, dietary guidelines should address local eating 
patterns and be appealing. As advisers, health care providers should 
be prepared to address potential barriers to changing dietary 
behaviour; this requires that they be well versed in nutrition and 
health education. 

2.5 Primary care personnel should pay special attention to 
education and support for young people. Family counselling is a 
challenging way for the primary care team to reach children and 
adolescents. As eating habits are established early in life and are 
shared by family members, family visits are a unique entry point at 
which to interrupt the cultural transmission of unhealthy dietary 
habits, and to promote healthy alternatives. For the same reasons, 
health workers should provide all necessary support to education 
programmes on healthy nutrition in schools, taking particular care to 
ensure that the correct message is given. 

Check-list of recommended procedures 
2.6 Primary care physicians and nurses should have the necessary 
knowledge and skills to provide accurate information, and well aimed 
advice and to help overcome the potential barriers of changing a diet. 
This means that they should be: 

• familiar with cultural and traditional determinants of eating 
patterns and culinary practices in the local community; 

• well informed on the availability of healthy foods, composed of 
locally available ingredients; 

• aware of the cost of healthy foods, as no product should be 
recommended that the recipient of advice or his or her family 
cannot afford; 

• able to ensure that advice on "healthy shopping" (scrutinizing 
the ingredients, nutrients and energy content given on food 
labels) and healthy food preparation is well understood; 

• tactful in persuading individuals and families to change deeply 
rooted eating habits, particularly those who come from other 
cultures; and 

• prepared to answer questions. 
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2.7 Primary care physicians and nurses familiar with nutnt10n 
issues should take a variety of steps to implement internationally 
recognized recommendations on nutrition and to make healthy eating 
a social norm. They should seek opportunities to raise and discuss 
with patients issues relevant to diet-related health risks and the 
benefits of healthy eating. They should inquire about patients' eating 
habits and ensure that any meaningful information on their diet is 
included in medical records. 

2.8 Primary care personnel should help patients change their diet 
whenever it is justified. This assistance should include: 

• discussing positive features of the patients' current diet; 

• discussing the harm that may result from their eating habits; 

• motivating people, when necessary, to make informed choices 
to change their eating habits; 

• challenging the common misconceptions about a healthy diet 
(that it is less enjoyable, more expensive or incompatible with 
the traditional diet of an ethnic group); and 

• giving positive, practical and realistic suggestions that take 
account of both the cultural, religious, ethnic traditions and 
economic situation, the country or region, and personal factors, 
such as family background, income, and facilities for shopping, 
cooking and eating. 

2.9 Physicians and nurses should advise patients on adopting a 
healthy diet, while remembering that people eat food, not nutrients. 
Health care workers should therefore give a model of good value, 
delicious, satisfying meals composed of the four major food groups: 
starchy food, fruit and vegetables, low-fat dairy products and lean 
meat, chicken and fish. They could recommend, for example, plenty 
of vegetables, salad and fruit every day, bread, potatoes and grain 
cereals with every meal, and meat and dairy products in moderation. 
(This dietary model is consistent with the so-called Mediterranean 
diet, which WHO recently recommended because of its protective 
effects.) 

2.10 Primary care personnel should offer practical suggestions on 
how to select and how to prepare healthy food, advising people, for 
example: 

(a) to reduce their intake of fat, particularly saturated fats, by: 
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• eating more fish and chicken (without the skin), rather 
than red meat; 

• using low-fat spread on bread (margarine rather than 
butter); 

• using vegetable oils such as olive, sunflower, corn or 
soya oil in making soup and stews or in frying, instead of 
fat (lard); 

• eating ham, sausage and bacon with moderation, if at all; 

• using less cream, sour cream, mayonnaise and oily salad 
dressing; 

• choosing low-fat milk, yoghurt and cheese; 

• eating less or no fatty snacks, such as cake, biscuits, 
potato chips and chocolates; 

• preparing food by steaming, baking, boiling or 
microwave cooking, instead of frying with added fat; 

(b) to increase their intake of starch and fibre by: 

• eating more bread and choosing whole-grain rather than 
white bread; 

• eating more boiled, baked or mashed potatoes, pulses 
(dry beans, peas, lentils) and rice (particularly brown 
rice, which is higher in fibre); 

• eating noodles and pasta; 

• eating breakfast cereals (without added sugar or salt) and 
muesli with nuts and dried fruit; 

• eating raw and cooked, green and yellow vegetables 
(such as cabbage and carrots), salads and fruits, instead 
of vitamins and minerals in pill form; 

(c) to reduce sugar consumption by: 

• when shopping, reading the labels of products to see 
whether sugar is a major ingredient; 

• avoiding foods and drinks high in sugar (such as soft 
drinks, sweets, cakes and pastries); 

• choosing fresh, dried or canned fruits (without added 
sugar); 

• using sugar sparingly in preparing food; 

• at the table, adding less sugar to tea, coffee and breakfast 
cereal; and 
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(d) to reduce salt intake by: 

• when shopping, avoiding strongly salted foods and 
choosing products with a low or reduced salt content; 

• avoiding processed, salted, cured, pickled and smoked 
meat and fish; 

• when cooking, using little or no salt, limiting the use of 
other sodium sources (such as baking soda and soya 
sauce), and using spices or herbs for seasoning instead; 

• when eating, using table salt with moderation. 

2.11 Primary care personnel should monitor patients' nutritional 
status and advise them to maintain a healthy body weight (see 
Chapter 4) by keeping energy intake balanced with energy 
expenditure. This means, for example: 

• eating less food rich in fat; 

• eating more fruits and vegetables; 

• maintaining body weight through a physically active life that 
fits their lifestyle, rather than drastically cutting energy intake. 

2.12 Primary care physicians and nurses should pay due attention to 
people with special nutritional needs, such as children and 
adolescents, pregnant and lactating women, elderly and sick people, 
vegetarians and migrants (who may not be able to find their 
customary food and thus need help to make good choices). They 
should also refer people to a qualified dietitian or nutritionist when 
they need further counselling. 

2.13 Finally, primary care personnel should advocate dietary change 
in their local community and encourage community initiatives in 
schools, workplaces, supermarkets, restaurants and catering services, 
working in partnership with community leaders, the public and 
private sector, voluntary organizations and potential clients 
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3 

Elevated cholesterol 

Definition of the problem 

Cholesterol is transported in plasma as a component of lipoproteins. 
Cholesterol levels increase during life, starting with levels around 
2.8 mmol/litre in infants and increasing with age up to mean values 
around 6.2 mmol/litre. 

Total blood cholesterol can be subdivided into low-density 
lipoproteins (LDL), which are particularly rich in cholesterol, and 
high-density lipoproteins (HDL). High LDL levels in blood constitute 
a risk for the development of coronary heart disease; on the other 
hand, the inverse relationship between the amount of HDL and 
coronary heart disease indicates some protective influence of the 
former. 

The Canadian Consensus Conference on Cholesterol ( 1) 
suggests the following levels of total cholesterol as standard: 

• desirable level: below 5.2 mmolllitre 

• a moderately elevated level: 5.2-6.4 mmol/litre 

• a highly elevated level: above 6.5 mmol/litre. 

Elevated cholesterol levels are associated with an increased risk 
of coronary heart disease. Most of the cholesterol in the human aortic 
intima and in atheromatous plaques is derived from the plasma, 
entering the intima through the endothelial lining. LDL accumulate in 
the intima while HDL are cleared from it. High cholesterol levels are 
a major risk indicator of clinical disease before it gives rise to 
symptoms. 

The following observations (2,3) indicate the relationship 
between the cholesterol and coronary heart disease. First, the disease 
is relatively uncommon in populations in which cholesterol levels are 
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low. Only in countries in which average blood cholesterol exceeds 
5.2 mmol/litre is coronary heart disease common. 

The higher a person's cholesterol level, the higher the risk of 
coronary heart disease. Mortality increases continuously throughout 
the range of blood cholesterol levels. The risk of coronary thrombosis 
at the theoretical "normal" total level of 5.2 mmol/litre, doubles at 
6.5 mmolllitre and triples at 7.8 mmolllitre. 

People with diseases that are accompanied by elevated blood 
cholesterol levels, such as diabetes mellitus, show a very high 
incidence of coronary heart disease. 

Scientific studies (4,5) show that lowering elevated blood 
cholesterol and LDL can reduce the risk of cardiovascular disease. In 
women, however, particularly before the menopause, elevated blood 
cholesterol is considered to be only a weak risk factor for coronary 
heart disease (6). There is as yet no consensus on the significance of 
blood cholesterol levels in children. Whether total blood cholesterol 
concentration is a risk factor for coronary heart disease in elderly 
people is not quite clear (7, 8). 

The risk of coronary heart disease is substantially higher when 
high cholesterol levels are associated with other risk factors, such as 
high blood pressure, left ventricular hypertrophy (as shown by 
electrocardiogram), glucose intolerance, obesity and smoking 
(1,9,10). 

The main determinants of total LDL levels in plasma are 
dietary fat (saturated fats) and total energy intake (1 1). It is accepted 
that a reduction in the proportion of total energy derived from fat 
reduces levels of total cholesterol and LDL. While cholesterol intake 
increases total blood cholesterol, this effect is less important than that 
of saturated fats. 

Magnitude of the problem 

Elevated blood cholesterol is a common condition. The prevalence is 
slightly higher in men than in women, and the proportion of both men 
and women with elevated levels increases with age, more rapidly in 
men than women. Men reach the highest levels at the age of 45-54, 
and women, at the age of 65-74 (6). Both sexes show an inverse 
relationship between socioeconomic status and cholesterol level ( 1 2). 
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Patterns differ substantially between various geographical areas 
and populations. Blood cholesterol increases during the first year of 
life to a level that seems to be typical of different populations. Greece 
and Italy report the lowest average levels in the European Region 
(indicating perhaps the protective effect of the Mediterranean diet -
see Chapter 2), and Finland, Norway and Sweden report the highest. 

Intervention measures 

Primary prevention 
Many randomized controlled trials have addressed three ways to 
reduce cholesterol: by a low-fat diet, drugs and multifactorial 
intervention. Apart from the lowering of blood cholesterol levels, 
studies reported some reduction in non-fatal myocardial infarction 
and in the incidence of cardiac events and coronary heart disease. A 
study in Oslo showed a reduction in mortality from coronary heart 
disease as a result of intervention to lower cholesterol ( 13 ). Total 
mortality did not decrease, however; mortality from other sources 
may actually be increased; the excess non-coronary mortality includes 
an increase in deaths from accidents, violence and injury ( 14-16). 

Detection 
Measurement of blood cholesterol is the primary method of detecting 
high levels; this permits individuals to be divided into risk groups. A 
sample is obtained by venepuncture or finger stick. More that one 
measurement is recommended to secure a reliable value, particularly 
when drug therapy is being considered, because repeated 
measurements on the same individual may show a deviation of about 
5% (±0.45 mmoVlitre). Biological variations in blood cholesterol level 
may also be sources of error. Nevertheless, if the initial result shows a 
low cholesterol value, repetition is not necessary. For measurement 
on a large scale, the laboratories need to be standardized and quality 
control measures employed. The reliability of portable analysers is 
strongly questioned. 

Cholesterol tests, which analyse the sample on the spot with a 
desk-top machine or a kit used at home, are now widely available 
from various sources, such as pharmacists, campaigns initiated by 
voluntary organizations, health food stores and, of course, primary 
care physicians. The question of the reliability of the test when 
performed by less experienced personnel or in field settings, however, 
has yet to be answered ( 16). 

Mass screening programmes for cholesterol are still 
controversial ( 17, 18 ). The "idea that everyone should know his or her 
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cholesterol level" which may motivate people to change their diet is 
balanced with considerations of cost-effectiveness. The latter include 
the financial costs of high quality, repeated tests and post-screening 
counselling, and psychological costs such as anxiety or the labelling 
of the people as ill. Further, the evidence of effectiveness remains 
insufficient to recommend blood cholesterol measurement for a whole 
population. 

Reduction 
Both individual (high-risk) and population approaches are needed to 
manage patients with elevated cholesterol by means of diet and/or 
drugs. 

Recommended procedures to reduce 
cholesterol levels 

General considerations 
3.1 Mass screening to detect elevated blood cholesterol levels in 
the general population is not recommended; selective approach is 
suggested. 

3.2 Blood cholesterol measurement on an opportumstlc basis is 
justified in adults; tests should be made every five years for 
individuals with normal or borderline values, and more frequently for 
people with previous evidence of significantly elevated blood 
cholesterol levels, such as after three months for people with a level 
over 6.5 mmoVlitre and again three months later. 

3.3 It is logical to identify high-risk groups for cholesterol testing. 
These might include ( 19): 

• people under the age of 50 with xanthelasmas or those of any 
age with xanthomas; 

• people under the age of 50 with a family history of premature 
death from coronary disease or myocardial infarction; 

• people under the age of 65 with a personal history of diabetes 
or cardiovascular disease; 

• asymptomatic patients with a familial hypercholesterolaemia 
level above 7.8 mmoVlitre; and 

• asymptomatic middle-aged men and women with two or more 
of the following risk factors: smoking, high blood pressure, 
obesity, diabetes and physical inactivity. 
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These groups of people are also candidates for lipid-lowering drugs. 

3.4 People who have their cholesterol measured should receive 
skilled professional counselling. Appropriate advice should 
accompany every cholesterol measurement to explain the meaning 
and implications of the findings (particularly elevated levels), and to 
advise on prudent diet. The recipient needs to be made aware of other 
risk factors for coronary heart disease, because the significance of a 
particular cholesterol level depends on them, cholesterol is of little 
importance if no other risk factors (such as smoking) are present (20). 

Counselling should minimize the avoidable psychological 
adverse effects of cholesterol measurement (21 ), such as anxiety, 
labelling and false reassurance (this means that a negative finding 
does not imply that the individual is not at risk of coronary heart 
disease). The limitations of the test (such as the fact that a positive 
result has little prognostic value if no other risk factors are present) 
need to be explained. 

3.5 Dietary recommendations designed to lower the cholesterol 
level (a prudent Mediterranean diet) can be offered not only to those 
at high risk due to elevated cholesterol levels but to a much larger 
proportion of the population; the impact on the community will be 
considerable. 

3.6 As initial management, a two-step low-fat dietary programme 
(22) should be used to lower high blood cholesterol levels in 
asymptomatic people in whom total cholesterol levels of 
6.2-6.85 mmol/litre or LDL levels of 4.15-4.9 mmol/litre are 
opportunistically detected. 

Step I is to reduce total dietary fat intake to less that 30% of total 
energy (with saturated fats contributing less than 10% of total 
energy), and to reduce dietary cholesterol intake to less than 300 mg 
per day. If this is not achieved after three months, step 2 should be 
taken: restrict saturated fat intake further, to 7% of total energy, and 
dietary cholesterol to less than 200 mg per day. 

3.7 Health care providers should compile a complete lipid profile, 
and consider the use of pharmacological treatment in patients with a 
total cholesterol level above 7.8 mmolllitre and in those with a 
cholesterol level above 6.5 mmol/litre who do not respond adequately 
to dietary intervention within 3-6 months. 

Check-list of recommended procedures 
3.8 The primary care team should recommend blood cholesterol 
measurement opportunistically, particularly to people identified as 
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belonging to high-risk groups. The lack of assoctat10n between 
cholesterol concentration and cardiovascular mortality (6) raises 
doubts about screening women, except those at substantially 
increased risk of death from coronary heart disease because of the 
presence of other risk factors. The team should also: 

• advise patients with elevated blood cholesterol levels to adopt a 
low-fat, low-energy, low-cholesterol diet; 

• refer patients for pharmacological treatment wherever justified; 
and 

• advocate a healthy lifestyle, particularly smoking cessation and 
a prudent diet, not only to patients with mildly elevated 
cholesterol levels but also to healthy adults whenever 
cholesterol testing takes place. 
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4 

Obesity 

Definition of the problem 

Obesity is an excess of body fat frequently resulting in a significant 
impairment of health; it is difficult to draw a sharp dividing line 
between physiological and pathological states, when obesity is 
associated with certain health risks. Although overweight and obesity 
represent different degrees of health risk, no distinction is made 
between them. For practical purposes, obesity is defined in terms of a 
person's body mass index (BMI), which is not a direct measure of 
fatness but a measure of proportional weight. It is calculated for an 
individual by applying the formula: 

BMI = weight in kg 
(height in m)2 

BMI and the associated relative health risk are interpreted on the 
following scale ( 1). A person with a BMI: 

• below 20 is underweight, which may be associated with certain 
health problems; 

• of 20--25 is at a good body weight for most people; 

• of 25-30 is overweight or has grade I obesity, which may lead 
to health problems in some people; 

• of 30-40 has grade 2 obesity, which IS associated with 
moderate health risks; and 

• over 40 has severe grade 3 obesity, which carries high risk to 
health. 

BMI values between 20 and 27 are considered to be acceptable. 
People with higher values have an increased risk of developing health 
problems; this risk changes with age. 
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Causes 
Obesity results from an imbalance between the intake and expenditure 
of energy, and is closely linked with nutrition. In most cases, obesity 
is attributable to overeating (defined as the consumption of more 
energy than is necessary for basal metabolism and activity level), and 
often associated with a lack of physical exercise. The tendency to 
overeat may involve psychological factors. 

Normally, no difference in basal metabolic rate or efficiency of 
intestinal absorption can be demonstrated between fat and thin people. 
Genetic factors may be involved in obesity; this and other causes of 
pathological obesity, such as abnormalities of the hypothalamus or of 
endocrine function, are beyond the scope of these guidelines and are 
not discussed here. 

Health consequences of obesity 
Obesity creates an enormous psychological burden, as fat people are 
stigmatized. Apart from the limitations that obesity imposes on 
physical activity and endurance, it has been recognized to be 
associated - acting with other health risks or independently - with a 
reduced expectation of life attributable to an increased incidence of 
several major conditions, such as: high cholesterol, high blood 
pressure and cardiovascular diseases (2-5). 

Obesity is recognized as a major factor in ra1smg levels of 
LDL, and is associated with low levels of HDL. The prevalence of 
elevated cholesterol in young overweight people is 2.1 times that of 
young people of normal weight ( 6). 

People with a BMI over 27 have twice the probability of 
elevated diastolic blood pressure as those with a BMI of 20--22; the 
probability is tripled in people with a BMI over 30 (6). The risk of 
cardiovascular diseases increases with body weight, although many 
years may pass before the adverse effects of obesity on health 
develop. Other conditions associated with obesity include: 

• non-insulin-dependent, 
prevalence is 3 times 
weight people) (7); 

• gall stones; 

late-onset diabetes mellitus (its 
higher in overweight than in normal 

• cancer of the gall bladder, breast and endometrium (8). 

The relation between weight and total mortality assumes a J-shaped 
curve. The people with the highest weight show the highest mortality, 
and those at the lower end experience a slightly elevated mortality 
rate, due in part to the presence of clinical diseases. 
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The distribution of fat deposits on the body has been suggested 
to be a better predictor of mortality than BMI (9). An excessive 
amount of fat in the trunk region (called apple-shape, abdominal 
obesity or male-pattern obesity) is more strongly associated with 
cardiovascular diseases and diabetes than a low waist-hip ratio or 
pear-shape obesity. 

Magnitude of the problem 

The high and increasing prevalence of obesity in affluent societies 
poses a major health problem. Various surveys (1, 10) indicate that 
about one quarter to one third of people aged 20--65 have a BMI 
greater than optimal (over 27). In most countries, elevated BMI 
values (over 30) were more prevalent among men than women, but 
the opposite was the case in some. 

Women under 45 years of age are more apt to be underweight 
than overweight, the proportion reversing after age 45. In men, the 
frequency of elevated BMI is the highest between 35 and 65 years of 
age. 

Overweight children and adolescents are more likely to remain 
overweight in adulthood ( 11 ). Most overweight adults, however, were 
not overweight in their childhood. Sustained obesity, extending from 
young adulthood into the later adult years, results in a greater health 
risk than obesity that develops in middle age. 

Intervention measures 

Assessment of obesity 
BMI is considered a good indicator of nutrition status for people aged 
20--65 years. It is not regarded as an appropriate tool for children and 
adolescents under age 20 and for adults over age 65, pregnant and 
lactating women, very muscular people and some athletes (such as 
long-distance runners). Special studies confirm that BMI is a 
reasonable estimate of fatness; it is not much less accurate than 
specialized laboratory methods, such as underwater weighing. Weight 
should be measured on a standardized scale, preferably in the 
morning before breakfast; height should be taken without shoes, heels 
against the wall. 

The waist-hip ratio (WHR), a measure of body fat distribution, 
can be determined in the clinical setting by comparing the 
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circumference ofthe waist (midpoint between the last ribs and the top 
of the pelvis, on the superior anterior iliac crest) and of the widest 
point around the hips, over the major trochanters. A WHR of more 
than 1.0 in men or more than 0.8 in women may be a reliable 
indicator of increased risk from obesity. WHR is not easy to measure 
in very fat people. 

Advice on weight reduction 
Weight gain invariably results when more energy is consumed than 
expended. People with a BMI of 30 or more and those with any 
degree of overweight who actively seek medical advice should 
receive advice on both a weight-reducing diet and on physical 
exercise, which can give valuable help in losing weight ( 12). 

In cases of mild and moderate obesity, the available weight
reducing measures are reported to be effective, even if one study 
showed that about one third of patients had regained the lost weight 
one year after treatment had ended. 

Recommended procedures for a healthy 
weight 

General considerations 
4.1 The public perception of obesity is often erroneous, not least 
because of the positive social image of slimness. Health education is 
needed to help members of the public to understand the concept of 
healthy weight, to know their BMI, to know what constitutes 
overweight from a health point of view, to be aware of the health risk 
associated with obesity, and to know how much weight they need to 
lose or whether they need to lose at all. 

4.2 Many people believe that smoking helps them to stay slim. 
Health care providers should discourage smoking as a way to control 
body weight; they should emphasize the benefits of smoking 
cessation when giving advice on weight control. 

4.3 In providing advice on weight reduction, the primary care team 
should give priority to the people who are most overweight and those 
who reveal additional risk factors for cardiovascular diseases 
(smoking, elevated blood pressure and cholesterol levels and 
diabetes). 

4.4 The same BMI values are appropriate for both men and women 
aged 20-65; the advisability of weight loss over the age of 65 requires 
special consideration. 
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4.5 To achieve an initial target of gradual weight loss of no more 
than 6 kg at a rate of 0.5-1 kg per week, the patient should follow the 
principles of healthy eating (see Chapter 2) and gradually increase 
physical activity (see Chapter 6). Such weight loss requires an energy 
deficit of 2092-4182 kJ (500-1000 kcal) per day. The estimated 
average energy requirements for people aged 20-50 years are about 
10 460 kJ (2500 kcal) for men and about 8368 kJ (2000 kcal) for 
women. The primary care team, however, should tailor weight 
reduction advice to individuals' needs. 

4.6 Lasting lifestyle change is the best measure for weight control. 
The patient's readiness and decision to change his or her habits of 
eating and taking exercise arise from a process and not a single event. 
Physicians should have the negotiating skills and know the methods 
to help patients change their behaviour throughout the stages of the 
process: contemplation, preparation, action and maintenance. 

4. 7 Being overweight at 13 years of age is a strong predictor of 
being overweight in adulthood. The optimum time to prevent obesity 
is between the ages of 5 and 12. This should be managed so that 
weight gain is slowed while height continues to increase. 

4.8 Women should not be put on a weight-reducing diet during 
pregnancy and when breastfeeding, but they should avoid overeating. 
Many women gain weight during pregnancy because they lose control 
over their body shape; the primary care team should warn them of this 
possibility. 

Check-list of recommended procedures 
4.9 The primary care physician and nurse should: 

(a) assess the weight of their patients, routinely measure the weight 
and height of the adults, and calculate BMI and fat distribution 
(WHR); 

(b) reassure patients with BMI values in the acceptable range 
(between 20 and 27); 

(c) be alert to the possibility of eating disorders when BMI shows a 
patient to be underweight (while anorexia in teenaged and 
young adult females may be associated with depressive 
disorders, there is no need to worry about young people until 
BMI values fall below 18.5); 

(d) educate adults on health risk of overweight, with attention to 
the interrelationship between obesity and other health risks 
(such as smoking), ask patients about their current eating 
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patterns and lifestyle conditions in order to give advice that is 
tailored to their individual needs and circumstances; 

(e) advise patients with a BMI over 30 on weight reduction, setting 
a realistic, long-term target for weight loss (in the range of a 
BMI of 20-27); 

(j) encourage slow but gradual weight loss at a rate of no more that 
0.5-1 kg per week, recommending: 

• dietary modification and, if necessary, an energy-restricted 
diet; and 

• an increase in regular physical exercise (see Chapter 6); 

(g) emphasize the importance of healthy eating to maintain weight 
after a satisfactory weight loss has been achieved and a 
"plateau" reached; 

(h) provide continuing support and follow-up which greatly 
increase the chance of successful weight reduction; and advise 
patients who enter commercial weight-reducing programmes; 
and 

(i) encourage severely obese patients (BMI greater that 37) to 
consult a specialist (an intemist or dietitian) for further 
evaluation and/or counselling, if they fail to lose weight after 
one month on a weight-reducing diet. 
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5 

Elevated blood pressure 

Definition of the problem 

Blood pressure is a continuous variable. It tends to rise with age but 
the increases vary considerably between individuals; thus, the 
dividing line between normotension and hypertension is arbitrary. It 
is defined as the level of blood pressure above which intervention has 
been shown to reduce the risk of harmful health consequences ( 1). 

Normal blood pressure is defined as systolic blood pressure 
below 140 mmHg and diastolic blood pressure below 90 mmHg. 
Elevated blood pressure or hypertension is defined as systolic blood 
pressure above 140 mmHg and diastolic blood pressure above 90 
mmHg. 

The 1993 guidelines set by WHO and the International Society 
of Hypertension for the management of mild hypertension (2,3) 
suggested the following operational classification of hypertension by 
blood pressure (Table 5.1). 

Table 5.1 Classification of hypertension by blood pressure level 

Category 

Normotension 
Mild hypertension 
Moderate and severe hypertension 
Isolated systolic hypertension 
(in the elderly) 

Systolic blood Diastolic blood 
pressure (mmHg) pressure (mmHg) 

<140 
14Q-180 

>180 
>140 

<90 
9Q-105 
>105 
<90 

It does not classify people with diastolic blood pressure of 85-
89 mmHg or systolic blood pressure of 130-139 mmHg as "high 
normal", to avoid the labelling a large group as hypertensive. On the 
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other hand, a subgroup has been suggested in the range of mild 
hypertension; people with "borderline hypertension" have a diastolic 
blood pressure 90-95 mmHg and systolic blood pressure of 140-160 
mmHg. Hypertension is defined on the basis of diastolic and systolic 
blood pressure values, as it has been indicated that cardiovascular 
events correlate more closely with systolic than with diastolic values 
(4). 

The guidelines (2,3) are concerned only with primary, essential 
or idiopathic hypertension with no apparent cause, and with "benign" 
hypertension: moderately, although sometimes markedly, elevated 
blood pressure. People with benign hypertension lead active lives for 
many years with few or no symptoms. If not controlled, however, the 
condition may cause disability and death from heart failure and 
increase the risk of coronary heart disease and stroke. The forms of 
hypertension that are secondary to other (nearly always renal) disease 
processes, and the rapidly progressing "malignant" hypertension are 
beyond the scope of this book. 

Health consequences 
High blood pressure is a major modifiable risk factor for 
cardiovascular diseases: atherosclerosis, left ventricular hypertrophy 
and cardiac failure, coronary heart disease (myocardial infarction), 
cerebrovascular disease (ischaemic brain damage and intracerebral 
haemorrhage or stroke) and renal failure. 

The higher the blood pressure, the higher the risk of both stroke 
and coronary events. There is no threshold, however, at which the risk 
associated with high blood pressure begins: it increases as blood 
pressure rises (5). People with high blood pressure have three to four 
times the risk of developing coronary heart disease and as much as 
seven times the risk of developing stroke as people with normal blood 
pressure. In absolute terms, high blood pressure is a much greater risk 
factor for cardiovascular diseases in elderly people than in younger 
people. Among those with mild hypertension in western populations, 
the risk of major cardiovascular events ranges from less than I% at 
the age of 25-34 years to more than 30% at the age 65-7 4 ( 6). 

Interaction with other risk factors 
Scientific evidence (7,8) indicates that dietary factors, such as high 
sodium (salt) intake and excessive alcohol consumption, obesity and 
physical inactivity, play a major role in raising blood pressure levels. 
The risk of cardiovascular disease increases in the presence of one or 
more additional risk factors, such as smoking, elevated fasting 
glucose, elevated total cholesterol and low HDL. 

44 



Magnitude of the problem 

The prevalence of elevated blood pressure is estimated to be at 15-
30% of the adult population in most countries (6). There is 
considerable variation among countries, however; the age-adjusted 
prevalence of mild to moderate hypertension among men and women 
aged 25-64 years has been demonstrated to be less than 10% in 
Canada, 15% in Iceland and 30% in Finland. The prevalence of 
hypertension in elderly people (aged 65-74) has been reported to be 
64% in the United States and 35% in Canada. 

Intervention measures 

Prevention 
Health education programmes that promote healthy lifestyles may 
prevent or delay the onset of high blood pressure by teaching people 
to avoid obesity, excessive alcohol consumption, high salt intake and 
physical inactivity . 

Detection 
Blood pressure measurement is the principal method of detecting 
hypertension and provides the basis for lifestyle advice, treatment and 
monitoring. Obtaining an accurate measurement is thus important in 
any clinical situation. 

The factors that can affect blood pressure measurement are 
related to: 

• equipment (calibrated mercury sphygmomanometer, with a cuff 
of appropriate size - an incorrect width and length of cuff 
(bladder) for the patient's arm size may result in very high 
readings); 

• preparation of the patient (by placing him or her in a sitting 
position and taking the measurement after the patient has rested 
for at least five minutes, and a second measurement after 30 
seconds); 

• the procedure (lowering the column of mercury at the 
appropriate rate and avoiding digit preference, that is, for 
numbers ending with zero or preconceived notion of "normal" 
pressures); and 

• the circumstances in which the measurement takes place. 

As to the circumstances, it is important to watch out for "white 
coat hypertension" (9): the condition in which blood pressure is 
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elevated only in the presence of a physician but falls when the patient 
leaves the physician's office. Measurement by nurses of blood 
pressure at home may reduce but not necessarily abolish the "white 
coat" effect. 

Adults should know their blood pressure and whether it is 
normal or elevated. To this effect, various expert groups have 
recommended regular measurement of blood pressure in healthy, 
asymptomatic adults. The knowledge itself may motivate people to 
change their behaviour (smoking, diet). 

The consensus that detection is worthwhile is based on the 
estimated high frequency of elevated blood pressure in the population, 
and on the evidence that treatment of all levels of the condition 
reduces the incidence of stroke. A reduction in coronary heart disease 
has not been clearly established ( 10). 

No trials have directly tested whether mass screening decreases 
the incidence of and mortality from cardiovascular diseases in the 
population as a whole. One argument against screening relates to its 
low specificity in the prediction of subsequent events. Two thirds of 
the people with "elevated risk" can be expected to remain well over 
the subsequent 25 years. Thus, a disadvantage of screening includes 
the psychological morbidity and excess cost associated with labelling 
a patient as hypertensive, including those of the resulting 
absenteeism, disability and decrease in psychological wellbeing ( 11 ). 

Case-finding is thus in greater favour. It is based on the fact 
that primary care physicians see the great majority of their patients 
every 2-3 years; if they use the health care visits to detect important 
risk factors such as blood pressure, they are likely to identify the 
majority of patients who have high blood pressure and need lifestyle 
advice and/or treatment. (Certain groups, however, such as educated 
men aged 45-65 years, do not visit primary physicians so regularly, 
and may escape the screening.) Further, case-finding provides a better 
opportunity for individual follow-up; such patients are more likely to 
adhere to treatment. 

Treatment 
There is evidence that early treatment may reduce the likelihood of 
developing more severe hypertension at a later time, and lowering 
even mildly elevated blood pressure reduces cardiovascular morbidity 
and mortality. The lower the blood pressure, the lower the risk of both 
stroke and coronary events. The benefits are greater in reducing 
stroke than coronary heart disease, and for elderly than younger 
patients. Because the incidence of cardiovascular events is high in the 
elderly, the same relative reduction in risk provides greater absolute 
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benefit than in young people. Elderly people, however, may be more 
susceptible to the side effects of treatment ( 12,13). 

The goal of antihypertensive treatment (3) should be the 
maximum tolerated blood pressure reduction. It is desirable to 
achieve blood pressure of: 

• at least 120--130/80 mmHg in young patients with mildly 
elevated blood pressure; 

• less than 140/90 mmHg in elderly patients with elevated systolic 
and diastolic pressure; 

• at least 140 mmHg systolic blood pressure in patients with 
isolated systolic hypertension, if this can be done without 
undesirable effects. 

These cut-off values, however, may increase with age. 

Treatment strategies are classified as: nonpharmacological and 
pharmacological. Nonpharmacological strategies ( 14) include weight 
reduction (B), sodium reduction ( 16), potassium and magnesium 
supplementation ( 17), cessation of hazardous alcohol consumption 
(18), dietary advice (leading to a reduced dietary fat intake) (19), 
dietary calcium supplementation, regular mild exercise in sedentary 
patients, and control of other risks, such as smoking (3). The ability of 
nonpharmacological intervention to reduce mortality and morbidity 
has not been proved directly, but such intervention can normalize 
mildly elevated blood pressure. 

Randomized controlled trials have shown the effectiveness of 
pharmacological approaches ( 3). Classes of drugs recommended as 
the first line of antihypertensive treatment in order of proven benefit 
based on studies of morbidity and mortality are: (a) diuretics, (b) 
beta-blockers, and (c) angiotension converting enzyme (ACE) 
inhibitors, calcium antagonists, alpha-adrenoreceptor blocking drugs. 

Recommended procedures for healthy 
blood pressure 

General considerations 
5.1 Mass screening programmes for hypertension are not 
recommended. 

5.2 Adults should undergo periodic blood pressure measurement, 
when they visit a health care professional. Where such routine visits 
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are infrequent, a minimum interval - most commonly every two years 
and annually for people above 65 years of age - is suggested. This 
procedure is recommended only when resources for treatment are 
adequate. 

5.3 This may not necessarily apply to children and adolescents, but 
blood pressure measurement may be included in their routine care. 

5.4 All individuals who have their blood pressure measured should 
be told what their blood pressure is and what the readings mean. 

5.5 At least two blood pressure measurements should be taken per 
visit to obtain the most accurate assessment of an individual's blood 
pressure. This is particularly important for people who are found to 
have elevated blood pressure but have no previous history of high 
blood pressure. If a patient's initial blood pressure, measured at least 
twice, is elevated, the health care provider should reassure him or her 
that one elevated reading does not mean high blood pressure. 

5.6 Before starting treatment (and labelling the patient as 
hypertensive), the health care provider should reassess the elevated 
readings at least three different times over a period of six months. 
This allows providers to identify those whose blood pressure has 
returned to normal and need only periodic reassessment, and those 
who really need treatment. 

5.7 If it is confirmed that the systolic blood pressure is 140-180 
mmHg and diastolic pressure is 90-l05mmHg, the care provider 
should consider treatment. Prior to drug treatment, the provider 
should try nonpharmacological intervention and blood pressure 
monitoring. If the blood pressure falls 140-160/90-95 mmHg after 
three months, the provider should reinforce non-drug measures and 
continue the monitoring. When blood pressure remains above the 
mild hypertension level (1801105 mmHg), drug treatment should be 
tried. If after three months the patient does not respond to drug 
treatment, and blood pressure rises or is over 200/120 mmHg, the 
health care provider should refer the patient to specialist treatment. 

5.8 In making treatment decisions or referrals, physicians should 
exercise their clinical judgement. In addition to the confirmed blood 
pressure readings, they should consider the following factors: 

• age; 

• previous history of elevated blood pressure; 

• family history of hypertension or of premature stroke, heart 
disease or sudden cardiac death; 
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• cardiovascular complications such as clinical evidence of left 
ventricular hypertrophy, ischaemic heart disease, history of 
cerebrovascular disease, diabetes or some other organ damage 
(renal or retinal- ophthalmoscopy may be routinely performed); 
and 

• the presence of other cardiovascular risk factors. 

5.9 The physician should give drug treatment in line with the 
current clinical guidelines. The choice of the initial drug therapy for 
an individual hypertensive patient should not be restricted on 
economic grounds, although it is the physician's responsibility to give 
due consideration to the cost of the drug. 

Check-list of recommended procedures 
5.10 Primary care professionals should measure blood pressure 
regularly in all persons thought to be normotensive at least once in 
two years if their systolic and diastolic blood pressure was below 140 
mmHg and 90 mmHg, respectively. They should also try to measure 
the blood pressure of those not using health care services regularly. 

5.11 They should confirm elevated readings (over 140/90 mmHg) by 
taking more than one reading at three separate visits. They should not 
diagnose hypertension on the basis of a single measurement. 

5.12 If elevated blood pressure is confirmed, primary care 
physicians and nurses should inform patients of their blood pressure 
level and assure them that high blood pressure can be controlled if 
they comply with antihypertensive treatment. 

5.13 Before starting drug treatment, primary care professionals 
should advise patients with mild hypertension on lifestyle 
modification by increasing physical exercise, reducing dietary sodium 
and potassium and alcohol consumption), and discuss other 
cardiovascular risk factors such as smoking and elevated cholesterol. 

5.14 Physicians should prescribe antihypertensive drugs whenever 
necessary, in accordance with recent clinical guidelines, or refer 
patients to specialist care (7). 

5.15 Primary care professionals should monitor and help patients 
improve long-term compliance with antihypertensive therapy. 
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6 

Physical inactivity 

Definition of the problem 

Physical activity is complex behaviour; It IS defined as "bodily 
movement accomplished by muscle power and energy expenditure" 
( 1 ), and measured by the extent to which energy expenditure exceeds 
the basal metabolism. Regular physical activity increases physical 
working capacity or fitness, defined as "the ability to perform 
moderate to vigorous levels of physical activity without undue fatigue 
and the capability of maintaining such ability throughout life". 
Physical fitness is an objective marker of regular physical activity. 

Encouraging physical activity, as part of preventive services in 
primary care, focuses mainly on leisure-time activities rather than 
occupational ones. 

Health risks 
Physical inactivity or sedentary living has been associated with a 
number of debilitating conditions, including coronary heaFt disease 
(1-3) and stroke, elevated blood pressure (4), non-insulin-dependent 
diabetes mellitus and osteoporosis. Physically inactive people are 
twice as likely to develop cardiovascular diseases as physically active 
people. 

Potential health benefits of physical activity 
Physical activity or exercise, on the other hand, has a well 
documented protective effect. It can: 

• reduce the risk of coronary heart disease (5,6) and, to a lesser 
extent, stroke (7) in men who exercise regularly (few studies 
have included women); 

• lower blood pressure (8); 

• improve the lipoprotein profile, that is, increase the level of HDL 
and decrease that of LDL (9) (see Chapter 3); 
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• improve the balance between energy intake and expenditure and 
promote weight loss by increasing the latter thus preventing 
obesity ( 10); 

• decrease serum glucose levels and increase glucose tolerance, 
thus decreasing the risk of developing non-insulin-dependent 
diabetes mellitus ( 11) (see Chapter 13); 

• reduce bone loss, thus protecting against osteoporosis ( 12) (see 
Chapter 15); 

• decrease fibrinogen and factor VII activity and increase 
fibrinolytic activity ( 13 ); and 

• improve psychological fitness, and coping with stress and fatigue 
(14). 

In addition, people in higher fitness categories have lower rates of 
mortality from all causes. 

Magnitude of the problem 

Sedentary living is very common in modem affluent societies, where 
intensive mechanization in almost all sectors of the economy has led 
to a rapid decrease in energy expenditure for most occupations 
( 1 6,17). Studies have shown that an estimated 70% or more of both 
men and women in all age groups were below an acceptable minimum 
level of activity that would confer significant health benefits. All 
these people have an increased risk of coronary heart disease and 
stroke. 

The proportion of people classified as physically active in 
leisure time correlates with socioeconomic status and level of 
education. The better-off and better-educated strata of the population 
show a more favourable coronary risk profile overall: a lower 
prevalence of smoking and obesity, and healthier nutritional patterns. 
People who do physical work are obviously much less interested in 
leisure-time physical exercise. 

Recently, leisure-time physical activity has gained in 
popularity. Surveys indicate a significant increase in the adult 
population that is physically active in leisure time. A maximum of 
20% of the population, however, exercises at a level recommended 
for cardiovascular benefit. 

54 



Intervention measures 

Evidence indicates that regular, continuing and aerobic physical 
activity (involving all major muscle groups and increasing the pulse), 
has a protective effect against health risks attributed to physical 
inactivity (7,18,19). 

There is a dose-response relationship between the intensity of 
physical exercise and its protective effect; intensity is expressed in 
terms of the energy required to carry out the activity. 

The intensity of physical activity can be measured as the 
percentage of the maximum amount of energy that can be provided by 
maximum oxygen intake (V02 maximum). For an individual, the 
maximum functional capacity is expressed by symptom limited vo2 
maximum (V02SL) and breathlessness (when the person is no longer 
able to speak normally). The intensity can also be estimated on the 
basis of the heart rate; for example, the intensity of 50-85% V02SL 
corresponds to 60-90% of the maximal heart rate, which can be 
estimated by subtracting a person's age in years from 220. 

The major strategies behind the implementation of programmes 
to increase the physical activity level in individuals and in the 
population are: 

• the creation of supportive physical, social and cultural 
environments for the population; 

• education of the public through the mass media; 

• direct education and counselling in primary care. 

Risk factor reduction attributed to physical activity appears to 
be proportional to the degree of the individual's exercise intensity and 
that of exposure to and participation in the programme. So far, only 
limited information is available on the ability of primary care 
professionals to influence people's exercise behaviour and long-term 
compliance. Experience shows, however, that most patients could 
benefit from encouragement to increase their level of physical 
activity. 
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Recommended procedures for physical 
activity 

General considerations 
6.1 Physical exercise programmes (20) should take account of four 
major components. First, three sessions per week appears to be the 
optimal frequency. Exercise should not be done on consecutive days 
in order to avoid soreness, fatigue and possible injury. 

The second factor is duration. For the purpose of 
cardiovascular endurance, people should exercise for a total of 25-60 
minutes in three phases: 

• warm-up (5 to 10 minutes) 

• overload (15 to 40 minutes) 

• cool-down or recovery (5 to 10 minutes). 

The older and less fit the individual, the more important the warm-up 
phase. 

The third is intensity. For the general population (average, 
non-athletic adults), the optimal intensity should be 30-50% V02SL 
during the warm-up and cool-down phases and 60--80% V02SL 
during the overload period (equivalent to 70-90% of the maximal 
heart rate). 

Fourth, the types of physical exercise to recommend might 
include light, moderate or vigorous activities, such as walking (more 
and more often and briskly), cycling (instead of using the car), 
climbing stairs (instead of using the lift), gardening, running or 
jogging, swimming, rowing, skating, cross-country skiing, 
teamsports, and dancing. The better these activities fit in with the 
individual's current lifestyle, the more they are to be recommended. 

6.2 The recommended frequency, duration and intensity of exercise 
should be appropriate for the people concerned and should depend on 
the initial level of their fitness. Those who are sedentary or fairly 
inactive should start slowly (but regularly) with shorter periods of less 
intense activity and build up their fitness gradually in steps lasting a 
few weeks. 

6.3 To assess the baseline actiVIty level of the individual, no 
simple, accurate, reliable, standard techniques are available for use in 
primary care; asking a few relevant questions concerning current 
activity patterns may be of use. 
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6.4 To avoid injury and adverse effects, certain groups (such as 
children, the elderly, pregnant women, women after the menopause), 
as well as people who experience pain in their chests, faintness, 
dizziness and palpitation during physical activity, need special advice. 
Likewise, special advice may be needed for those with certain health 
problems, such as previously diagnosed heart trouble, high blood 
pressure, overweight, diabetes, chronic bronchitis, disorders of the 
veins of the leg, arthritis, or bone or joint problems aggravated by 
physical activity. 

Check-list of recommended procedures 
6.5 Primary care professionals should include counselling on 
physical activity in their practice (21 ). To do so, they should be 
familiar with the basics of exercise physiology, which will enable 
them to prescribe an appropriate physical activity programme for both 
apparently healthy individuals and people with special health 
problems. During routine health care visits and at any other suitable 
time, primary care professionals should: 

(a) discuss physical activity with patients (the health risks 
constituted by physical inactivity, its interactions with other 
health risks, and the health benefits of regular physical activity) 
and motivate them to include physical exercise in their day-to
day routine; 

(b) ask patients about their leisure-time physical activities while 
taking their histories ("How many times a week have you taken 
any physical activity (including walking) that lasted 20 minutes 
or more? Which of these activities were vigorous enough to 
make you breath hard or increase your pulse?) and, when 
appropriate, record the level of activity as low, modest or 
sufficient; 

(c) identify those who need to change their behaviour and encourage 
them to increase their physical activity to a level sufficient for 
cardiovascular benefit, or to maintain such a level; 

(d) assist patients in developing personal plans for a physical activity 
programme, and advise them both on choosing the appropriate 
type and level of physical activity (to, be incorporated into their 
usual daily activities, adapted to their age baseline activity and 
health status, and have a low potential for injury and other 
adverse effects) and on increasing this activity level gradually to 
an optimal level of duration, frequency and intensity; 

(e) follow up patients who have been given advice, monitor their 
compliance with a recommended physical activity programme, 
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and encourage and support those who return to the old pattern of 
inactivity; and 

(f) refer those who have special health problems for specialist 
advice (such as cardiac rehabilitation following myocardial 
infarction). 
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7 

Alcohol consumption 

Definition of the problem 

Both alcohol consumption and alcohol problems exist on continua 
( 1 ): from no or light consumption to heavy consumption, and from no 
problems to substantial or serious problems. This understanding has 
led to a new definition of alcohol consumption as hazardous or 
harmful (2). Hazardous alcohol consumption is a level of 
consumption or pattern of drinking that is likely to result in harm if it 
persists: 350 g (35 unitsa) or more per week for men and 210 g 
(21 units) or more per week for women. Alcohol consumption is 
harmful when it damages the psychological or physical wellbeing of 
the individual. 

Related risk 
There is a dose-response relationship between alcohol consumption 
and a variety of physical effects, psychological and psychiatric 
disorders, and social damage (3). 

As to physical harm, there are well documented positive 
associations between alcohol consumption and cirrhosis and cancer of 
the liver, and cancer of the oral cavity, pharynx, larynx, and 
oesophagus. The risk of cancer is multiplied in people who also 
smoke (4). The data are suggestive but inconclusive for an 
association between drinking and cancer of the stomach, large bowel 
and breast. Alcohol consumption is associated with increased risk of 
stroke, high blood pressure (5) and congestive cardiomyopathy. 

While there appears to be a negative association between 
moderate alcohol consumption and risk of coronary heart disease (6), 
this protective effect can be achieved at a low consumption level (less 
than 10 g or one unit daily) and cannot be important for men under 

a One unit (8-1 0 g) of pure alcohol is equal to a half-pint of beer, a 
small glass of wine or a single measure of spirits such as whisky, brandy or 
vodka. 
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35 years of age and premenopausal women. In addition, alcohol 
damages the gastroenteral, nervous and reproductive systems, and the 
relationship between alcohol consumption and road accidents is 
firmly established. This list of the physical effects is illustrative rather 
than exhaustive. 

Alcohol consumption can also lead to psychological and social 
harm. For example, family disruption, child abuse, work-related 
problems, assaults, unintentional injury, suicide, violence and serious 
crimes are known to be related to both the total volume of alcohol 
consumption and the frequency of intoxication. 

Magnitude of the problem 

Both alcohol consumption and alcohol-related problems, although at a 
high level, are now stable or decreasing in a number of western 
countries of the European Region (7). In recent years, both have been 
increasing in the countries of central and eastern Europe and the 
former USSR. The population's average annual consumption per head 
is an important indicator of harmful consequences. In most countries, 
a considerable portion of the population consumes alcohol at levels 
that put individuals at risk. 

Consumption is related to a number of social, demographic, 
economic and cultural factors (8); drinking habits vary considerably 
between and within countries. More men (1 in every 3-4) than 
women (1 in every 10) drink alcohol, but women's consumption is 
growing towards male drinking patterns in some countries. In both 
sexes, consumption declines with age. A homogeneous youth culture, 
in which alcohol plays an important symbolic role, has emerged 
throughout the Region; levels of drinking in young adulthood predict 
later drinking patterns. 

An estimated overall effect of alcohol consumption is an 
increase in total mortality (9). The relationship appears to be J
shaped, particularly for older people ( 10). In addition, 2-4% of cancer 
deaths is attributable to alcohol consumption. 

Intervention measures 

There are four major strategies for preventing alcohol-related 
problems. The first is a national alcohol policy ( 11 ). When 
coordinated with policies on agriculture and trade, such a policy 
(including fiscal legislation such as price regulations, restrictions on 
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advertising and the places and times of sale, and provision for health 
education of the public) is an important tool to control alcohol 
problems. 

The second strategy is health education. It can inform the 
public of the health hazards, and psychological and social harm 
associated with alcohol consumption, and concentrate on vulnerable 
groups (pregnant women, children and youth) and circumstances in 
which drinking could cause dangerous situations (the workplace). 

The third strategy is to recognize hazardous and harmful 
alcohol consumption. Primary care professionals can accomplish this 
task by, for example, asking patients about their drinking habits, or 
using questionnaires (12) that contain questions on the usual 
frequency of drinking in a certain period (a week or a month), the 
type of alcoholic drink taken, and the usual quantity of each drink 
consumed per day. Such questionnaires are easy to use and they have 
high reliability and validity in primary care. Professionals can also 
use a simple instrument, the alcohol use disorders identification test 
(AUDIT) (13). It was designed for their use in screening for early 
signs of alcohol-related problems. Finally, professionals can give 
blood tests to detect biological markers of excessive alcohol 
consumption (such as mean cell volume (MCV) and gamma glutamyl 
transpeptidase (Y-GT). Because of their relatively high false-positive 
rates, however, these tests are not a very good screening instrument. 

The benefits of routine inquiry include: educating drinkers 
about the hazards of heavy drinking, identifying alcohol-related 
problems before serious dependence has developed, motivating 
patients to change their drinking habits and exposing people at risk to 
effective intervention. 

The fourth strategy is brief interventions in primary care 
settings (14,15). These have proved to be effective when screening 
detects hazardous or harmful alcohol consumption. Depending on the 
seriousness of the drinking problem, the interventions may take 
several forms, including advice and short interviews. 

Primary care professionals can give 5-10 minutes' firm but 
friendly advice, in order: 

• to identify any known alcohol-related problems, emphasizing 
the possible relationship between the problems and the 
drinking; 

• to make sure that patients realize that they are in the hazardous 
drinking category; and 
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• to emphasize the idea of limits on drinking. 

The professional can supplement the advice by providing the 
patient with leaflets or booklets giving some tips on how to cut down. 

Primary care professionals can use brief motivational 
interviews, particularly with patients with harmful alcohol 
consumption. The aims of this form of intervention are: 

• to establish the patient's readiness to change; 

• to select a strategy appropriate to the actual level of motivation 
to change; and 

• to assist the patients in making their decisions to change. 

Recommendations on clinical 
intervention in alcohol consumption 

General considerations 
7 .I When providing health education advice to individuals, primary 
care professionals should bear the following considerations in mind. 

(a) the upper limit of the lower risk range for adult men is 
140-280 g a week ( 16); professionals should recommend a 
lower level (140 g a week) for women, who are more 
susceptible to the toxic effects of alcohol, and for both younger 
and much older adults; 

(b) in terms of risk to health, types of alcoholic beverage appear to 
have no differences, except in cases of acute intoxication and 
poisoning; 

(c) the consumption of alcohol should be spread throughout the 
week, rather than occur on one or two occasions; 

(d) abstainers should not start to drink and occasional drinkers 
should not start to drink regularly solely to protect themselves 
against coronary heart disease; 

(e) People should not drink at all when, for example, they: 
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• have some psychological or physical illness (such as 
liver disease, cirrhosis, depression, psychosis and 
hypertension); 

• use some medications (such as metronidazole, hypnotics, 
sedatives or tricyclic antidepressants) or other 
psychoactive substances; 



• operate machinery or vehicles, including all forms of 
transportation by road, rail, sea or air; 

• are responsible for public order or safety; or 

• are in charge of firearms or other toxic or dangerous 
substances or equipment; and 

(j) circumstances in which no or minimal drinking should take 
place include pregnancy and breastfeeding. 

7.2 Primary care physicians can detect hazardous or harmful 
alcohol consumption (17-19) when seeing any apparently healthy 
people or patients with specific complaints. It is important to note that 
patients tend to answer questions most accurately when: 

• the interviewer is friendly and non-threatening; 

• the purpose of the questions is clearly related to a diagnosis; 

• the patient is alcohol-free at the time; and 

• the information is considered confidential. 

People may deliberately underreport their consumption, 
however, because of the stigma associated with excessive alcohol use 
and its behavioural effects. 

Routine measurement of biological markers in body fluids is 
not recommended as a primary method of detecting alcohol abuse in 
asymptomatic people. 

7.3 As to brief interventions, the aim of the simple advice is gently 
to persuade drinkers to consider whether they need to change their 
habits and to set limits that may include abstinence. When giving 
such advice, primary care professionals should reassure patients that 
they are not thought of as "alcoholics", but that health damage, and 
work and personal problems are likely to develop if they go on 
drinking at the current rate. 

Professionals should also explain the harm that can be caused 
by too much drinking, including: high blood pressure, stomach upsets, 
hangovers, headaches, irritability, anxiety and depression, sexual 
difficulties, sleep problems, poor concentration, poor work 
performance, accidental injuries, arguments with friends and family, 
financial worries and some chronic diseases such as liver disease and 
cancer. As a contrast, the professionals can point out the positive 
reasons for drinking less. 
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It is important that the patient agree that the target set for 
drinking is realistic. The professional may help a heavy drinker to set 
an interim target with the aim of further reductions in the long term. 

Professionals should take care to avoid possible adverse effects 
of direct advice or persuasion, such as pushing the patient into a 
defensive position. This is particularly important for patients who are 
ambivalent about their readiness to change their drinking habits. 

7.4 In conducting brief motivational interviews ( 15 ), primary care 
professionals can work through a menu of eight strategies: 

1. lifestyle, stresses and substance use 
2. health and substance use 
3. a typical day 
4. the good things and the less good things 
5. providing information 
6. the future and the present 
7. exploring concerns 
8. help with decision-making. 

Each of them takes 5 to 15 minutes to carry out, and each 
requires a progressively greater readiness to change from the patient. 
While professionals can use the strategies towards the top of the menu 
with almost all patients, they can use the others only with the smaller 
number of patients who are making a decision to change. 

Strategies 1 and 2 are opening strategies and involve talking in 
general terms about the person's current lifestyle and stresses. Then 
the primary care professional raises the subject of alcohol with an 
open question such as, "Where does your use of alcohol fit in?". 
Finally, the professional asks "How does your use of alcohol affect 
your health?". 

Strategies 3 and 4 help the health professional to understand the 
patient's life circumstances through his or her description of a typical 
day or week, and to assess the patient's readiness to change by 
focusing on the patient's feelings: what he or she considers as good or 
bad about the use of alcohol. 

If the patient appears unconcerned about drinking, the health 
professional should use strategies 5 and 6: providing more 
information about the effects of alcohol on health, and focusing on the 
contrast between the patient's present circumstances, the likely results 
of continuing his or her drinking habit still and the way the patient 
would like to be in the future. 
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If the patient openly expresses concerns about his or her 
drinking and indicates a desire to change, the professional can use 
strategies 7 and 8. This includes exploring the patient's concerns 
about the use of alcohol or about reducing it and then helping him or 
her with decision-making. 

Commitment to change is likely to fluctuate; resolutions often 
break down. The patient should understand this, and the professional 
should encourage him or her to keep in touch, even if things go 
wrong. 

Check-list of recommended procedures 
7.5 Primary care personnel should: 

(a) routinely ask all adolescents and adults (between 16 and 74 
years of age) who consult primary care services for any reason 
about their drinking habits; 

(b) ask patients presenting with disorders such as hypertension and 
depression about their alcohol consumption; 

(c) record the drinking history (the quantity and frequency of 
alcohol consumption) of all patients who consume alcohol 
regularly; 

(d) inform regular drinkers of the associated health risks and advise 
them to cut down if their drinking exceeds the upper limits of 
the lower risk range; 

(e) give simple advice to the patients with a hazardous level of 
alcohol consumption or early signs of alcohol-related problems 
(urging them to cut down their consumption to an agreed, 
realistic lower level of drinking, which may include abstinence, 
and setting an interim target if necessary), and follow up their 
progress to strengthen their motivation; 

(j) conduct brief motivational interviews, particularly with patients 
with harmful alcohol consumption and alcohol-related 
problems, and assist them in changing their behaviour; 

(g) refer to specialized services the patients who show signs of 
dependence or serious physical illness as a result of their 
alcohol consumption; and 

(h) serve as a positive role model. 
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8 

Drug misuse 

Definition of the problem 

The misuse of licit and illicit drugs is a major problem that requires a 
concerted response at every level of health care and from the 
community. There are many close parallels between drug misuse and 
excessive alcohol consumption. 

Drug misuse ( 1,2) is a broad term that encompasses the taking 
of illicit drugs, or the taking of legitimately prescribed drugs in a way 
that is inconsistent with or unrelated to acceptable medical practice. 
Drug misuse is associated with health and social problems, and is 
subdivided into the following categories: 

• hazardous use, which will probably lead either to dysfunction 
or to harm in the user and it implies the idea of risky behaviour; 

• dysfunctional use, which leads to impaired psychological or 
social functioning; and 

• harmful use, which is known to have caused physical harm 
(tissue damage) or mental illness in the user. 

Drug dependence (3,4) is viewed as a social, psychological and 
physical syndrome resulting from repeated use of a psychoactive drug 
or more than one drug on a periodic or continuing basis, manifested 
by a behavioural pattern in which the use of drugs is given a much 
higher priority than other behaviour that once had a higher value. Its 
characteristics include: an overpowering desire or compulsion to 
continue taking the drug and to obtain it by any means, a tendency to 
increase the dose, a psychic and usually physical dependence on the 
effects of the drug, and a detrimental effect on the individual and on 
society. 

In this context, psychic dependence is defined as a condition in 
which a drug produces an experience of pleasure, a feeling of 
satisfaction and a psychic drive that requires the periodic or 
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continuous administration of the drug to produce pleasure and 
satisfaction or to avoid the discomfort of its absence. Physical 
dependence is an adaptive state that manifests itself by intense 
physical disturbances when the administration of the drug is 
suspended (withdrawal or abstinence syndromes). 

Problem drug use (5) constitutes a separate dimension from 
dependence. It is defined as social, psychological, physical or legal 
problems related to intoxication and/or regular excessive 
consumption, and/or dependence as a consequence of taking drugs or 
other chemical substances. Problem drug use is one of the key forces 
behind seeking help, and the motivation to change. 

Causes and predisposing factors 
It is widely accepted that drug taking has no single cause. Drug 
dependence arises from a complex interaction between an individual, 
a drug and the environment. Factors suggested to have a role in 
increasing a person's vulnerability include: 

• family influences, such as family disruption, disturbed 
upbringing or parental example; 

• personality factors such as anxiety, depression, emotional 
instability, low self-esteem, lack of ambition, curiosity, 
defensiveness, rebelliousness, hostility, loss of control and 
excessive reliance on people and institutions; and 

• social and cultural factors, such as the norms of the social or 
professional groups to which the user belongs. Some forms of 
drug use may have a recognized place among a community's 
acceptable practices. In addition, the availability of drugs is a 
major factor. 

Drugs 
A wide range of drugs and psychoactive substances, from those 
considered the most harmful to those regarded as least harmful can be 
misused. Most countries have ratified the 1971 United Nations 
Convention on Psychotropic Drugs, but current legislation to control 
drugs may vary from restrictive to liberal, depending on the country 
(2). 

The term drug misuse can refer to illegal drugs which are not 
authorized for medical use and which physicians cannot prescribe or 
pharmacists dispense. Possessing, supplying or producing these drugs 
is not permitted in any circumstances (cannabis, raw opium and 
LSD). Drugs that are available for medical use, but can only be 
supplied and administered in accordance with a prescription and 
governmental regulations, can also be misused. It is illegal to possess 
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these drugs without a prescription, and they are subject to registration 
and/or notification by dispensing physicians. The vast majority of 
controlled drugs falls into this category. Finally, people can misuse 
legal pharmaceutical drugs and psychoactive substances that are 
allowed to be sold over the counter at a pharmacy, without a 
prescription. These include some antidepressants (such as Prozac), 
tranquillizers, cough medicines and mild painkillers. 

These are some of the most commonly misused groups of 
drugs: 

1. volatile substances (glues, aerosols, adhesives, solvents and 
fuel gases) 

2. cannabis preparations (such as hashish and marijuana) 
3. opiates (such as heroin and codeine) 
4. barbiturates 
5. amphetamines and their derivatives 
6. cocame 
7. hallucinogenic drugs (such as LSD) 
8. so-called designer drugs (which are manufactured in "home" 

and clandestine laboratories, and are chemically very similar to 
drugs controlled by narcotics legislation). 

For routes of administration, mechanisms of action, social 
characteristics of drug users, and tolerance and withdrawal symptoms 
in relation to the different groups of drugs, the reader should consult 
relevant manuals and handbooks. 

Effects 
The effects of drug misuse are best subdivided into: psychosocial 
effects and medical conditions. Psychosocial effects can be divided 
into two groups. The first comprises immediate pharmacological 
psychotropic effects. These include excitatory effects, such as elation, 
exhilaration, euphoria, increased self-confidence, visual and 
acoustical hallucinations or pseudohallucinations, altered perception, 
and, later, anxiety, depression, aggressiveness, cerebral depressant 
effects, loss of memory and impaired consciousness. The second type 
of psychosocial effect can be called nonpharmacological. The 
complexity of physiological, psychological and environmental 
interactions may result in drug taking and drug-seeking behaviour, 
such as neglected responsibilities at home and at work. The 
compulsion to obtain a drug may lead to violence and crime. Failed 
attempts to stop may result in feelings of self-hatred and low self
esteem. Drug use also carries a high risk of accidents on the road and 
in the workplace (5). 
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The medical conditions arising from drug misuse include: 

• overdose (intentional or otherwise); 

• hypothermia or pyrexia; 

• respiratory complications such as hypoventilation, acute 
pulmonary oedema, depressed cough reflex, bronchitis and 
pneumonia; 

• cardiovascular complications such as sympathomimetic effects, 
tachycardia, vasoconstriction, high blood pressure in users of 
cerebral stimulant drugs and slow heart rate by vagal nerve 
stimulation in other cases; 

• central nervous system effects such as convulsions due to 
cerebral excitation, cerebellar signs (nystagmus, ataxia and 
peripheral and optic neuropathy); 

• reproductive and sexual effects such as menstrual irregularity, 
loss of libido; 

• psychological effects such as disturbances of perception, 
impairments of cognition and psychomotor function and 
disturbances of memory; 

• psychiatric morbidity such as symptoms of acute paranoid 
schizophrenia, depressive disorders and anxiety, hypomania 
and delirium, etc.; 

• in addition, drug users and adolescent users in particular may 
be at increased risk of suicidal behaviour. 

Further, the intravenous administration of drugs (heroin, 
cocaine and others) carries special health hazards. It is known to be an 
important risk factor for communicable diseases such as hepatitis B 
and AIDS. The transmission of HIV through sharing contaminated 
needles accounts for about one third of all AIDS cases in the 
European Region, although the figure is probably lower in countries 
with organized needle exchange programmes. 

Magnitude of the problem 

The WHO Regional Office for Europe estimates that the Region has 
about 500 000 addicted users of opiates and amphetamines, 400 000 
cocaine users and more than 15 million users of cannabis, but 
considers these estimates very low (6). In the countries with long
standing drug "epidemics", particularly in the use of heroin, the 
growth in the number of users seems to have stopped. The overall 
problem appears to be stabilizing, and even. declining in some cities, 
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although deaths by overdose are rising. On the other hand, some other 
countries with relatively little previous experience of drug problems, 
particularly the CCEE and NIS are becoming concerned about them. 

While sufficiently detailed data are lacking on the use of drugs 
in particular social groups, male drug users predominate. 
Nevertheless, there are signs of increasing illicit drug use by women. 
The average age of the user population appears to be increasing. The 
average age is 25-35 years, and overall drug use in younger people, 
aged 15-24 years is decreasing. Drug users under 15 years of age 
almost exclusively use volatile substances. Other age groups mostly 
use cannabis. Concern is growing about the excessive use of 
psychoactive pharmaceuticals, particularly tranquillizers by women, 
and cocaine, amphetamines and designer drugs by privileged people. 

Because of its relationship with HN transmission, the drug 
problem has become an increasingly sensitive issue in the Region. 

Intervention measures 

The prevention of drug misuse has two purposes 

• reducing an individual's risk of misusing drugs 

• reducing the harm associated with drug use. 

There are five major strategies for prevention: restnctiVe 
legislation, education, early identification, treatment and harm 
reduction. 

As to legislation to restrict drug misuse (2), the international 
control of drugs is attempted through the ratification of international 
conventions by countries; this obligates the countries to introduce 
domestic legislation and effective law enforcement policy. All 
medical practitioners are obliged to comply with the law. 

Education about drugs and their effects in secondary schools 
and through the mass media would lead to reduced numbers of people 
who experiment with drugs (2, 7). Central to any educational message 
should be the establishment of attitudes that discredit drug use and 
make it unattractive to the young people. Messages promoting 
lifestyles conducive to mental and physical health may have a 
preventive effect. 

Health professionals can make an early identification of 
problem drug use (5) by: 
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• taking a drug history (asking adolescent and adult patients to 
describe their use of drugs); and 

• urine testing for evidence of drugs ( 8). 

The available tests are of limited value, however, because they 
provide only evidence of recent drug exposure and no information on 
the regularity of drug use, and there is a substantial margin of error in 
current laboratory testing (high false-positive rates) and negative test 
results do not rule out drug misuse. Professionals should not therefore 
rely on this urine testing. 

Health professionals can provide treatment of drug dependence 
(2) in all cases in which screening detects the hazardous or harmful 
use of drugs. Treatment choices vary widely, from general medical 
care to social and other nonmedical community models of 
management. 

Harm reduction (9) is aimed at drug users who do not wish to 
change their behaviour and who may still be enjoying their current 
habits. Nevertheless, this strategy does not constitute an endorsement 
of taking drugs. The relationship of intravenous drug use with HIV 
transmission has won general acceptance for this approach. 

Recommended procedures against drug 
misuse 

General considerations 
8.1 All primary care physicians should have a working knowledge 
of regulations on the requisition, possession, safe custody, 
prescription and record keeping of various categories of controlled 
drugs, as well as the symptoms of drug misuse in individual patients. 

8.2 Even if not yet evaluated, health education about drugs in 
secondary schools is expected to be effective in reducing the numbers 
of young people who experiment with drugs (2,8). In others' views, 
however, it is best kept at a low key. Presenting factual information 
concentrating on drugs of dependence and their effects, even if 
intended to shock and to scare, may actually attract certain groups of 
young people, and thus be harmful. Education is therefore best carried 
out within the broader framework of health promotion, including 
regular exercise, healthy diet, nonsmoking and moderate alcohol 
consumption. 
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8.3 Physicians with experience in developing the right educational 
messages can help other professionals such as teachers and volunteers 
involved in efforts to prevent young people from misusing drugs. 

8.4 Primary care physicians can provide health information about 
drugs for their patients (drug users and their friends and relatives) by 
displaying educational materials in their office waiting rooms as well 
as information about local counselling and treatment services and 
self-help groups. 

8.5 Actively seeking out drug misusers by asking simple questions 
about drug use may be helpful for early identification of the problem, 
more effective treatment and reduction of the harm associated with 
drug-taking practices such as sharing needles or syringes. 

Because of patients' denial rather than forgetfulness, drug-using 
behaviour is often underestimated and drug problems are generally 
concealed for long periods. Such questions are useful, however, 
because they allow drug users who feel they need help to seek it or at 
least to recognize that their physician is willing to discuss their 
problems in the future. Mutual trust and confidence is essential. The 
physician must overcome prejudice against drug users in order to help 
them. 

8.6 Testing urine for drugs is not recommended as a primary 
method of detection in asymptomatic people. Tests must not be made 
without the patient's consent. The results of tests should be interpreted 
with an awareness of the limitations of the method. 

8.7 The physician who suspects drug misuse or dependence in a 
patient should further evaluate him or her to confirm the diagnosis. 
Once the diagnosis is established, the physician should either provide 
or arrange appropriate general medical care and counselling for the 
patient, and his or her family. The physician should tailor the 
developed treatment plan to the drug misused, the pattern of use and 
the needs of the patient. 

8.8. The primary care team should provide assistance in 
rehabilitation to prevent relapse and to return the patient to a normal, 
drug-free life within the community. 

Check-list of recommended procedures 
8.9 The primary care physician should routinely add a question 
about drug use to the questions about smoking and alcohol 
consumption included in taking a history. All adolescents and adults 
who consult primary care services for the first time should be asked, 
"Do you take drugs of any kind?". 
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8.10 The physician should raise the issue again at a subsequent 
interview, when an atmosphere of mutual trust has been established 
by asking: "Can I ask you confidentially, have you ever, even in the 
past, tried any illegal drugs such as . .. or misused any prescribed 
drugs, for example ... ?". If the answer is affirmative, the physician 
should: 

• record the patient's drug history and notify the appropriate 
authorities if the regulations require it; and 

• ask the patient, "Have you ever injected a drug, and if so, have 
you ever shared needles or syringes even once?". 

If the answer is yes, the physician should warn the patient 
against the practice, which can transmit HIV, for example. 

8.11 The primary care physician should also: 

• advise the patient against driving when intoxicated; 

• discuss with discretion the patient's drug problem (and its 
harmful psychosocial and health consequences), motivate 
attitudinal change to overcome dependence and help the patient 
to decide to change; 

• refer to specialized treatment services the patients who show 
the clinical signs of psychic and physical dependence; and 

• provide counselling and long-term support to patient and 
family during the rehabilitation process, in cooperation with 
local community-based services and self-help groups. 
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9 

Excessive exposure to 
ultraviolet radiation 

Definition of the problem 

Excessive exposure to ultraviolet (UV) radiation may cause acute and 
chronic effects on human skin (I). UV radiation lies just beyond the 
violet end of the visible spectrum, having a wavelength shorter than 
about 400 mn. It is subdivided according to wavelength: 

• UV A (320-400 nm), which does not cause acute prolonged 
redness and burning of the skin after excessive exposure; 

• UVB (280-320 nm), which is the main wavelength found in 
natural sunlight and does cause acute and chronic skin damage; 

• UVC (100-280 nm), to which human skin is rarely exposed as 
it is completely screened out in the atmosphere. 

UVB radiation, the so-called sunburn spectrum, is the most 
damaging and has become a major concern. 

Sources 
Natural sunlight is the most common source of UVB radiation in 
everyday life. The layer of ozone in the stratosphere, about 15 to 30 
km above sea level, plays a major role in defending people against its 
health-damaging effects. Ozone absorbs much of the UV radiation 
that the sun emits in wavelengths harmful to humans. 

Artificial sources of UV radiation include fluorescent tubes, 
which predominantly emit UV A and are increasingly used in the 
suntan industry (in sunbeds and solaria). Diagnostic and therapeutic 
exposure in dermatology is not considered here. 

Exposure to natural sunlight and its effects on health 
Exposure is greatest in people whose work and recreation take them 
outdoors. The exposure to sunlight (2,3) can be: 
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• constant, everyday, long-term, cumulative exposure, such as 
that in people who work outdoors (farmers, construction 
workers and sailors); 

• intermittent, intense exposure through holiday or recreational 
activities of people who work indoors. 

The health risk of exposure to sunlight largely depends on the 
intensity of the UV radiation, which varies between locations (as the 
atmospheric concentration of ozone differs according to latitude), and 
times of the day and the year. For example, the midday sun's rays in 
summertime are the strongest. Weather is also a factor. UV reflection 
from snow or water may increase the radiation intensity; on the other 
hand, cloud cover and moderate shade do not significantly lessen the 
intensity. 

The UV radiation does have useful effects. For example, most 
vitamin D is synthesized in the skin when it is exposed to UV 
radiation of 220-315 nm. In addition, light strongly stimulates the 
synthesis of melanin, particularly the middle range of UV radiation. 
Melanin - a brown-black pigment giving the suntan - absorbs light 
uniformly over the spectrum, including UV radiation, and provides a 
protective mechanism that breaks up and disperses the absorbed 
energy safely as heat. 

On the other hand, the adverse effects include cataract, 
suppression of the immune system, and damage to DNA and its repair 
system. Excessive exposure to natural sunlight ( 1) may cause 

• an acute effect, sunburn with prolonged redness, swelling, 
blistering and peeling of the skin; and 

• chronic skin damage, such as dryness, wrinkles, laxity, patchy 
variations of pigmentation and "aging" of the skin. 

Data from epidemiological studies consistently demonstrate a 
causal relationship between extensive exposure to sunlight and 
various types of skin cancer. For example, non-melanoma skin 
cancer, such as basal-cell and squamous-cell carcinoma, occur 
primarily in the elderly and on the parts of the body directly exposed 
to sunlight, such as the face, the backs of the hands and the forearms. 
This is associated with long-term cumulative sun exposure in outdoor 
workers. Second, malignant melanoma of the skin is associated with 
intermittent intense exposure to sunlight in recreational activities such 
as sunbathing. This is not significantly related to age. 
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Host factors associated with increased risk 
Some phenotypic characteristics may serve as predisposing or 
enhancing factors. Particularly vulnerable to adverse effects of 
extensive sun exposure are people: 

• who have fair, pale skin, light-coloured hair (red, blond or light 
brown) and blue or light-coloured eyes; and 

• who bum easily and frequently, and never tan or tan with 
difficulty. 

In practical terms, pale-skinned inhabitants of northern climates 
are more vulnerable to the hazards of UV radiation than people with 
dark, pigmented skin who live in southern latitudes. White people 
living near the Equator, where UV intensity is high (Australia), are at 
highest risk. 

Magnitude of the problem 

Apart from depletion of the ozone layer of the atmosphere that allows 
more damaging UV radiation to reach the earth, social and 
behavioural changes in this century have resulted in increased 
exposure to sunlight. The fashion for a year-round suntan, associated 
with increasing public acceptance of a decreasing proportion of body 
being covered while outdoors or sunbathing, has led to large number 
of people being exposed to sufficient sunlight to cause sunburn during 
leisure hours, particularly during holidays on southern Mediterranean 
beaches. 

As a result, both the incidence of and mortality from malignant 
melanoma have been increasing in many populations around the 
world (4). 

Intervention measures 

Intervention measures should encourage sensible sunlight exposure to 
rather than completely eradicating the "habit of sunbathing. The 
following measures are of proven effectiveness. 

The first is a sun awareness programme ( 5 ). The public should 
be made aware of the increased health risk associated with sun 
exposure, such as premature aging and skin cancer. Health education 
should encourage a natural protective behaviour in sunbathing 
practices to avoid sunburning, particularly in childhood. The most 
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vulnerable target groups (pale-skinned people who bum easily and tan 
poorly) should receive special attention. 

Second, commercially available topical sunscreens screen out 
the most harmful UVB radiation. Each lotion has a skin protection 
factor (SPF) indicating the efficacy of the preparation, or the 
increased time that can be spent outdoors, exposed to sunlight, before 
the first signs of sunburn (erythema) develop. For example, a lotion 
with an SPF of I 0 indicates that protected skin can be exposed to a 
dose of sunlight I 0 times higher than unprotected skin. In other 
words, a person using the lotion could spend 10 times as much time 
sunbathing as a person without such protection. People are 
encouraged to use preparations with a high SPF (I). 

Recommendations on protection from 
excessive exposure to UV 

General considerations 
9.1 Education should make the public at large aware of the 
potential health hazards of UV radiation, particularly those of 
excessive exposure to natural sunlight. It should not focus only on 
cancer risks, but should present "sun awareness" as a protective, 
natural lifestyle. Being most vulnerable to sunburn, children and 
adolescents should be a special target group, to be reached through 
school-based programmes (6). The medical profession should take the 
responsibility for developing a correct, clear, simple and well focused 
message. The primary care team has an important role to play in 
educating patients and their families. 

Check-list of recommended practices 
9.2. Primary care teams, both physicians and nurses, should: 

(a) increase their patients' knowledge of the possible risks of 
exposure to sunlight, such as acute sunburn, skin aging and skin 
cancer; 

(b) advise their patients - particularly those with increased 
occupational and recreational exposure - to avoid excessive 
exposure to sunlight (resulting in prolonged redness, 
discomfort and peeling of the skin); 

(c) warn the most vulnerable people (such as pale-skinned "indoor 
workers" and holiday travellers) of the hazards of the excessive 
exposure of unprotected skin to sunlight; 

(d) encourage and teach "sun-worshippers" to adopt reasonable 
sunbathing practices, such as: 
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• avoiding lengthy exposure to strong midday sunlight, 
particularly near water or snow; 

• wearing protective clothing, such as a hat; 

• using a sunscreen lotion with an SPF of 6 or more before 
and during sun exposure and reapplying it after 
swimming (although pale-skinned people should use a 
lotion with an SPF of 15 for 3-4 days, before changing 
gradually to one with a lower SPF); 

(e) advise patients to use artificial sources of UV radiation with 
moderation, explaining that a tan acquired from exposure to 
UV A all year around in suntan parlours does not prepare the 
skin for natural summer sunlight, and that sunbeds may also be 
a risk for melanoma; and 

(j) pay special attention to children, adolescents and their parents, 
educating them in developing healthy habits of enjoying 
sunlight. 
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10 

Sexual abuse and violence 

Definition of the problem 

Sexual abuse and violence are regarded as social and cultural 
phenomena that occur in human interactions in the public or private 
arenas ofthe society. 

They are commonly seen as rooted in social imbalance: the 
overall physical and social dominance of males over females in all 
strata of the society. In the public sphere, men form and dominate all 
institutions of power and influence from politics to professional life. 
While women shape the private sphere, including the family and the 
personal relationships involving men and women, children and the 
elderly, men control it. This asymmetrical distribution of power has 
resulted in vulnerability in the underprivileged. The victims of sexual 
abuse and violence are, with few exceptions, women, children and, 
less often the elderly. 

Sexual abuse and violence may occur in both the public and 
private arenas and take several forms. 

Definitions 
There are several types of sexual abuse ( 1 ). a 

Public sexual abuse and violence include rape and sexual abuse 
at work. A random act of rape is defmed as an assault to a person's 
sexual integrity that imposes shame and stigma on the assaulted 
person. With few exceptions, the victims are female. A woman raped 
by a stranger is hesitant to seek help, or reluctant to disclose what 
happened when seeking help from the police and health services. 

a Kirkengen, A.L. Sexual abuse and violence - a threat to health and 
integrity. Unpublished paper. 
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Certain relationships in the public sphere offer ample 
opportunity for sexual harassment, exploitation or abuse. These 
include: 

• a subordinated relationship between employees and employers 
or superiors in everyday working life; and 

• a relationship of trust between professionals in consulting, 
counselling or therapeutic function (such as teachers, tutors, 
lawyers, physicians, psychotherapists and clergy) and their 
clients (mostly women but sometimes children) seeking 
professional assistance. 

Some extreme forms of public sexual violence are beyond the 
scope of this book, such as sexual torture and rape in war, or sexual 
violence in cultural rituals. The latter includes such traditional 
practices as the genital mutilation of women (clitoridectomy) as an 
expression of societal control of female sexuality and fertility. 

Domestic sexual abuse and violence includes physical abuse of 
a spouse. This most often refers to violence by a husband against a 
wife. The female victim of such domestic violence, the battered 
woman, is defined as a woman trapped in a love relationship in which 
she is repeatedly subjected to violent acts (more severe than slapping) 
from her husband or lover. 

Domestic abuse also comprises the sexual abuse of children. 
This is broadly defined to include: non-contact abuse, such as 
exhibitionism and verbal proposals; and contact abuse, such as 
fondling the breast and/or genitals, forcible fellation, cunnilingus, 
attempted rape, and completed oral, anal or vaginal rape. The child 
witnessing of parental abuse is considered a special form of child 
sexual abuse. 

Acts of sexual abuse and violence in domestic settings differ 
from those in the public arena, because they take place outside the 
public view, at home, covered by the cultural perception of privacy. 
They are performed by a parent, husband or lover, a relative or care 
giver and are therefore seldom revealed, because the victims are 
bound by loyalty, love and dependency. Finally, these acts are 
committed repeatedly for years, either at random or habitually, 
permanently threatening the victim. 

Predisposing factors 
Unhappy family life predisposes to abuse and violence. Witnessing 
violence by a parent has a traumatic effect on children and 
adolescents; later they may be victimized themselves. The children of 
assaulted women have triple the risk of becoming a victim of marital 
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violence as children of other women. Girls are at higher risk of all 
types of sexual abuse, regardless of family circumstances, except 
when living with both biological parents. Any family disruption 
increases the risk for girls. 

Girls are abused at younger ages than boys, but both are 
particularly vulnerable in preadolescence (from 8 to 10 years of age). 

Social class has not been shown to be a valid risk indicator. 
Alcohol consumption, however, may facilitate violent acts. 

Health consequences 
Sexual abuse and violence threaten people's health and integrity. They 
assault personal integrity and impair health, leading to both 
immediate and long-term consequences. They may affect 
psychological, mental and physical health and functions ( 1,2). 

Abused children may experience a variety of problems, 
including physical injuries. Physical findings may not be apparent in 
many victims of abuse, however; local trauma in the genital region or 
the mouth is not always conclusive. Second, children may show 
mental and emotional reactions, such as fear, anger, hostility, guilt, 
eating disorders, fatigue, sleeping disorders, sudden behavioural 
change, and the avoidance of people and places. None of these is 
specific for abuse, however, and most are only retrospectively 
interpreted as possibly related to abuse. Third, children who have 
been victims or witnesses of violence often experience abnormalities 
in emotional and social development, such as depression, anxiety, 
suicidal thinking, self-destructive behaviour (drug use), or so-called 
multiple personality disorder associated with a history of abuse. 
Fourth is somatization, or bodily complaints and symptoms without 
obvious somatic pathology and adequate medical finding. These are 
bodily expressions of previously inflicted pain and suffering 
("somatic memories") and might lead to diagnostic and therapeutic 
interventions. 

Battered women may experience: 

• often multiple and sometimes fatal physical injuries, including 
bruises, open wounds, bums, fractures and haemorrhages (3); 

• somatic problems, such as pelvic pain, gastrointestinal 
disorders and pelvic inflammatory disease (4); 

• mental health problems (5,6), such as a feeling of helplessness, 
constant fear for one's own and one's children's lives, 
depression, anxiety, contemplated or attempted suicide, and 
psychosis. 
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Magnitude of the problem 

As both child sexual abuse and spouse physical abuse are 
underreported, the extent of domestic violence remains unknown. In 
the absence of large population studies, only estimates can be given. 
For example, the prevalence of child sexual abuse is estimated to vary 
between 8% and 62% for girls and between 3% and 31% for boys, 
owing to the diversity in definitions and study methodology. The 
study most often mentioned (8) stated that 3.8% of women had been 
physically abused by their husbands or lovers. Some kind of physical 
violence has been said to occur in 20-30% of married couples, while 
serious violence occurs in 1-5% of marriages. Abuse may be the most 
common cause of injury in women. Even at the lowest estimate, 
domestic violence affects the health of many women (7-9). 

Intervention measures 

There are five major strategies for detecting, assessing and managing 
violent injuries. 

The first is a medical interview and physical examination to 
identify the victims of violence and evidence of violent injuries. No 
standard instrument for detection and assessment has been developed. 
Routine inquiry about experiences with violent behaviour is not 
justified as a screening method. There is no evidence to evaluate the 
physical examination in detecting victims of violence. The 
cooperation of assaulted people and the skill and attitude of the 
interviewing physician are decisive factors. 

Second, psychological evaluation and mental health 
counselling are important measures for both treating the victim and 
preventing future incidents. 

Third, proper documentation and reporting of cases of domestic 
violence are an important premiss for legal and social intervention. 
The child protection legislation in most countries requires physicians 
to report knowledge or reasonable suspicion of the sexual abuse of a 
child. 

Fourth, societal intervention strategies such as legal protection, 
community resources and social services are available. Education 
programmes for children about awareness, caution, self-protection 
and self-defence have been introduced in some countries. The 
efficacy of these measures in preventing violence, however, is largely 
unstudied. 
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The fifth strategy is prevention. The etiology of violent 
behaviour involves a number of factors, and results from complex 
social and cultural attitudes. The prevention of violence is therefore a 
complex task that poses a challenge to all sectors of society. 

Recommended procedures against 
sexual abuse and violence 

General considerations 
10.1 The recognition, assessment and, to a large extent, the 
management and follow-up of violent injuries take place mainly at the 
primary care level. Primary care physicians should therefore be aware 
of the high prevalence of sexual abuse and violence, able to recognize 
their immediate and long-term effects, and, prepared to render all 
necessary support to victims and their families. 

10.2 Many victims of physical, domestic violence consult their 
physician because of their injuries. They may be reluctant, however, 
to disclose the origin of the injuries and the underlying problem. 
Physicians must not ignore violence as a possible etiology for the 
injuries and pain, nor confine themselves to treating physical injury. 
Treatment should extend beyond the obvious trauma (9-12). 

10.3 Physicians should recognize and evaluate cases of suspected or 
identified sexual abuse of children. Conclusive physical evidence is 
often scarce, and no physical findings may be apparent. The physician 
should be able to sense insecurity, emotional distress and fear even if 
they are not expressed in words. Errors in recognizing sexual abuse 
are of great concern because of the serious emotional, legal and 
societal implications of either failing to take action or accusing 
innocent persons. 

10.4 A medical interview of sexually abused children should 
describe the nature and extent of the abuse. It should determine 
whether it was a one-time event or occurred over a brief or prolonged 
period of time, and whether it was non-contact or contact abuse. The 
interview should also measure the emotional impact on the victim. 
The interview and subsequent physical examination can lead to 
optimal medical and mental health care, identification of the 
perpetrator, the collection of forensic evidence and the protection of 
victim from further assault (13,14 ). 
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Check-list of recommended procedures 
10.5 The primary care physician should: 

(a) be alert (but not overreact) to abuse and violence as possible 
etiology when examining people at increased risk of physical 
abuse: young children, women, pregnant women in particular, 
and the elderly; 

(b) carefully examine patients, with attention to possible abuse and 
violence, when: 

• the observed traumatic injuries are multiple; localized to 
head, face, breast, abdomen and extremities; in various 
stages of healing or the explanation of the origin is 
inconsistent with the medical findings; 

• vague somatic symptoms and complaints are presented 
without adequate medical findings; 

(c) ask the patient to whom the assault is suspected- in a way that 
preserves her or his dignity - about the possibility of physical 
abuse as the source of injuries and, if the patient admits abuse, 
about the history of past and present incident(s), and the 
personal and family situation and living conditions (whether 
safe or threatened); 

(d) record and document all relevant physical, psychological 
findings and social history (including body map or a 
photograph); 

(e) refer the patient to psychiatric evaluation or mental health 
counselling, if necessary; and 

(j) inform and advise the patient on local legal, social services and 
community resources available to help overcome difficulties or 
escape from the abusive relationship (although respecting the 
patient's decision if she or he chooses not to seek assistance). 

10.6 The primary care physician should also acquire skills in 
interviewing sexually abused children. To this effect, the physician 
must: 

• develop a non-judgemental attitude, accepting the fact that the 
abused child is in no way responsible for what happened; 

• be able to overcome personal feelings of anger, disgust or 
horror when the perpetrator is a close member of the child's 
family; 

• establish a trusting relationship with the child for purposes that 
include breaking the secrecy imposed by the perpetrator on the 
child (which is important in identifying the perpetrator); 
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• be at ease in discussing sexual matters with children, 
remembering to keep the discussion at the child's 
developmental level (by using the child's names for body parts, 
for example); 

• reassure the child and his or her relatives about effects such as 
traumatic injury, pregnancy and sexually transmitted disease, 
and saying particularly that no irrevocable long-term damage 
has been done and the child's body is normal for purposes of 
future consenting sexual relationships and reproduction; 

• be open to continuing contact in case the child needs the 
physician's help in seeking additional information as questions 
arise with physical and emotional maturation; and 

• follow the rules in recording and reporting abuse. 
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11 

Cardiovascular diseases 

Definition of the problem 

Atheroma of the arteries causes coronary, cerebral and peripheral 
arterial disease, collectively called cardiovascular diseases. 

Atheroma involves the formation of plaques that thicken the 
walls of arteries of various sizes, owing mainly to the deposition of 
lipids and the formation of fibrous tissue. The alternative term 
athrosclerosis is used here because the lesion has a soft, lipid-rich part 
and a hard (sclerotic) fibrous part. The patchy thickening results in 
narrowing of the lumen of the arteries, often complicated by occlusive 
thrombosis, with consequent loss of blood supply, chronic ischaemia 
and the infarction of various organs and tissues. 

Consequences of atherosclerosis 
The consequences of atherosclerosis include coronary heart disease. 
The coronary arteries supplying the myocardium are often severely 
affected. Severe atheromatous narrowing, particularly of more than 
one major coronary artery, can result in angina pectoris and 
myocardial infarction. Angina pectoris is severe, sometimes 
agonizing chest pain of sudden onset, due to acute ischaemia of a part 
of the myocardium with an inadequate blood supply, provoked by 
factors that increase the work of the heart. Myocardial infarction is 
the acute ischaemic necrosis of a part of the myocardium, usually 
caused by occlusive thrombosis of a coronary artery over an 
atheromatous plaque. This ischaemic heart disease is the usual cause 
of: sudden death, cardiac failure in which the ventricular myocardium 
fails to maintain a circulation adequate for the needs of the body, and 
cardiac arrythmias due to ischaemic injury of the circulatory system. 

Another consequence is cerebrovascular disease, often called 
stroke. This falls into two categories: ischaemic brain damage and 
spontaneous intracerebral haemorrhage. 
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Ischaemic brain damage or cerebral infarction occurs when the 
blood flow to any part of the brain falls below the critical level 
necessary to maintain the viability of brain tissue. The principal local 
cause of an inadequate cerebral blood flow is atheroma affecting the 
external cerebral arteries: the internal carotid and vertebral arteries, 
from which the major intracranial cerebral arteries arise. This may 
result only in stenosis, but the artery may become occluded by the 
formation of a thrombus on an atheromatous plaque. A cerebral artery 
may also be blocked by an embolus, which usually comes from mural 
thrombus in patients with a myocardial infarct. 

Spontaneous intracerebral haemorrhage most commonly occurs 
in patients with hypertension, which is associated with an increased 
severity of atheroma. The haemorrhage takes place from micro
aneurysms on small cerebral arteries. These are common in 
hypertensive people over the age of 50, but rare in normotensive 
individuals. The haematoma rapidly increases in size, causes severe 
local destruction of brain tissue and produces a sudden rise in 
intracranial pressure and rapid distortion and herniation of the brain. 
Patients with large intracerebral haematomas rarely survive for more 
than a few days. (Spontaneous intracerebral haemotomas that occur in 
normotensive individuals are normally related to the rupture of 
congenital intracranial aneurysms or vascular malformations within 
the brain.) 

Atherosclerosis can also lead to peripheral arterial disease. 
Atheroma often affects the arteries of lower limbs, with consequent 
progressive diminution in blood supply. The increased metabolic 
demand of exercise can induce relative muscle ischaemia. This 
produces severe pain in the leg, which is relieved by rest. This is the 
clinical syndrome of intermittent claudication. The ischaemia caused 
by narrowing or obliteration of the main arteries of lower limbs may 
be so severe as to cause gangrene (necrosis with putrefaction), which 
usually starts in the toes and spreads proximally. 

The atheromatous lesions of lower limbs need to be clinically 
distinguished from an inflammatory condition of arteries and veins of 
the leg known as thrombo-angiitis obliterans or Buerger's disease. 
This may cause both intermittent claudication and gangrene, but is 
practically confined to heavy cigarette smokers. (Distinguishing 
features include relatively early onset, a predilection for smaller 
vessels, the involvement of arteries and veins of the lower and upper 
limbs, and rarity in women.) 

Because atheroma can occur in any artery, patients with 
cerebral and peripheral arterial disease frequently suffer also from 
coronary artery or ischaemic heart disease. 
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Risk factors 
Epidemiological surveys have revealed a number of predisposing 
factors to the development of atheroma ( 1,2). Although varying in 
degree, these factors largely determine the risk of coronary heart 
disease, stroke and peripheral arterial disease. The factors (discussed 
in Chapters 1-7 and 13) are summarized as follows. 

First, atheroma and its complications increase with advancing 
age; men are more severely affected than women at all ages. (Male 
sex is sometimes counted as a factor in itself.) The sex difference may 
be due to estrogens, which are known to influence lipid metabolism 
and reduce total blood cholesterol, thus having some protective effect 
against coronary heart disease. 

The second risk factor is tobacco smoking ( 3 ). The incidence of 
coronary heart disease in smokers is at least twice that in nonsmokers. 
Its contribution to cerebrovascular and peripheral arterial disease 
varies; the risk increases with the number of cigarettes smoked daily 
but the duration of the habit does not appear to be an important factor. 
(Smoking is· suggested to promote coronary artery thrombosis rather 
than atheroma.) 

Third, high levels of cholesterol in blood have been 
demonstrated to be strongly associated with atheroma (4,5). Dietary 
factors - saturated fat and total energy intake - are known to be main 
determinants. 

Fourth, elevated blood pressure is associated with an increased 
incidence and severity of atheroma ( 3 ). Prospective studies have 
shown a clear correlation between the height of the blood· pressure 
and the risk of coronary heart disease, particularly in older men. 
Hypertension, however, is known to constitute a much greater risk for 
cerebral arterial disease than for coronary heart disease. 

Fifth is physical inactivity (6). The incidence of coronary heart 
disease has been shown to be lower in people who are physically 
active than in more sedentary individuals. Exercise reduces the risk of 
stroke to a lesser extent. (Physical activity may be protective by using 
up lipids and carbohydrates for energy production.) 

The sixth risk factor is overweight or obesity (7). This has been 
shown to be associated with hypertension, stroke and coronary heart 
disease. (It is not clear, however, to what extent this risk factor 
operates through other mechanisms such as hypertension.) 
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Seventh, alcohol consumption is correlated with elevated blood 
pressure and increases the risk of stroke (8). There is an inverse 
association, however, between moderate alcohol consumption and 
coronary heart disease (9). 

Eighth is family history. Young victims of coronary heart 
disease often have a family history of heart disease or sudden death at 
a relatively young age. Some of these have an identifiable genetic 
defect, of which the best known is familial hypercholesterolaemia. 

Ninth, diabetes mellitus has been identified as a major risk 
factor ( 10) for cardiovascular diseases. Coronary, cerebral and 
peripheral arterial diseases represent the major cause of premature 
death in people with either insulin-dependent or non-insulin
dependent diabetes. The diabetic man is roughly twice as likely to die 
from cardiovascular diseases as the non-diabetic; the diabetic woman 
has an even higher risk. In part, this risk is due to the greater 
frequency of risk factors such as elevated blood pressure and blood 
cholesterol. Elevated arterial pressure is particularly damaging for the 
diabetic patient, greatly increasing the risk of cardiovascular diseases. 

Population-based studies ( 11) have established that people with 
stenosis of the carotid artery are at substantially increased risk of 
stroke. 

Prospective studies have shown that the various risk factors are 
additive. For example, a person who smokes, has high blood pressure 
and blood cholesterol levels, and is obese is especially likely to 
develop cardiovascular disease ( 1 2). 

Natural history of atheroma 
Atheromatous plaques develop slowly and gradually. The main 
features of early lesions are: the accumulation of low-density 
lipoproteins derived from the plasma, entering the arterial intima 
through injuries; and cellular proliferation and formation of fibrous 
tissue subendothelially, resulting in deposition of a fine layer of mural 
thrombus consisting of platelets and fibrin, covered by endothelium 
(elevated blood pressure might promote endothelial injuries, and 
experiments have shown that the inhalation of cigarette smoke causes 
vascular endothelial injuries.) 

Later necrosis occurs in the lipid-rich depth of adenomatous 
plaque, owing to ischaemia. It causes narrowing of the lumen of the 
arteries, often complicated by occlusive thrombosis. All these may 
result in diminution and loss of blood ~upply, chronic ischaemia and 
infarction of tissues in the myocardium or brain. 
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Magnitude of the problem 

Cardiovascular diseases are the most important cause of death and 
disability in developed countries ( 13 ). Practically everybody in these 
countries has some degree of coronary atheroma by the age of 40, and 
deaths even earlier than this are by no means uncommon. 

Cardiovascular diseases are an especially important cause of 
death in middle-aged men. In the group aged 45-64 years, they 
account for one third of all deaths in men and about a tenth of deaths 
in women. Three in four deaths from coronary heart disease occur in 
people over 65. Acute myocardial infarction- despite recent advances 
in resuscitation and cardiac life support techniques- still has high 
mortality. Mortality from stroke is about 30% by the end of the first 
month; only cardiac disease and cancer cause a larger number of 
deaths. 

In the European Region as a whole, the average age
standardized mortality from cardiovascular diseases in the group aged 
0-64 fell by about 15% between 1980 and around 1990: from 102 to 
87.3 per 100 000. In particular, mortality from stroke has steadily 
decreased. 

Cardiovascular mortality varies widely within the Region. In 
particular, the gap between the eastern and western halves of the 
Region has steadily widened, and premature mortality from 
cardiovascular diseases is twice as high in the former. 

Mortality rates for coronary heart disease also vary widely 
between countries. The highest (283 per 100 000) are more than three 
times the lowest (15 per 100 000). While recent trends show an 
increase in some central and eastern European countries and declines 
in other countries, the crude mortality rates remain very high. The 
crude rates in women are much lower than among men (21 to 81 per 
100 000). 

Mortality rates from cerebrovascular disease show similar 
variations and ranking of countries. Rates range from 15 to 104 per 
100 000 for men, and from 10 to 69 for women. Mortality rose to a 
very high level in a few countries of the Region, but decreased to 
varying degrees in most. The large reductions in mortality in some 
countries are probably due to changes in lifestyles, particularly 
reductions in cigarette smoking. 
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Intervention measures 

Preventive strategies against cardiovascular disease are based on its 
modifiable causes. The procedures recommended for use in detecting, 
assessing and managing risk, as well as the evidence for the 
effectiveness of the recommended procedures, are discussed in 
reasonable detail in previous chapters (Chapters 1-6). Only a few 
features of intervention against cardiovascular diseases, and coronary 
heart disease in particular, are discussed here. 

Assessing risk 
Cardiovascular diseases may have more than one cause, and the 
combined presence of more than one risk factor results in an 
increased risk. Assessing an individual's risk therefore involves an 
examination of all the main risk determinants that might be present 
(14,15). 

Any single risk factor has a graded nature, such as light or 
heavy smoking, moderately or highly elevated blood cholesterol 
levels, or mild, moderate or severe hypertension. In addition, their 
health consequences may be dose-related; for example, the risk 
increases with the amount smoked and the rising levels of cholesterol 
blood pressure and weight. Most high-risk individuals suffer from the 
multiplicative rather than additive interaction of two or more 
moderately raised risk factors. For example, hypertensive smokers 
have 3-6 times the risk of death from coronary heart disease that 
normotensive nonsmokers have, depending on the level of blood 
cholesterol. People with hypertension alone have twice as high a risk 
of myocardial infarction as normotensive people, but those with 
hypertension and very high blood cholesterol have about fifteen times 
the risk. The risk of peripheral arterial disease triples in cigarette 
smokers with hypertension (12). 

Systems for scoring risk factors that take account of the graded 
nature and multiplicative interaction of risk factors have been devised 
to help establish priorities for intervention. For example, the Dundee 
coronary risk score ( 16)- using a circular slide-rule calculator
calculates the risk from age and from the individual's level of the 

three major risk factors: smoking, blood pressure and blood 
cholesterol concentration. There is a gradient in risk with numbers of 
cigarettes smoked. The score can range from 1 to 100, with a low 
score indicating low risk. It is considered a measure of the patient's 
risk of "coronary death" over five years, relative to his or her sex and 
age group. 
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The "GP score" ( 17) is a simple clinical tool for primary 
physicians and practice nurses. It enables them to identify selectively 
a group of middle-aged people who, are at the highest risk of 
myocardial infarction and most likely to benefit from special advice 
and attention. 

Evidence of effectiveness 
Evidence discussed in previous chapters indicates that: 

• people who give up cigarette smoking are less likely to develop 
cardiovascular diseases than those who continue ( 18); 

• trials of blood cholesterol reduction show a decrease in the 
incidence of and mortality from coronary heart disease, 
although reports on impact on total mortality are inconsistent 
( 19); and 

• the lower the blood pressure, the lower the risk of both stroke 
and coronary events, with the benefit being greater for the 
former (20). 

There is little evidence so far for the effectiveness of 
programmes to reduce cardiovascular risk in general practice (21,22). 
A large-scale evaluation of such work has been conducted in the 
United Kingdom, in which general practitioners were supported by 
practice nurses trained to assess and intervene for cardiovascular risk 
factors. The early results show the following reductions in risk factors 
after one year: cigarette smoking by about 4%, body weight by I kg, 
systolic blood pressure by 7 mmHg, diastolic pressure by 3 mmHg, 
and cholesterol concentration by 0.1 mmol/litre (2.3%) on average. 

Further results are needed to enable a final judgement on the 
value of the primary care approach. 

Clinical diagnostic methods (such as the early detection of 
coronary artery disease by electrocardiography, and the detection of 
carotid artery stenosis by neck auscultation or non-invasive study of 
the artery) are beyond the scope of this book. There is little evidence 
that a history of intermittent claudication and palpation of peripheral 
pulses (posterior tibial or dorsal artery of the foot) are reliable 
techniques to detect peripheral arterial disease. Greater accuracy has 
been achieved using Doppler ankle-arm pressure ratios, measurement 
of reactive hyperaemia after exercise, pulse reappearance time, 
ultrasound duplex scanning and plethysmography. 
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Recommended procedures against 
cardiovascular diseases 

General considerations 
11.1 Primary care offers a unique setting (23) with facilities for both 
the assessment and management of risk. Primary care personnel 
should therefore take an active part in preventing cardiovascular 
diseases by detecting individuals' risk factors, and providing follow
up advice and treatment, if required. 

11.2 Since coronary heart disease is multifactorial in ongm, its 
prevention must not place undue emphasis on any one risk factor. A 
multifactorial approach to both the assessment and reduction of risk 
will be more effective than selective attention to individuals with high 
values of any single risk determinant. For example, blood pressure 
and cholesterol testing should only be carried out in the context of an 
assessment of the other risk factors for coronary heart disease. 

11.3 Comprehensive, multifactorial risk assessment (24) aims to 
identify people at increased risk of developing coronary heart disease, 
to establish individuals' risk level and to decide what patients should 
receive a particular level of care. As a result, the risk status can be 
used to indicate the category of risk into which an individual falls. 

Clinical risk patients have certain established clinical 
conditions, such as those with recognized coronary heart disease or 
diabetes or those receiving drug treatment for high blood pressure or 
cholesterol. About 15% of an average practice population aged 35-64 
years is estimated to fall into the clinical risk category ( 15). Another 
category is that of multiple risk. It includes people who are at high 
risk of coronary heart disease and require attention for one or more 
risk factors. 

11.4 For preventive action, the primary care team can allocate 
patients at risk into one of two groups (24 ). The special care group 
should include the clinical risk patients and the multiple risk patients 
who require special attention. They should receive individually 
supervised management: regular checks, assistance in lifestyle 
modification (such as smoking cessation), follow-up on the 
effectiveness of the advice provided and drug treatment. The general 
advice group should receive advice on such factors as smoking, diet, 
weight reduction, physical exercise and alcohol consumption. 

11.5 The number of patients for whom a primary care team can 
provide such special care depends on the resources devoted to 
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prevention. The resources available should thus be concentrated on 
those who are likely to benefit most. The available risk score systems 
should be used to set priorities. 

11.6 Detailed advice on smoking cessation, healthy eating, alcohol 
consumption and exercise should accompany the process of risk 
assessment (14). The health professionals and the individual involved 
should negotiate the resulting action; it must not be authoritatively 
imposed on the person. The primary care team should discuss with the 
patient his or her health-related knowledge, beliefs and behaviour (on 
which the perception of his or her risk depends). The team should 
give practical advice, appropriate to the individual's risk level and 
particular circumstances (25 ). Health professionals should advise, but 
must not dictate, how patients live their lives (26). 

11.7 The primary care team should apply the two main approaches 
to delivering preventive care for cardiovascular diseases - public 
health education and a high-risk strategy - in a synergistic and 
complementary way. 

Check-list of recommended procedures 
11.8 To identify the people in need of special attention, primary care 
physicians and nurses should: 

(a) take and record the personal and family history of all adult 
patients, including questions about recognized coronary heart 
disease, diabetes, drug treatment for elevated blood pressure 
and/or high blood cholesterol, and diagnosed familial 
hypercholesterolaemia; 

(b) assess and record a detailed history of smoking for all patients 
(whether they have never smoked, are current smokers or ex
smokers, how long they smoked, etc.); 

(c) measure and record blood pressure in all patients (see Chapter 
5); 

(d) measure blood cholesterol selectively in priority groups (see 
Chapter 3); and 

(e) measure body weight and height in'adults, and calculate body 
mass index (BMI). 

11.9 Having identified patients needing special attention, primary 
care physicians and nurses should: 

(a) offer them treatment, including help with smoking cessation, a 
reduced-cholesterol diet and pharmacological treatment of high 
cholesterol or blood pressure; and 
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(b) refer patients to specialist evaluation and treatment whenever 
necessary. 

11.10 The primary care team should also: 

(a) advise patients who smoke, have borderline high blood 
pressure and cholesterol, or are overweight or obese on 
smoking cessation, a healthy diet, weight reduction and 
physical exercise; 

(b) encourage all patients, including children and adolescents, to 
adopt a healthy lifestyle; 

(c) be alert to clinical signs of peripheral arterial disease in people 
at risk (those who are over age 50, a smoker or diabetic) and 
thoroughly evaluate those with clinical evidence of vascular 
disorder; and 

(d) coordinate their preventive actions with the initiatives of local 
health authorities, departments of health education and health 
promotion, occupational health services, voluntary 
organizations and the mass media. 
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12 

Cervical cancer 

Definition of the problem 

Cancer of the uterine cervix and its precursor lesions usually originate 
in the transition zone or squamocolumnar junction, where the 
squamous epithelium of the ectocervix meets the columnar epithelium 
of endocervix. The squamocolumnar junction migrates cranially 
throughout life. 

The precursor lesions of cervical cancer are the real target 
conditions of screening. They comprise mild, moderate and severe 
dysplasias and carcinoma in situ; lesions in which cells showing 
cytological features of neoplastic cells replace part or all of the 
thickness of the epithelium, but there is no invasion of the underlying 
stoma. Dysplasia and carcinoma in situ may at times be 
indistinguishable; a more recent classification therefore uses the term 
cervical intraepithelial neoplasia (CIN) to include both dysplasia and 
carcinoma in situ. Accordingly, mild dysplasia is CIN I, moderate 
dysplasia, CIN 11, and severe dysplasia and carcinoma in situ, CIN III 
( 1,2). 

Determinants of risk 
The incidence of cervical cancer rises rapidly with age until about 40 
years, peaking at 45-55 and then levelling off. It is rare in women 
under 25 years of age ( 3). 

The most clearly defined risk of cervical cancer is related to 
sexual and reproductive behaviour. The women at greatest risk are 
those who start sexual intercourse early, have many sexual partners 
throughout life and are multiparas. Sexually transmitted diseases, 
viral agents, and poor genital hygiene (both female and male) are 
strongly implicated. Smoking and the long-term use of oral 
contraceptives have been suggested to have a role. Barrier methods of 
contraception have been found to be a protective factor. Further, the 
disease is related to socioeconomic conditions. 
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These factors, however, may be difficult to use in identifying 
high-risk groups, because the female population cannot be classified 
by sexual habits or by the presence of antibodies against sexually 
transmitted diseases. Age can be used to define a subgroup at high 
risk, while women with no sexual experience may be considered a 
group at very low risk. 

Natural history 
Cervical cancer is a progressive disease. It develops over a long 
period (I 0 years or more). Several stages of dysplasia lead to non
invasive carcinoma in situ and finally to invasive cervical cancer. CIN 
may not progress to invasive cancer, but regress spontaneously. As no 
one can predict which case will progress and which will not, the 
whole spectrum of CIN should be managed as potentially 
malignant ( 4 ). 

Most cases of cervical cancer involve squamous cell 
carcinomas that originate in the squamocolumnar junction. The 
remainder are adenocarcinomas arising from the endocervical glands 
in the endocervical mucosa. The prognosis depends on the extent of 
the disease: the five-year survival rates clearly show the benefit of 
early detection and treatment: 78% in stage 1, 57% in stage 2, 31% in 
stage 3, and 8% in stage 4. Long-term survival among women with 
properly diagnosed and managed cases of dysplasia and carcinoma in 
situ is virtually 100%. 

Magnitude of the problem 

Worldwide, cervical cancer is the most common cancer in women 
after breast cancer. It is the leading type of cancer in women in 
developing countries, and the fourth, fifth or sixth most common type 
among women in the European Region. Large differences, however, 
are observed among various populations in the Region (5). 

Recently, both incidence and mortality rates have substantially 
declined, particularly in countries with organized screening 
programmes. Even in these countries, however, the rates among 
young women have been increasing. Incidence is twice as high in the 
lower social classes than the higher ones. 

Intervention measures 
While primary prevention is of limited potential, education of the 
public in safe sexual behaviour may be of use. 
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Early detection through screening for precursor conditions and 
early forms of cancer has been a cornerstone of attempts to reduce the 
mortality from and incidence of cervical cancer. The preparation and 
examination of cervical smears can easily, safely and economically 
provide cytologic evidence for these target conditions. 

The cervical smear (or Pap test) (6) is known to be a suitable 
screening test for asymptomatic lesions. It is simple, safe, relatively 
inexpensive, comfortable and acceptable to patients. The sensitivity 
of the test is high; it can identify women with preclinical disease, 
which is the aim of screening. A certain number of false-positive test 
results can be regarded as acceptable, as the positive test results must 
be verified by histology. Quality assurance can minimize both false
negative and false-positive test results. It has been demonstrated that 
a good-quality test has a protective effect on the individual that is 
high in the first two years after negative results are secured, and 
declines with time. These findings have implications for policy on the 
optimal interval between screening sessions. 

Opportunistic screening is controversial. The practice of taking 
smears whenever the opportunity arises (for example, from women 
visiting a physician's office for contraceptive advice, an abortion, 
ultrasound scanning in pregnancy or any other purpose) has been 
extensive. As a rule, this practice is not accompanied by monitoring; 
thus, no one knows what proportion of the eligible female population 
receives the test. Experience shows that educated young women at 
low risk who use the health services more intensively are tested 
repeatedly and unnecessarily, while older women of lower 
socioeconomic groups, at high risk, miss the opportunity. 

Thus, opportunistic screening has been widely criticized, as it 
may imply a substantial use of community resources without a 
corresponding preventive outcome for the population. Screening 
should not be encouraged unless it includes elements of organization: 
the invitation of the eligible female population, on the basis of the 
primary physician's practice list, and the recording and registration of 
tested women. 

In addition, as etiological risk indicators other than age (such as 
sexual practices, transmissible agents and socioeconomic status) may 
be difficult to use in identifying high-risk groups, there is no good 
evidence that selective screening of high-risk groups provides any 
advantage over screening based on age. Thus, selective screening 
should not be generally applied (7). 
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Organized screening 
Organized screening programmes are initiated and funded by the 
providers (health authorities) and organized according to an agreed 
policy. The essential requirements for such programmes are that (8): 

• individual women eligible for screening within the target 
population can be identified; 

• adequate facilities exist to ensure high coverage and 
attendance, including invitation by name in a personal letter 
and recall if the test is missed, follow-up is necessary, a new 
test is due; 

• a strategy be agreed for the age group to be screened ( optimally 
all women aged 25 to 60 years) and the interval between tests 
3-5 years); 

• adequate facilities exist for diagnosis and appropriate treatment 
of confirmed neoplastic cases and the follow-up of treated 
women; and 

• monitoring and evaluation are organized to determine the 
impact on incidence and mortality rates. 

Evidence of effectiveness 
Organized screening programmes based on cervical smears have 
proven to be effective in decreasing the incidence of and mortality 
from cervical cancer in the target population in countries that have 
maintained high-quality programmes for a number of years. The most 
convincing evidence comes from the Nordic countries (9). In those 
with organized programmes for 20 years or more, the incidence of 
and mortality from cervical cancer have fallen by 40-60%, in 
proportion to the intensity of screening policy and coverage. The 
country in which an organized screening programme was introduced 
in only one county, with more random screening in the rest, has seen 
a slight increase in incidence. 

Opportunistic screening has been demonstrably less effective, 
no matter the intensity or coverage attained. 

Recommended procedures against 
cervical cancer 

General considerations 
12.1 Concepts of cervical cancer prevention (including the role of 
sexual and reproductive behaviour, personal genital hygiene, barrier 
methods of contraception) (2), and awareness of the warning signs of 
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cancer (such as abnormal bleeding) and the advantages of early 
detection should be integrated into health and sexuality education 
programmes in schools and for the public. 

12.2 All women between 25 and 60 years of age should have a 
cervical smear taken every 3-5 years. To this effect, a computerized 
call and recall system should be implemented. 

12.3 Screening should be offered in a sensitive manner and a 
culturally appropriate setting. 

12.4 Appropriate means should be used to inform women of the 
availability, content and benefits of screening. High priority should be 
given to encouraging the participation of the women who are most at 
risk, have never had a test or are most reluctant to have one. 

12.5 Health authorities should encourage and support the 
development or enhancement of an organized screening programme, 
and ensure that an appropriate mechanism for quality control is 
established and functions well. 

12.6 Each element of the screening procedure should adhere to 
current quality assurance guidelines ( 10) for the taking of smears, 
their processing and interpretation in a cytology laboratory and the 
management of patients with abnormal test results. 

12.7 Colposcopic examination should not be used as a primary 
screening method, but as a diagnostic tool for localizing and assessing 
premalignant lesions and early cancers in women with abnormal 
smears. Gynaecologists and other health professionals with adequate 
training and experience should perform the technique. 

12.8 Smears should not be taken in the interval between screening 
sessions unless clinically justified. In this case, diagnostic use of the 
test is a point of good clinical practice. Smears taken without such 
clinical reasons need to be recorded, and reported to the screening 
programme. 

12.9 Screening should be stopped at 60 years of age, provided that 
the woman has had at least two consecutive negative smears at 
appropriate intervals in the previous 10 years and no positive smears 
in that period. Otherwise, it may continue until 65 years of age. 

12.10 In the absence of an organized programme with a specialized 
infrastructure, screening might be conducted through primary care 
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services ( 11,12), provided that the general principles of screening and 
technical guidelines can be strictly followed: 

• a screening (smear) register should exist to identify eligible 
women (whether screened or not); 

• equipment and supplies to take smears should be available; 

• personnel should have skill in taking and processing smears; 
and 

• communication should be established with a cytology 
laboratory and treatment institutions. 

12.11 When a woman of appropriate age attends the primary 
physician's office for a reason unconnected with cervical cytology, 
personnel should routinely check whether, and how recently, she has 
been screened. If the woman is due for a smear (that is, if at least 
3 years have elapsed since the last one), it could be taken during the 
visit or an appointment made for this purpose. Details of screening 
and test results should be entered into the practice record or register. 
Opportunistic screening has been less successful than organized 
programmes. 

Check-list of recommended procedures 
12.12 To provide accurate information and practical advice on each 
phase of the screening process, the primary care team should: 

• understand the organization and procedures of the screening 
programme, including the referral routes for women who need 
follow-up; and 

• establish and maintain communication with all parties involved 
(including the cytology laboratory and treatment institution) 
and provide cooperative support. 

12.13 To increase attendance of a screening programme, the primary 
care team should: 

• appoint one person to take the responsibility for recruiting 
eligible women; 

• keep and update a list of women in the patient population that 
can be used to achieve a complete initial call of all eligible 
women and to ensure regular recall; 

• include and update the screening history in the practice record 
system; and 

• educate, motivate and persuade women to accept the invitation 
to screening, and check reasons for non-attendance. 
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12.14 To improve acceptance of screening (13,14), the primary care 
team should: 

• explain to their female patients the function of the test and 
procedures, the benefits, potential failures and adverse effects 
of the system and the balance between them, and assure the 
women that screening does more good than harm; 

• provide information so that the women understand what will 
happen and are prepared for the different stages of screening; 
and 

• discuss the women's fears and concerns about the meaning of 
abnormal test results and resolve the uncertainties about what 
needs to be done next. 

12.15 The primary care team should have the skill needed to take 
satisfactory smears that contain representative cellular material ( 15). 
To this effect, they should: 

• take the smear close to the halfway through the menstrual 
cycle, and avoid doing so during menstruation; 

• in case of cervical inflammation, treat the inflammation first 
and take the smear later; 

• use a vaginal speculum to bring the uterine cervix under direct 
observation; 

• use a cotton swab, a special wooden or plastic spatula or a 
cytobrush and obtain cells from both ectocervix, transition zone 
and endocervical canal, working carefully to avoid bleeding; 

• smear the collected cell sample on a glass slide on which the 
name or identification number of the woman is inscribed with a 
diamond pencil; 

• using fixing spray, fix the smear as soon as possible to avoid 
drying; and 

• transport the slides to a cytology laboratory. 

12.16 The primary care team should take part in the follow-up and 
management of the patients with both negative and abnormal test 
results. The procedures in Table I are recommended ( 12). 
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Table 12.1. Results of cervical smears and recommended action 

Result of cervical smear Recommendation 

Inadequate specimen 
(lack of cells, unclear 
smear, air-dried smear) 

Normal smear; 
endocervical cells 
present 

Normal smear; no 
endocervical cells 
present 

Inflammatory smear 

Persistent inflammation 

Atypical smear 

Atrophic smear 

Repeat smear immediately 

Recall in three years. Recall in one year if: first-ever 
smear in postmenopausal woman; previous smear 
reported as abnormal, positive, inflammatory, or 
dyskaryotic; previously treated CIN; genital warts 
present on patient or partne·; multi-partner sexual 
history of either patient or partner, particularly if drug 
abuse is involved; immunosuppressive treatment 
given; hysterectomy for cervical malignancy; heavy 
smoker (>20 cigarettes per day) 

Recall in one year 

Treat infective organism in patient and check for 
presence in partner; repeat smear within one year 
after treatment 

Refer for colposcopy (one in five such smears may 
hide CIN) 

Repeat smear in six months; if persistent, refer for 
colposcopy 

Indicates estrogen deficiency (hormone replacement 
therapy may be needed); recall in three years 

If atrophic changes are severe treat with estrogen 
(10 IJg ethinylestradiol orally for 10 days); repeat 
smear after treatment 

If atrophic changes persist, refer for colposcopy 
(changes may hide or be a sign of cervical 
carcinoma) 

Dyskaryotic smear (mild, Refer (urgently if severely dyskaryotic) for 
moderate, severe) colposcopy 

Carcinoma in situ 

Endometrial cells 

Glandular endocervical 
cells 

Glandular neoplasia 

Herpes virus 

Human papilloma virus 
(wart virus) 
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Urgent referral for colposcopy 

If present during the second half of menstrual cycle 
or in post-menopausal women, refer for colposcopy 
and dilatation and curettage to exclude endometrial 
carcinoma 

Refer for urgent colposcopy 

Refer for urgent colposcopy and dilatation and 
curettage 

Yearly recall 

Yearly recall 
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13 

Breast cancer 

Definition of the problem 

Breast cancer originates in the epithelium of the ducts and lobules of 
the mammary gland. Both lobular and ductal carcinomas may be non
invasive and considered as precursor lesions. Their malignant 
potential is uncertain. The great majority of invasive carcinomas 
comprises adenocarcinomas of various degrees of differentiation. 
Histologically they may contain combinations of various growth 
patterns, and are classified by the predominant pattern (ductal or 
lobular) or as belonging to "not otherwise specified" types (scirrhous, 
medullary, etc.) (1). They are frequently multifocal and bilateral. 

The term minimal breast cancer is used to describe lesions that 
measure less than 0.5 cm in diameter. Histologically, this group 
includes both in situ lesions and invasive tumours. Because the 
behaviour of the subsets of tumours included varies considerably, this 
classification needs to be interpreted with care. Benign breast 
diseases, such as mammary dysplasias or fibrocystic disease, may 
produce palpable lumps in the breast that may be difficult to 
distinguish from malignant lesions. Such diseases, however, are 
histologically characterized by a spectrum of regressive and 
proliferative alterations of mammary tissues. 

Determinants of risk 
Four risk factors for developing breast cancer have been firmly 
established (2). First, a woman with a family history of breast cancer 
(that is, a mother or sister with the disease) has twice the average risk, 
particularly if the relative developed the disease before going through 
the menopause and if the cancer was bilateral. The second risk factor 
is a medical history of breast cancer in the contralateral breast. (The 
risk associated with benign breast disease is much less well 
established.) 
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Third is the menstrual factor, the risk of breast cancer increases 
with a long period of menstruation (early menarche and late 
menopause). The fourth factor is related to reproduction. The relative 
risk of breast cancer is higher in women who had their first pregnancy 
at age 28 or above. The risk in nulliparous or single women is twice 
that in married women. Infertile women are at greater risk than fertile 
ones and breastfeeding may have a protective effect. 

Women who have any three of the firmly established risk 
factors may be considered to be at high risk. 

Other factors have been suggested to contribute to the risk, 
although the evidence is not sufficiently conclusive. These include: 

• exogenous hormones (the use of combined 
estrogen/progesteron oral contraceptives, beginning at a young 
age and continuing for many years); 

• high dietary fat intake and total energy. and overweight; 

• regular alcohol consumption; 

• low-dose irradiation (although the probability of a middle-aged 
woman developing breast cancer as a result of a single 
mammographic examination is very low: 1 in 2 million); and 

• certain patterns seen on a mammogram (Wolfe's patterns, in 
which a mammogram shows dysplastic or an excessive number 
of prominent ducts). 

Natural history 
Breast cancer develops slowly, sometimes over 6-8 years ( 3 ). Its 
precursor stages are not sufficiently understood. There is a broad 
spectrum of breast lesions, ranging from those of little clinical 
significance but simulating infiltrative lobular carcinomas (sclerosing 
adenosis, and ductal or lobular hyperplasias), through non-malignant 
lesions that need careful follow-up (atypical papillomatosis, and 
atypical ductal and lobular hyperplasias), to lesions with a high risk of 
invasiveness (lobular neoplasias). When accompanied by the 
cytologic features of neoplastic cells, epithelial proliferations appear 
to be a step in the direction of malignant transformation. 
Nevertheless, they may not necessarily progress. Again, in situ breast 
cancer comprises a wide spectrum of diseases, ranging from the 
indolent to the rapidly progressing. 

Breast cancer is a disease that disseminates early. but recurs 
late. It often spreads beyond the locoregional area at the time of 
diagnosis, even though this was undetectable. This provides the 
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rationale for adjuvant chemotherapy: the administration of drugs 
before and after surgery. 

Breast cancer is diagnosed and staged initially through physical 
examination or mammography. Fine-needle aspiration has gained 
acceptance as a means to obtain pre-operative tissue diagnosis. 
Intraoperative diagnosis by frozen section, with an open-ended 
consent for mastectomy to avoid psychological trauma, has been less 
often used. In clinical staging, tile tumour, lymphnode, metastasis 
(TNM) system of the International Union against Cancer (UICC) is 
generally used. Treatment comprises the proper combination of 
surgery, radiotherapy and adjuvant chemotherapy. Breast 
conservation surgery is the appropriate method to treat the disease in 
the early stages. It is preferable because it provides survival 
equivalent to that of total mastectomy and axillary dissection while 
preserving the breast. 

Magnitude of the problem 

Breast cancer is the third most common type worldwide, and the 
leading cancer in women, comprising about one fifth of the total (4). 
It is uncommon in women under the age of 25-30, but the age
specific incidence rates increase rapidly from 30 to 70 years of age. 
The increase is most rapid during the fourth decade, thus creating a 
substantial source of concern for middle-aged women. After 
menopause, however, the increase of risk with age is much less steep. 
Breast cancer may also affect males, but the incidence is about 1% of 
the rate for females. 

Morbidity from breast cancer has increased during the past 60--
70 years in every country reporting to WHO. The increase was clearly 
evident until the 1970s. In most countries of the Region, mortality 
trends tend to show a slow but steady increase, with large variations 
between countries. 

Intervention measures 

There is little scope for primary prevention. Changing the diet, to 
reduce fat consumption, for example may yield some benefit, and is 
consistent with recommendations for a healthy diet (see Chapter 2). 

The potential of tamoxifeu, a powerful antiestrogenic, is under 
scrutiny as a preventive agent for breast cancer (5). 
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Early detection 
Randomized controlled trials have shown the benefit of the early 
detection of breast cancer by mass screening. The lesions detected are 
mainly small, early-stage invasive cancers, rather than precancerous 
lesions, so that no reduction in the incidence of breast cancer can be 
expected. Mortality rates can be substantially reduced, however, in 
the people screened. 

The methods for detection are: physical examination of the 
breast, X-ray mammography and breast self-examination. 
Mammography is increasingly used to screen asymptomatic women 
without palpable lesions. 

Mammography 
The first randomized trial of breast cancer screening started in 1963 
among members of a health insurance plan in New York. For four 
years, women received annual screening by physician examination 
and periodic mammography. After ten years of follow-up, the study 
showed 25% fewer deaths in screened women over 50 years of age 
(6). 

The Swedish two-county trials randomly assigned women aged 
40 and over to be offered regular single-view mammography (7). 
They showed a reduction in breast cancer mortality of about 40% in 
women aged 50-69 on entry, and no reduction in mortality in those 
aged 40-49 on entry. 

These, many other randomized controlled trials and many case
control studies, conducted in Sweden (Malmo), the United Kingdom, 
the Netherlands and Canada, have proved the effectiveness of breast 
screening by mammography. They have also led to the following 
conclusions (8,9). 

Screening by mammography every 1-3 years can reduce breast 
cancer mortality substantially in women aged 50-70 years. There is 
little evidence of benefit in women under 50. The level of effect in the 
target population depends heavily on the degree of compliance and 
the quality of mammography. The effect on mortality will be reduced 
if the sensitivity of screening is inadequate. This indicated the 
importance of quality assurance. The cost-effectiveness of screening 
of women aged 50-70 by mammography every 2-3 years is 
comparable to that of many other medical procedures. 

Current estimates of the adverse effects of breast cancer 
screening are lower than predicted. The proportion of women referred 
for further investigation (by fine-needle aspiration, repeat film or 
biopsy) is less than 10%. About 1.5% of all women screened have 
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biopsies, and biopsy reveals malignant disease in 1 in 4 of them. In 
addition, the vigorous treatment of non-cancerous lesions, which 
might not have become life-threatening, rarely occurs. Anxiety 
generated by invitation and recall, however, is a major concern. 

A national breast cancer screening programme ( 10, 11) was 
launched in England in 1986. Over 70% of the women invited had a 
mammogram. The programme's effect in reducing mortality cannot 
be measured until about 10 years from its start. Thus the question as 
to whether the benefits of screening outweigh the adverse effects 
remains to be answered. 

Breast self-examination 
Breast self-examination (BSE) is easy to teach, harmless and 
inexpensive, but the procedure has only fragmentary evidence of 
benefit (12). The only prospective randomized controlled trial 
(currently underway in St Petersburg) has shown no difference at five 
years in the cancer detection rate between BSE performers and 
controls ( 13 ). It has been demonstrated, however, that the practice of 
routine BSE may decrease the occurrence of advanced cancers and 
contribute to the early detection of "interval cancers" (those arising 
between two mammography sessions). On the other hand, BSE may 
cause anxiety in women who associate it with breast cancer, thereby 
stimulating rather than allaying fears. The lumpy nature of the normal 
premenopausal breast may alarm women, and this alarm may lead to 
unnecessary investigations and biopsies. 

There is no evidence to support the view that BSE should be 
regarded as a primary screening technique, or that it should be 
conducted on a routine basis following a set technique that requires 
formal instruction. In countries or regions in which screening by 
mammography is not feasible, however, BSE could be a tool to 
increase women's awareness of what changes to look out for, and 
encourage the prompt reporting of any such changes. As women 
themselves find most breast cancers, more awareness of changes and 
what to do about them can reduce delays in obtaining diagnosis and 
treatment. 

Diagnostic procedures 
The evaluation of a palpable breast mass requires: a physical 
examination, including the taking of a history; fine-needle aspiration 
to distinguish a simple cyst from a solid lump; referral to surgical 
evaluation and diagnostic mammography if a palpable lesion is solid 
or persists after aspiration, or there is nipple discharge; and biopsy 
and histological examination. 
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Other symptoms of breast disease include diffusely nodular, 
lumpy breasts in women over 35, breast pain with no relationship 
with the menstrual cycle, and unilateral, persistent and localized beast 
pain. Women with such symptoms and a strong family history of 
breast cancer should be referred for diagnostic mammography. 

A combination of clinical and mammographic examinations 
can diagnose breast cancer with 97% accuracy. Positive 
mammography does not remove the need for histological 
confirmation. 

Recommended procedures against 
breast cancer 

General considerations 
13.1 Women over the age of 40 should be encouraged to learn about 
the periodic changes in normal breast tissue and the warning signs of 
breast cancer. They should check their breasts regularly and see a 
physician if thl.!y notice a lump. Although the teaching of BSE is not 
specifically recommended at this time, those who practise it regularly 
should not be discouraged. 

13.2 All women aged 50-70 should have mammography at regular 
intervals (1-3 years). Mammography is not recommended for women 
under 50. 

13.3 Mammographic examination should only be undertaken by 
properly trained radiologists. 

13.4. While clinical physical breast examination alone is not a 
screening test, health professionals should offer it as a supplement to 
the routine gynaecological examination of women over 40 years of 
age. 

13.5 Health professionals should regularly monitor women at high 
risk of developing breast cancer. The list of firmly established risk 
factors is useful in determining which patients need regular checks. 

Check-list of recommendations 
13.6 To provide accurate information and practical advice on each 
phase of the screening process, the primary care team should ( 14): 

• understand the organization and procedures of screening 
programmes, including the referr;ll routes for women who need 
follow-up; 
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• establish and maintain communication with both the screening 
office (where mammography is done) and the specialist 
multidisciplinary team (who provide assessment and 
treatment). 

13.7 To increase the attendance rate, the primary care physician 
should: 

• use a proper database (that registers patients by age and sex on 
a card index or a computer) to identify female patients eligible 
for mammography; 

• include and update the patients' screening history in the 
practice record system; 

• check and improve the accuracy of the notification list as a 
basis for invitation, removing the names of people who are not 
or no longer eligible; and 

• educate, motivate and persuade women to accept the invitation. 

13.8 To improve acceptability of the programme, the primary care 
team should (5): 

• provide advance information and counselling on the test and 
procedures, and the balance between the benefits, limitations 
and adverse effects, to help women to make an informed 
decision to attend; 

• identify and follow up non-attenders, discover their reasons and 
discuss their beliefs, fears and anxieties about breast cancer and 
screening; 

• counsel women who receive abnormal test results and are being 
recalled for repeated mammography and/or further 
investigation, which includes discussing the meanings and 
implications of test results, the implications of recall and 
biopsy, and treatment options, and providing psychological 
support. 

13.9 The primary care team should encourage women to be aware of 
the normal feel and look of both their breasts throughout the 
menstrual cycle and to understand what changes they should report 
immediately to their physician. Such changes include: an unusual 
change in the outline, shape or size of the breast, a lump or thickening 
in the breast or armpit, puckering or dimpling of the skin, discharge 
from the nipple or any unusual pain or discomfort. 

13.10 The primary care physician should take part in the diagnostic 
process: 
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• referring patients with palpable breast lumps (even if recent 
mammograms were negative) or nipple discharge directly for 
surgical evaluation, remembering that speed is vital; 

• referring patients to diagnostic mammography when other 
symptoms of breast disease are present, even if no palpable 
lumps are found; 

• making a follow-up appointment within the following two 
weeks when clinical findings or palpation is uncertain; and 

• monitoring patients through clinical examination, with or 
without mammography, when their history reveals any 
indicators of high risk of breast cancer. 
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14 

Colorectal cancer 

Definition of the problem 

Cancer of the colon and cancer of the rectum are closely correlated. 
Over 50% is located in the rectum; and 20% affects the sigmoid 
colon, while the right colon is involved in only 15% of cases, the 
transverse colon in 6-8% and the descending colon in 6-7%. Apart 
from some differences in surgical anatomy and frequency, cancers of 
the colon and of the rectum are so similar that they are considered as 
tumours of one organ, called colorectal cancer and registered as 
cancers of the large intestine. 

Colorectal cancers originate in the glandular epithelium of the 
intestinal mucosa. They usually comprise adenocarcinomas, which 
may appear as polypoid lesions with bulky masses of friable, easily 
bleeding tissue, or as craters with hard edges. Most of them are well 
differentiated and secrete mucus; in mucinous types, substantial 
amounts of mucus are retained within the tumour; others are 
anaplastic ( 1). 

Benign epithelial tumours, such as adenomas (whether tubular, 
villous or tubulovillous types), are common and may have a role in 
the pathogenesis of colorectal cancer. While hyperplastic polyps are 
quite common, they are not related to either adenomas or carcinomas. 
Only adenomatous polyps are considered to be precursors of 
colorectal cancer, although not all of them become malignant. 
According to endoscopic, histological and cytologic examinations, the 
larger adenomas of villous structure with severe cytologic dysplasias 
have a greater chance (about 50%) of developing into carcinoma. 

Determinants of risk 
Both genetic and external (environmental and lifestyle) factors may 
play a role in the etiology of colorectal cancer (2). Four groups of 
people have a high genetic risk including those with: 

• a personal and/or family history of colorectal cancer ( 3,4 ); 
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• polyposis syndromes, that is well recognized genetic 
syndromes characterized by the development of multiple 
polyps throughout the bowel (known as Peutz-Jeghers 
syndrome, or so-called hereditary non-polyposis colorectal 
carcinoma syndrome (5,6); 

• ulcerative colitis (7); and 

• identified adenomas and adenomatous and villous polyps (8). 

Diet is by far the most important external factor (9). Two 
groups of nutrients or foods are associated in opposite ways with the 
risk of colorectal cancer. A diet with intakes of high total energy and 
saturated fat, and alcohol consumption (particularly beer) may 
increase the risk. A diet rich in fibre may lower the risk (see Chapter 
2). Other factors, suggested but not firmly established, are certain 
occupational factors ( 10) (a higher risk in men with sedentary jobs), 
reduced physical activity ( 10), and a history of cholecystectomy. 

Natural history 
There is substantial evidence that most, if not all, colorectal cancers 
develop from already existing adenomas or neoplastic polyps; de 
novo cancers arising from normal, flat mucosa are rare ( 11). 
Nevertheless, adenomas do not necessarily progress into carcinomas: 
as many as 15 times more adenomas are found than cancers. 
Colorectal cancer develops over a number of years (1-15 years, with 
a mean of 7). The slow progression - from normal, flat mucosa to 
adenomatous polyps, then through surgically curable cancer, to 
advanced and incurable cancer - offers a good chance for early 
detection and treatment. Suggestive symptoms include: changes in 
bowel habits, blood in stools, tenesmus, mucoid discharge, 
obstruction, unexplained anaemia and weight loss. 

Colorectal cancers are diagnosed and staged initially by clinical 
examinations (barium enema, proctosigmoidoscopy and elevated 
carcioembryonic antigen). In clinical staging, both Dukes' 
classification and the TNM system of the UICC are used. Surgery is 
the primary method of treatment, combined with adjuvant 
chemotherapy. 

The advantages of early diagnosis and treatment are clear: 
those confined to the mucosa have a fairly high five-year survival 
(80-90%). The chances of survival are much less favourable in those 
penetrating the bowel wall; the overall five-year survival is about 
30%. The results of treatment have changed little over the past 20 
years. 
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Magnitude of the problem 

Colorectal cancer is a common disease throughout the world, but 
particularly in affluent societies, where it is the second most common 
cause of death from cancer. Incidence and mortality rates are about 
the same in males and females, but the disease is slightly more 
common in women under the age of 60 and in men thereafter. 
Incidence and mortality rates are rising, particularly in areas where 
the risk had been low (12). In the western world, at least 1 in 10 
people over the age of 40 have adenomas. 

Intervention measures 

The evidence is insufficient to recommend specific dietary changes 
beyond the current prudent recommendations for healthy eating (see 
Chapter 2) as a means of primary prevention. 

Early detection and screening 
The ultimate aim is to reduce the incidence of and mortality from 
colorectal cancer by detecting and removing adenomas and polyps 
before they become malignant, and by identifying cancer as early as 
possible. While several tools and tests have been suggested (13,14), 
the case for screening is not strong enough. There is much pressure 
but no evidence to justify the regular investigation of asymptomatic 
people. 

Sigmoidoscopy ( 12-14) has high diagnostic sensttlVlty and 
specificity. Nevertheless, it would detect hardly more than half of the 
colorectal cancers within its reach (20 cm). A case-control study of 
sigmoidoscopy suggested a reduction in mortality, but this applied 
only to tumours arising in the reachable part of the bowel. While 
easily learned, the procedure entails efforts by the physician and 
patient, discomfort and cost. Sigmoidoscopy, therefore, is considered 
impracticable as a screening tool. 

Colonoscopy ( 15) is a safe and effective method of detection, 
but not suitable for assessing the malignan"t potential of adenoma. As 
an invasive procedure, it is inappropriate for screening. It should 
therefore be reserved for monitoring individuals known to be at 
increased risk: the first-degree relatives of patients with colorectal 
cancer and people known to have a family history of adenomatous 
polyposis. 

Digital rectal examination is a valuable tool of clinical 
examination because one can palpate the dorsal part of rectum, which 
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is difficult to see via endoscope. It would detect only the lesions 
within the reach of the examiner's finger (7-10cm), so it has limited 
value as a screening tool. Nevertheless, it should be an indispensable 
addition to any clinical, particularly endoscopic, examination. 

Testing stools for occult blood 
The faecal occult blood test appears to meet most of the criteria for a 
screening test, with the possible exception of sensitivity ( 16). 

The most widely used chemical tests, such as haemoccult, are 
based on the guaiac test (the peroxidase-like activity of haemoglobin), 
thus suffering the disadvantage that false-positive results may result 
from ingested animal blood (from red meat) or vegetables high in 
peroxidases. The test may also give false-negative results if a large 
amount of vitamin C, which can inhibit the reaction, has been 
ingested. If the test is positive, a complete colonic evaluation with 
colonoscopy or a barium enema (including double contrast), plus 
sigmoidoscopy, is recommended. 

Other tests, such as the haemoporphyrin test (more sensitive to 
all bleeding, including that in the proximal gastrointestinal tract) and 
human haemoglobin immunoassay (more specific for human 
haemoglobin), are more expensive and laborious. 

Randomized controlled trials of screening by faecal occult 
blood test have taken place since the early 1980s. No final data are 
available from the large trials in Denmark, Sweden, the United 
Kingdom and the United States of America. The interim results can 
be summarized as follows. 

The test was offered annually or biannually by personal 
invitation to people aged 50 or over. Compliance with screening was 
fairly high (53-65%), fell with age, and improved after changing the 
letter of invitation so that it came from the general practitioner. The 
sensitivity ranged from 22% to 65%; specificity was 95-98%, a 
detection rate ranged from 1.8 to 2.3 per 1000. About 10 times as 
many adenomas were detected in the experimental than in the control 
groups. Cancers were found in earlier stages in the screened groups, 
while a high incidence of advanced cancer was found in 
nonrespondents. Cancer deaths have been extensively reviewed, but 
no significant differences have emerged. The studies have run for five 
years; with longer follow-up, a reduction in mortality of not more 
than 10-15% is considered likely. 

A recent review of these trials by the UICC project on 
evaluation of screening for cancer ( 17) confirmed that cancers 
detected by screening were at a less advanced stage, but screening by 
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detecting occult blood has not yet shown a clear reduction in 
mortality. The review concluded that screening on a population scale 
for colorectal cancer and its precursors is not justified as public health 
policy. 

While it is hoped that current trials will show whether 
screening has an impact on colorectal cancer mortality, this will take 
several years. 

Recommended procedures against 
colorectal cancer 

General considerations 
14.1 Screening for colorectal cancer ts controversial. Current 
recommendations vary because there is neither an adequately 
evaluated noninvasive screening method or direct evidence from 
randomized controlled trials that screening reduces mortality from 
colorectal cancer. Some recommendations endorse annual digital 
rectal examination, faecal· occult blood test and sigmoidoscopy every 
3-5 years for people over 50. Others conclude that the evidence is not 
sufficient either to recommend screening or to advise against it. Some 
countries have provided annual screening by faecal occult blood test; 
most countries have not. 

There is insufficient evidence of benefit to justify offering 
faecal occult blood test, digital rectal examination or any of the 
endoscopic methods to asymptomatic individuals as a screening test. 
Large studies of screening by faecal occult blood test are in .progress; 
until their results are available, no decision to screen should be made. 

14.2 It may be clinically prudent to offer the tests to asymptomatic 
individuals known to be at high genetic risk of developing adenomas, 
polyps or cancer. Such monitoring should take place at intervals of 
3-5 years. Both faecal occult blood test and invasive methods may be 
justified; colonoscopy and sigmoidoscopy require special skill. 

14.3 Health professionals should not offer a faecal occult blood test 
to people who are over 50 years of age and have no known indicators 
of risk, except in case of approved research. Professionals should not, 
however, refuse requests for the test from patients over 50, and should 
provide such people with information on the limitations of the test. 

14.4 Digital rectal examination has a role in assessing patients 
presenting with suggestive symptoms, such as changes in bowel 
habits, rectal bleeding, mucous discharge and weight loss. Referral 
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for endoscopy should follow; a faecal occult blood test is of no value, 
owing to its low sensitivity. 

14.5 A health professional should perform digital rectal examination 
on a patient standing on the floor, elbows resting on a couch, or 
relaxed in a gynaecological chair. He or she must palpate the entire 
mucosal circumference of the rectum and should simultaneously 
palpate the pelvic abdomen. 

14.6 Health professionals should raise patients' awareness of 
colorectal cancer, encourage them to present their symptoms early, 
and investigate appropriately and promptly when they present. Delays 
in referral may influence outcome. 

Check-list of recommended procedures 
14.7 To reduce the incidence of cancer of the colon and rectum, the 
primary care team should ( 18-20) assess the genetic risk of colorectal 
cancer in the patient population and focus on high-risk groups. This 
should include: 

• taking personal and family histories to identify the people at 
average and at high risk; 

• registering those at high risk of colorectal cancer (those with a 
family history of familial polyposis and colorectal cancer, a 
personal history of adenomatous polyposis and colorectal 
cancer, or ulcerative colitis); 

• monitoring those at high risk, offering faecal occult blood test 
and endoscopy (inform patients who receive these tests of the 
benefits, risks and uncertainties of both) and referring patients 
for further assessment whenever necessary; and 

• taking comprehensive family history as part of the assessment 
of all individuals with colorectal cancer and referring to genetic 
counselling and accurate risk determination the families in 
which significant genetic risk is suspected. 

14.8 The primary care team should have the knowledge and skill 
necessary to perform the faecal occult blood test, including sample 
collection and storage. Team members should give instructions on 
dietary preparation for the test and provide patients with information 
about the possible limitations of the test. 

14.9. Primary care professionals should also: 

• advise patients to reduce fat and energy intake and increase 
consumption of fruit and vegetables rich in dietary fibre in line 
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with prudent recommendations for dietary change relating to 
the prevention of other diseases. 

• investigate or promptly refer for further investigations in 
hospitals when patients present gastrointestinal symptoms; and 

• regularly follow up patients with diagnosed colorectal cancer 
and provide all necessary support at all stages of the illness. 
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15 

Oral cancer 

Definition of the problem 

Oral cancers develop in the mouth, oropharynx and hypopharynx and 
account for about 40% of head and neck cancers. The tongue is the 
most common site, followed by the oropharynx, the floor of the 
mouth and the lower lip. Histologically, oral cancers are 
predominantly squamous epithelial cancers of various degrees of 
differentiation. 

Precancerous conditions and lesions include mucosal changes 
associated with anaemia (Hunter's glossitis or sideropenic dysphagia 
as part of the Plummer-V in son syndrome), oral lichen planus 
(particularly the cases that cannot be attributed to any specific 
disease), leukoplakia, erythroplakia or their mixed forms 
(erythroleukoplakia), that is, white and/or bright reddish patches and 
plaques of the oral mucosa with no demonstrable etiology. 

Risk factors 
Tobacco smoking, the use of smokeless tobacco or other products and 
the excessive consumption of alcohol are established risk factors ( 1 ). 
The effect of smoking and drinking is multiplicative (2); nonsmokers 
and nondrinkers comprise less than one fifth of people with oral 
cancer. In addition, age is an important risk marker, and precancerous 
conditions and lesions are associated with an increased risk. 

A role has been suggested for poor oral hygiene, local irritation -
by the teeth, and certain host factors such as iron deficiency, 
nutritional factors and infectious agents, particularly viral agents. 

Natural history 
The rate of malignant transformation of leukoplakias varies between 
1.4% and 6%, depending on the subtype. Nonhomogenous and mixed 
forms (erythroleukoplakia) have a higher risk of becoming malignant. 
Biopsy is usually required to differentiate the subtypes. 
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The survival of patients with oral cancer is influenced by the 
site of origin, the age of the patient and particularly the stage of 
disease at the time of diagnosis. For clinical staging, the TNM system 
of UICC is widely used; some recent classifications also consider the 
site (S) and pathology (P) of the lesion, or the STNMP system. In 
general, five-year survival rates are about 80% for people with 
intraoral cancer, and 30-40% for those with lip cancer. 

As prognosis largely depends on local invasion and particularly 
lymph node involvement, early diagnosis and treatment are important. 
Surgery and radiation therapy still remain the most effective tools. 

Magnitude of the problem 

Among the most common types of cancer, oral cancer ranks sixth in 
developed and third in developing countries (3). Information on 
incidence and prevalence is still incomplete; the rates vary widely, 
from 46.5 to 2.1 per 100 000 population. While rates tend to be far 
higher in males than females, those for females are increasing as a 
result of an increase in smoking. The ratio of male to female smokers 
was 5-6:1 in the 1950s but is now about 2:1. 

Nearly all cases (95%) occur in people over 40 years of age. 
Incidence steadily increases with age until about 65, when it levels 
off. Both western and eastern countries of the Region report an 
increase in mortality since 1965, mainly owing to a dramatic increase 
in mortality from cancer of the tongue, particularly in men. 

According to the few studies reported, the prevalence of oral 
leukoplakia varies between 0.4% and 11.7% in different geographical 
regions (4). 

Intervention measures 

Elimination of tobacco chewing and smoking, reduced alcohol 
consumption and improved dental conditions and oral hygiene would 
certainly help to prevent oral cancer. These could result in a 60--80% 
reduction in incidence and mortality. In addition, the early detection 
and treatment of precancerous leukoplakias may prevent the 
development of some oral cancers. 

Early detection and screening 
Visual inspection and palpation of the oral cavity are the main 
"screening tests" in asymptomatic people (5). They can identify 
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leukoplakias and some early-stage and presymptomatic invasive 
cancers. Nevertheless, some special examination techniques may be 
necessary to expose sites in the oral cavity that are inaccessible to 
direct inspection ("two-mirror visual examination"). Dentists can 
perform these more skilfully than physicians. In some developing 
countries with a high prevalence of oral cancer, screening efforts 
(house-to-house survey by primary health care workers) have 
detected cancers in earlier stages ("downstaging"). The sensitivity of 
routine visual examination of the mouth has not yet been evaluated, 
however, and no value in reducing mortality has been shown. 

As a screening test for oral cancer, exfoliative cytology has 
proven less sensitive than a skilful visual examination. It can be used 
as an adjunctive measure in the evaluation of visible oral lesions, but 
should not be used instead of biopsy. 

Recommended procedures against oral 
cancer 

General considerations 
15.1 Screening is not recommended. The evidence is insufficient to 
determine whether mass screening for oral cancer by exfoliative 
cytology would reduce mortality. 

15.2 Intervention procedures (6) may be performed by dentists, oral 
hygienists or assistants, or members of the primary care team. In 
performing each of the procedures, the professional should: 

• take an oral (dental) health history, including tobacco smoking 
or chewing habits and alcohol consumption); 

• make an oral examination, according to established methods; 

• refer to specialist attention if necessary; 

• provide follow-up care; and 

• provide patient education. 

15.3 While performing these procedures is primarily the duty of the 
dentist, primary physicians and nurses should also be familiar with 
them and implement them as the need or opportunity arises. 

Check-list of recommended procedures 
15.4 The primary care team should: 

• raise questions about patients' oral health status as part of the 
medical histories they take; 
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• perform a visual examination of the oral cavity when 
examining males, heavy smokers or drinkers, or when patients 
themselves draw attention to any lesions, and, in case of 
positive findings, refer the patient to further investigations by 
specialist; 

• advise all patients to have regular check-ups with a dentist; and 

• note the importance of oral hygiene as part of the ordinary 
"health education package" delivered in primary care. 
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16 

Prostate cancer 

Definition of the problem 

Cancer of the prostate occurs in the acinar epithelium in the 
posterolateral peripheral and anteromedian transitional zones of the 
gland. Nearly all prostate cancers (over 95%) are adenocarcinomas, 
showing small or large acinar, cribriform or solid or trabecular growth 
patterns; the degree of cellular differentiation varies greatly. 

Cancer of the prostate is commonly categorized as follows. 
Clinical carcinoma includes any case in which diagnosis of the 
prostate cancer is made clinically and confirmed by microscopic 
examination. Occult carcinoma is manifested by its metastasis before 
the primary site is detected. Subclinical carcinoma comprises 
incidental carcinoma which is discovered on microscopic examination 
of prostatic tissue removed surgically for nonmalignant disease, and 
latent carcinoma, which is found at autopsy in patients who had no 
clinical evidence of prostate cancer. 

Benign prostatic hyperplasia, known as nodular prostatic 
enlargement or hypertrophy, is a common noncancerous lesion. There 
is a hyperplasia of varying proportions of the glandular and stromal 
tissues of the prostate, with no signs of progressive proliferation. It 
may give rise to problems in clinical differential diagnosis or be 
related to the development of cancer. 

Predisposing factors 
The cause of the prostate cancer is unknown. Epidemiological studies 
indicate an environmental, lifestyle-related etiology; for example, 
studies show higher incidence among migrants moving from a low- to 
high-risk area (I). 

The influence of hormones (androgens) is supported by the 
observation that prostate cancer is not found in men castrated before 
puberty. While factors such as sexual and reproductive practice, and a 
history of sexually transmitted diseases, as well as a positive 
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correlation between average intake of dietary fat and risk, have been 
suggested to have a role, no clear picture has yet emerged. 

Natural history 
In most cases, prostate cancer has a long natural history and a 
preclinical period during which it can be detected. The primary 
tumour starts as a hard mass that infiltrates the capsule and 
surrounding tissues very slowly. It may spread locally to periprostatic 
structures, pelvic lymph nodes and then through the bloodstream to 
bones, lungs and liver. The rate of progression and thus the prognosis 
correlate with the degree of cellular differentiation (as reflected in the 
Cleason's system of grading of prostate cancer) (2). 

Prostatic intraepithelial neoplasia in the peripheral zone of the 
gland, and atypical adenomatous hyperplasia in the transitional zone 
are considered precursor or preclinical conditions. There is no real 
evidence for a relationship between benign prostatic hyperplasia and 
cancer: some carcinomas certainly develop in the lesions, but, on the 
whole, the evidence suggests that the prior presence of the condition 
is associated with little, if any increase in cancer. The significance of 
the accidentally discovered latent cancers is also doubtful, as is 
whether they are genuine cancers at all. 

The diagnosis of prostate cancer is based on presenting 
obstructive urinary symptoms (such as progressive difficulty in 
urinating, increased frequency, a sense of incomplete emptying, 
retention of urine, pelvic or lower back pain, etc.), digital rectal 
examination, transrectal ultrasound, and fine-needle aspiration biopsy. 
Once the diagnosis is made, rectal examination, the measurement of 
serum tumour markers, radiographic bone survey and bone scan, and 
chest X-ray are used to decide whether the cancer is confined to the 
prostate. The TNM system of UICC and the classification of the 
American Urologic Association (AUA) are used in clinical staging. 

In localized, organ-confined prostate cancer (Tl, T2 or stage A 
or B), no initial treatment is necessary, or radical prostatectomy 
and/or external radiotherapy are effective. T3 prostate cancers are 
usually treated with external radiation. In more advanced cases (T4), 
treatment with estrogen has considerable palliative effect. 

At present, too many cancers are diagnosed at an advanced 
stage, when they have spread beyond the capsule of the gland, and too 
many patients have a poor prognosis: 40-60% five-year survival. In 
contrast, people with cancers detected early, while confined to the 
gland, have an average five-year survival rate of 80-95%. At this 
stage, the disease is usually asymptomatic; early detection is expected 
to improve the survival rates. At present, there is no reliable method 
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to predict whether a prostate cancer detected at an early stage would 
cause symptoms and death, or, would remain silent for the rest of the 
patient's life if left untreated. Treatment of these latter cases is not 
only unnecessary but may actually be harmful because of the possible 
adverse effects on the quality of life, such as cystitis, incontinence, 
proctitis and impotence. Nevertheless, men, who are known to suffer 
from early carcinoma of the prostate, particularly those aged over 70, 
are at considerably less risk of dying from their prostate tumours than 
from other conditions such as cardiovascular diseases. 

Magnitude of the problem 

In parts of the western world, prostate cancer is at one of the most 
frequent malignant tumours in the male and presents a growing health 
problem as longevity increases (3,4). 

The incidence of prostate cancer rises steadily with age, from 
10% in men in their fifties to 70% in men in their eighties. It is very 
seldom observed before the age of 40, and is thus an important cancer 
in most affluent countries, where the population is aging. The 
incidence of prostate cancer is predicted to double during the next 30 
years, simply owing to the aging of society. 

Prostate cancer ranks as the fifth most common cancer 
globally, comprising about 7% of total cases in males. The 
geographical variation in age-standardized incidence rates is at least 
sevenfold; the highest incidence rates are found in north-western 
Europe, where this cancer is currently the most or second most 
common in men. Incidence is underestimated, however, because 
many prostate cancers remain clinically undetected and thus 
unreported. Latent cancer of the prostate is known to be much more 
frequent than clinical cancer, and, interestingly, it does not follow the 
geographical variation of clinical cancer. Mortality data are therefore 
preferable for international comparison, having the advantage of not 
being distorted by the presence of variable numbers of latent cancers. 

In general, mortality is much lower than incidence. The highest 
rates are found in Sweden, Norway and Switzerland, followed by 
Hungary, Luxembourg, Finland, Austria and the Netherlands. 

Both incidence and mortality seem to be increasing in most 
populations, particularly in the eastern countries of the European 
Region. 
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Intervention measures 

Primary prevention is impossible at present. 

Early detection in asymptomatic men 
Early detection of a prostate cancer, when it is still small and confined 
to the gland, is a prerequisite for offering the chance of cure and thus 
for reducing mortality. The tests available for early detection are: 
digital rectal examination, transrectal ultrasound and measurement of 
serum tumour markers. 

Digital rectal examination is the principal test for detecting 
prostate cancer in asymptomatic men. Its sensitivity is limited, 
however, because: the examining finger can palpate only the posterior 
and lateral surfaces of the gland, and not small nodules located deep 
inside. It also has limited specificity, producing large numbers of 
false-positive findings, as some of the detected suspicious nodules 
prove to be benign prostatic hyperplasias. The test detects too many 
cancers in advanced stages. It requires proper skill from the examiner, 
so results may vary considerably between professionals. On the 
whole, the positive predictive value of digital rectal examination is 
rather poor (6-39%). 

In transrectal ultrasound (5), the prostate and the surrounding 
tissues (such as the capsule, seminal vesicle and bladder neck) can be 
visualized via a rectal probe. The test can detect small (5 mm in 
diameter), clinically silent tumours. Owing to the similarity in 
appearance between prostate cancer and some benign inflammatory 
conditions, however, the false-positive rate may be very large. The 
interpretation of the echoview requires considerable expertise. The 
test is quite expensive and difficult to perform in primary care or 
screening settings, and its acceptability as a screening test by 
asymptomatic men is questioned. Transrectal ultrasound is useful in 
guiding fine-needle aspiration. 

Serum tumour markers include prostate-specific antigen and 
acid phosphatase. 

Prostate-specific antigen ( 6, 7) is a glycoprotein found only in 
the cytoplasm of epithelial cells of prostatic origin. Being present in 
both benign and malignant epithelial cells, prostate-specific antigen 
can be detected and quantified in the serum of men; thus it is a most 
sensitive marker of prostate cancer. Its specificity is somewhat 
limited, however, because a definite elevation in the prostate-specific 
antigen level can result from nonmalignant prostatic disease (such as 
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benign prostatic hyperplasia) or injury to normal prostatic tissue in 
digital rectal examination. 

The normal range for prostate-specific antigen has been 
established as less than 4 nglml. A level over 10 nglml is most 
unlikely to be due to benign prostatic hyperplasia alone and thus 
indicates prostate cancer, although a urologic evaluation is indicated. 
The borderline values (4-9.9 nglml) need to be correctly interpreted 
in the light of clinical findings. 

Both normal prostatic epithelium and prostatic cancer cells 
secrete acid phosphatase. A rise in the enzyme level in serum can be 
detected mainly with the spread of a tumour outside the prostate. As a 
method of early detection, the measurement of the level of acid 
phosphatase is thus inferior to that of prostate-specific antigen. (The 
rise of acid phosphatase levels must not be confused with that of 
alkaline phosphatase, which often occurs as a non-specific result of 
the presence of bone lesions.) 

Combination of early detection tests 
Using the various available methods in combination may increase the 
benefits (8). Digital rectal examination and measurement of prostate
specific antigen are the first-line methods. Of course, adding these 
methods to digital rectal examination considerably increases the costs 
of early detection. 

Benefit of early detection 
There are no data showing the impact of screening on prostate cancer 
mortality (9-1 1). Prospective studies are needed to prove whether 
screened men have a better outcome than others. 

There is little evidence that the early detection of prostate 
cancer improves the outcome ( 11, 12). People with early organ
confined cancers (T2 or stage B) treated by radical prostatectomy 
have a median survival of more than 15 years, although patients may 
have a comparable survival without any treatment. Some of these 
cancers remain silent for the rest of the patients' lives. Younger 
patients have a higher risk of experiencing progression than older 
ones. Otherwise healthy men in their fifties or sixties have a life 
expectancy long enough to lose by the lack of aggressive treatment; 
thus, even if the incidence of prostate cancer is low in men of this age, 
efforts to detect it early may be justified. In contrast, men over 70 are 
far more likely to die of other disease before suffering from advanced 
prostate cancer; there is thus no point in early detection efforts. 
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Recommended procedures 

General considerations 
16.1 Owing to the insufficiency of evidence for routine digital rectal 
examination as an effective screening test for prostate cancer in 
asymptomatic men, organized screening is not recommended. Blood 
test for prostate-specific antigen and transrectal ultrasound are not 
recommended as routine examinations. 

16.2 The high chance of overtreatment of early-stage prostate 
cancers constitutes a strong argument against poorly considered 
screening initiatives. 

16.3 Case finding, however, may be rewarding in primary care 
practice. Men in their fifties and sixties, particularly those presenting 
symptoms, may benefit from regular, if not annual, digital rectal 
examination. Because prolonged survival can hardly be expected in 
men over 70, there seems to be no reason for offering them digital 
rectal examination. 

16.4 When digital rectal examination detects an induratiort or hard 
nodules, urologic evaluation should take place. It may include 
prostate-specific antigen measurement and transrectal ultrasound. If 
the value for prostate-specific antigen is above 10 nglml, transrectal 
ultrasound and biopsy should be done. In case of a borderline 
prostate-specific antigen value and negative transrectal ultrasound, 
health professionals should make follow-up examinations every six 
months. If there is no increase in prostate-specific antigen value, 
annual check-ups should be given. 

16.5 Primary care professionals should increase their knowledge 
and skill in all relevant aspects of early detection, management and 
follow-up of patients with prostate cancer. 

Check-list of recommended procedures 
16.6 The primary care physician should: 

(a) include the evaluation of the prostate whenever digital rectal 
examination is performed for any other reason in men over 50 
years of age (see Chapter 14); 

(b) offer digital rectal examination of the prostate to men aged 50-
69 every 2-3 years, regardless of the purpose of the 
consultation; 

(c) properly evaluate complaints and symptoms that suggest 
benign prostate hyperplasia and/or localized prostate cancer; 
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(d) refer to specialist urologic evaluation those with abnormal 
digital rectal examinations or symptoms suggestive to disease 
of the prostate; 

(e) render full cooperation and support to randomized screening 
trials for prostate cancer that cover his/her patient population 
(particularly when patients seek advice about responding to the 
invitation) and provide psychological support to the patients 
involved, to minimize psychological adverse effects by careful 
explanation at all stages of screening process; and 

(f) take part as appropriate in management and follow-up of 
patients with diagnosed and treated prostate cancer. 
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17 

Skin cancer 

Definition of the problem 

There are two basic groups of skin cancers ( 1 ): malignant melanoma 
and other types. 

Non-melanoma skin cancer develops from cells in the basal 
layer of the epidermis that normally give rise to horn-producing 
keratinocytes. It includes basal-cell carcinoma, a locally invasive, 
slowly spreading tumour that rarely metastasizes, and squamous-cell 
carcinoma, an invasive tumour that shows evidence of differentiation 
into keratinized cells. 

A malignant melanoma is a highly malignant tumour, occurring 
in the melanin-producing melanocytes of the junction of the 
epidermis and the dermis and pigmented to a varying degree. Four 
types of malignant melanoma are distinguished. First, lentigo maligna 
melanoma is a slowly expanding flat brown freckle on sun-exposed 
skin, found particularly on the faces of elderly people. Second, 
superficial spreading melanoma accounts for most melanomas of the 
skin (50--70%) and can occur anywhere on the body surface. It affects 
younger people, and is most common on the female lower leg and the 
male back. It may spread horizontally for some time before invading 
the deeper layers of the skin. Third, nodular melanoma is the most 
rapidly growing type; it presents an elevated or polypoid lesion on 
any anatomical site, most commonly on the trunk. Its growth is 
primarily vertical, into the subcutaneous tissues. It has a higher 
incidence of lymph node metastasis and is more lethal. Fourth, acral 
melanoma is a relatively rare type (accounting for about 10% of 
cases); the darkly pigmented, flat to nodular lesion is found on the 
palms or soles or in the nail-beds. 

Risk factors 
Epidemiological data and experimental evidence indicate a strong 
causal relationship between exposure to ultraviolet (UV) radiation 
and skin cancer. UVB radiation (the "sunburn spectrum") includes the 
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most important wavelengths (280--320 nm) for the induction of skin 
cancer (2,3). 

Considerable evidence suggests that the development of both 
basal-cell and squamous-cell carcinoma is associated with long-term, 
cumulative exposure to natural sunlight, such as that in outdoor 
workers (farmers, construction workers, fishermen, sailors, etc.). 
These lesions occur primarily on parts of the body that receive direct 
exposure every day, such as the head and face. Evidence is also strong 
that long-term sun exposure is a major cause of lentigo maligna. On 
the other hand, the etiology of other types of malignant melanoma is 
more consistent with intermittent, intense exposure to sunlight 
through holiday or recreational sunbathing, with a low level of sun 
exposure for most of the year. The incidence is particularly high in 
people in managerial and professional employment categories, and in 
others with indoor occupations, but outdoor winter recreation on 
sunny ski slopes and southern beaches. 

In addition, some host factors are associated with increased 
risk. Age is an important risk marker, particularly for non-melanoma 
skin cancers, which increase in frequency with advancing age. 
Melanoma does not significantly depend on age. 

Males are more vulnerable to non-melanoma skin cancer than 
females; melanoma affects males and females about equally. 

People with fair, pale skin, light-coloured hair (red, blond, 
light-brown) and blue or light-coloured eyes are much more likely to 
develop skin cancer than those with dark skin, hair and eyes. Because 
the former characteristics are common among white populations, they 
are not useful in defining a high-risk group. 

The individual's skin type in reacting to sunlight is particularly 
important. People who bum easily and frequently, and never tan or 
tan with difficulty are particularly vulnerable. In addition, a history of 
severe sunburn is a risk indicator. People with one or more 
sunburning episodes in the first I 0 to 20 years of life are at 
significantly higher risk. 

Further, people with increased numbers of benign pigmented 
naevi (moles) have an increased risk of melanoma. 

Finally, artificial suppression of the immune system (following 
renal transplant, for example) seems to increase the risk. 
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Natural history 
There is no known precursor lesion for basal-cell carcinoma. The 
common precursor lesions for invasive squamous-cell carcinoma are 
actinic (solar or senile) keratosis and carcinoma in situ (Bowen's 
disease) of the epidermis. Only a very small proportion of these 
lesions, however, progresses to invasive cancer. Actinic keratoses are 
a sensitive indicator of cumulative exposure to UVB and an increased 
risk of non-melanoma skin cancer. 

Melanoma may arise in normal skin or in association with pre
existing melanocytic naevi. Such acquired pigmented lesions of the 
skin, known as pigmented naevi (with many histological varieties, 
such as junctional, compound or intradermal) are common. Young 
adults may have an average of 25 common naevi. The risk of their 
transformation into melanoma is not established. 

Two suspected precursors of malignant melanoma have 
recently been identified (4). One is dysplastic naevus syndrome, in 
which people may have hundreds of large, flat, irregular thin, multi
coloured naevi on covered areas of the skin (breast, buttocks, scalp). 
These appear earlier than the common naevi (that is, in adolescence), 
and continue to appear after the age of 35. Their histological features 
are typical. The syndrome may occur in two or more members of a 
family. Melanoma can arise directly from such dysplastic naevi; the 
lifetime risk is estimated at approximately 10%, higher when the 
condition also occurs in other members of the family. Second, 
congenital naevi are present at birth or become apparent during 
infancy, varying greatly in size. Patients should be treated in infancy. 
Melanoma may develop on such lesions, particularly when they are 
large (over 20 cm in diameter). 

Change in a mole is a warning sign of early melanoma arising 
on pre-existing pigmented naevi. Clinical features suggestive of 
malignant transformation are summarized as the "ABCs of 
melanoma" (5): 

• asymmetry 
• border irregularity 
• colour variations 
• dimension (diameter over 5 mm) 
• evolution. 

The prognosis for people with malignant melanoma is directly 
related to the thickness of the primary lesion or the deepness of the 
tumour cells' invasion. Five-year survival rates for those with tumours 
less than 1.5 mm thick is around 90%. Advanced disease responds 
poorly to therapy. 
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Magnitude of the problem 

Basal-cell and squamous-cell cancers of the skin are the most 
common malignant conditions in the white populations, surpassing all 
other cancers combined. The exact incidence is not known, however, 
because many skin cancer patients are treated as hospital outpatients 
or in primary practice, and are not reported by physicians, and many 
others are never even treated. Moreover, most cancer registers do not 
record skin cancer. Basal-cell carcinomas comprise about 80% of 
non-melanoma skin cancers; over 95% of this group are cured by 
eXCISIOn. 

While malignant melanoma is less common, it accounts for the 
great majority of deaths from skin cancer. The incidence and 
mortality rates vary widely between countries and geographical areas. 
This reflects an association between the risk of melanoma and the 
atmospheric concentration of protective ozone at the latitude of 
residence and phenotypic characteristics (such as skin type) of the 
patients. The highest rates are reported in the white population of 
Australia and in the Nordic countries. 

A rapid increase in both incidence and mortality has been 
observed in both sexes almost everywhere in the world, even in 
countries where the baseline rates are low, (such as Japan). In the 
European Region, the largest annual increase is registered in the 
Nordic countries (such as Norway, where incidence doubles every 10 
years). The people born in each decade have a greater likelihood of 
developing melanoma than those born in the preceeding decade. This 
indicates a growth in the habit of sunbathing, leading to greater sun 
exposure of the whole population, rather than the sporadic 
behavioural change of individuals. 

It has been estimated that the depletion of the protective ozone 
shield in the stratosphere will increase the amount of UVB radiation 
reaching the populated areas of the earth by 5-20%. As a result, a 
substantial increase in the incidence of skin cancer has been 
predicted (6). 

Intervention measures 

The major available means of achieving primary prevention is 
through public education (7) to encourage people to avoid excessive 
exposure to sunlight at work or play, and to use efficient sunscreens. 
The message can be delivered through· campaigns in the mass media 
and at schools, workplaces and other community settings. Patient 
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education by physicians and other care providers is of particular 
importance. 

It has been demonstrated that properly designed public 
education programmes can bring about changes in public behaviour in 
relation to sunbathing, which has been very popular. 

In addition, evidence is sufficient to encourage the early 
detection of skin cancer in the hope of improving treatment results. 
Secondary prevention programmes include: public education to raise 
awareness of early melanoma and its features, and visual examination 
of the skin, as a screening test that is safe, reliable and acceptable to 
the public. Experience shows that early detection efforts of this kind 
may result in a significant fall in the average thickness of tumours. 
Even if the incidence continues to rise, the death rates may not match 
it. 

Recommended procedures against skin 
cancer 

General considerations 
17 .I Both a population-based strategy and a high-risk strategy need 
to be applied. In setting goals for public education programmes, one 
must consider that sunbathing is a culturally determined lifestyle 
habit; a suntan has a positive social image as a symbol of health, 
wealth and wellbeing. Holiday travelling from countries at northern 
latitudes to sunny southern beaches is an encouraged recreational 
activity. In addition, UV radiation has beneficial effects on health, 
even if the harmful effects outweigh them. The enhancement of 
reasonable sunbathing practices should thus be the aim, rather than 
the eradication of the habit. 

17.2 The high-risk strategy should address the people who are 
considered most vulnerable to sunburn (children, adolescents and 
pale-skinned people who bum easily and are unable to tan) and those 
who are at increased risk, owing to the. presence of one or more 
predisposing or risk factors. 

17.3 The public should become aware of the clinical appearance of 
early forms of skin cancer and the excellent prognosis associated with 
early diagnosis and treatment. Regular self-examination may cause 
unnecessary anxiety, however, and it should be encouraged with care. 

Experience indicates that publicity campaigns for early 
detection lead to a rise in self-referral for reassurance. Large numbers 
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of people may seek advice about banal, non-malignant, pigmented 
lesions on their skin. Health care providers should be prepared to deal 
with these inquiries. 

Check-list of recommended procedures 
17.4 The primary care team should: 

(a) provide information and advice on the harmful effects of 
excessive exposure to natural sunlight and on how to avoid 
them (see Chapter 9); 

(b) focus health education efforts on children and transmit relevant 
information to their families; 

(c) be prepared to perform visual examination of the skin as part of 
the physical examination of patients for other reasons, although 
limiting total-body examination to the follow-up of patients at 
increased risk; 

(d) identify people at increased risk, (those with multiple 
pigmented moles and particularly familial occurrence of 
"atypical" pigmented naevi; a family history of melanoma; 
actinic solar or senile keratosis; a history of repeated episodes 
of sunburn) and strongly encourage them to minimize their 
future exposure to sunlight; 

(e) inform people of the need to report to their physician without 
delay any changes in an existing mole or the sudden growth of 
a new one; and 

(j) be familiar with the warning signs of malignant transformation 
of pre-existing pigmented naevi (the ABCs of melanoma) and 
refer patients who show them to a dermatologist. 
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Lung cancer 

Definition of the problem 

Lung cancer originates in the epithelium of the primary and 
segmental bronchi, and, less frequently, from the small bronchioles of 
the lung; thus the terms lung cancer and bronchial cancer have been 
synonymous. Lung cancer comprises a heterogeneous group of 
cancers both biologically and histopathologically. Most cases (90%) 
are one of four major histological types. Epidermoid or squamous 
carcinomas (45-55%) tend to be central (surrounding the main 
bronchi to the lung or to one lobe) and occur primarily in men. 
Adenocarcinomas comprise 15-20% and are often peripheral. Small
cell (anaplastic) carcinomas make up 25%, and large-cell carcinomas 
comprise up to 10% and may appear either centrally or peripherally. 
Each type can be separated into subtypes. Other types are 
uncommon ( 1). 

Risk factors 
Tobacco smoking causes about 90% of lung cancer cases. The 
incidence of and mortality from lung cancer in most populations can 
be reasonably clearly related to patterns of tobacco consumption (see 
Chapter 1) (2-4). 

There is a clear dose-response relationship between the amount 
smoked daily and subsequent risk for lung cancer. Smokers of one 
pack a day for 30 years or more have a risk about 20 times higher 
than that of nonsmokers. Those who started smoking at around 15-20 
years of age have a higher risk of getting lung cancer than those who 
start at 25 or later. When a person stops smoking, the excess risk for 
lung cancer remains. It gradually diminishes in ex-smokers, however, 
and may approximate that of nonsmokers in 10-15 years. The small
cell carcinomas of the lung have the strongest relationship to 
smoking. Nonsmokers may develop lung cancer, but this is usually an 
adenocarcinoma. 
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Other, suggested risk factors include the following (5). 

Some occupations and occupational exposures have been 
associated with elevated risk. Occupational carcinogens such as 
asbestos appear to interact multiplicatively with tobacco. In addition, 
the role of exposure to environmental factors, such as radiation (from 
radon in mines and homes), and air pollution (with higher lung cancer 
incidence in urban than in rural areas) has been suggested. The effect 
of tobacco smoking, however, overshadows others. While quantitative 
estimates cannot be made, environmental factors probably have a 
minor role. 

While no dietary factors are involved, the consumption of fresh 
vegetables and some vitamins may have protective effects. 

Natural history 
Lung cancer develops over a period of about five years, from the 
basal-cell layers of bronchial epithelium, through several stages of 
dysplasias and intraepithelial lesions into invasive cancer. 
Biologically, the cells of origin are pluripotent, capable of 
differentiation in various directions. As a result, the disease varies 
both histologically and in its clinical behaviour (6). 

Small-cell carcinoma is now recognized as a specific entity 
among the various types of lung cancer (the other types are 
collectively named non-small-cell carcinomas). Small-cell cancer 
responds to chemotherapy and radiotherapy; thus, patients with this 
type of lung cancer may have their life prolonged. Nevertheless, the 
cancer has usually metastasized at presentation. The rate of cure is 
less that 3% overall. For patients with non-small-cell cancers, the 
surgical resection of localized tumours remains the treatment of 
choice. The early diagnosis rate (patients with no metastasis) is low, 
so the chance for surgical resection is also very low. The overall five
year survival rates are less than 10% and have hardly changed over 
the past decades. 

Clinically, persistent cough, hoarseness, haemoptysis, 
dyspnoea, weight loss, recurrent pneumonia, occasional chest pain, 
are the "early" signs and symptoms. For diagnosis and staging (TNM 
system of the UICC) chest X-ray, computed tomographic (CT) scan, 
mediastinoscopic exploration and tests of kidney and liver 
functioning are used. The last two determine whether the cancer is 
operable. 
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Magnitude of the problem 

Lung cancer is almost certainly the most common type in the world 
(5). In the industrialized, developed countries, lung cancer accounts 
for about one fifth of all cancer deaths in women and one third of 
those in men, and mortality is rising rapidly in the less developed 
countries. 

Lung cancer is the leading cancer for males and the leading 
cause of death in most of the countries of the European Region. The 
rates are three times as high in some countries as in others. The 
incidence and mortality rates have recently started to fall in males 
aged less than 50 in a few countries of the Region, such as Finland 
and the United Kingdom, and have slowed down in some others. In 
most other countries, however, particularly those in the central and 
eastern countries of the Region, the rates have rapidly risen in both 
sexes. For females, lung cancer is still the third or fourth most 
common cancer, and the incidence rates are much lower than in men. 
The rate of increase is much steeper than in males, however, and is 
rapidly approaching the steadily but slowly increasing incidence of 
breast cancer (7). 

Smoking habits explain most of the difference in lung cancer 
risk for males and females. Females have a lower risk in almost all 
countries because fewer of them smoke, or, they started at a later 
period than males, smoke less or use brands containing less tar. 

Intervention measures 

Because of the well established link between cigarette smoking and 
lung cancer, the prospects are good for preventing lung cancer by 
controlling the smoking epidemic (8-10). Nevertheless, reducing 
incidence through programmes of primary prevention and health 
promotion is likely to be a long-term undertaking, owing to the 
considerable time-Jag between· exposure to risk and the onset of 
disease. The current patterns and trends in lung cancer mortality 
reflect past trends in smoking habits. This means that the full impact 
of current smoking rates (and that of preventive efforts) on lung 
cancer risk will not be seen for many years. 

Reducing mortality from lung cancer has considerable appeal. 
Several randomized controlled trials ( ll-13) have been conducted in 
males at high risk (those who are 45 years of age and older, and heavy 
cigarette smokers), using chest X-ray and cytological examination of 
sputum, either alone or in combination at various internals (annually, 
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semi-annually or every four months). The results are disappointing. 
Although cases detected by these methods are less advanced and may 
have better survival, none of the trials showed lower mortality from 
lung cancer in the groups offered extensive tests. It is thus fair to 
conclude that screening for lung cancer has proved to be ineffective 
and not applicable as a public health measure in any risk groups. 

Recommended procedures against lung 
cancer 

General considerations 
18.1 Screening asymptomatic people, or even those considered at 
high risk, by periodic chest X-ray and cytology is not recommended. 
Nevertheless, "screening" for smokers and the implementation of 
tobacco control measures is the only way to reduce the risk of lung 
cancer. 

Check-list of recommended procedures 
18.2. Primary care physicians and nurses should: 

(a) be aware of "early" signs and symptoms of lung cancer and 
refer patients who show them for thorough clinical 
investigation; and 

(b) energetically 
information, 
Chapter 1). 

apply all available measures of public 
education and cessation of smoking (see 
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19 

Diabetes mellitus 

Definition of the problem 

Diabetes mellitus is a heterogeneous disorder induced by insulin 
insufficiency or resistance, and a changed secretion pattern of insulin 
with various abnormalities in glucose, protein and fat metabolism. It 
signifies the presence of chronic hyperglycaemia, which may be 
accompanied by symptoms of increased thirst and urination, weight 
loss, blurred· vision or stupor culminating in coma. 

A WHO Expert Committee set diagnostic criteria ( 1,2). A 
spontaneous elevated blood glucose level of or over 7.8 mmoUlitre or 
a non-fasting blood glucose level of or over 11.1 mmoUlitre, or 
glucose in the urine, accompanied by spontaneous blood glucose 
values of or over 7.8 mmol/litre, establishes the diagnosis of diabetes 
mellitus. Blood glucose loading is then unnecessary and may be 
dangerous. 

Glucose levels between those of normal and - diabetic 
individuals indicate impaired glucose tolerance, which can be 
determined by an oral test. An individual is thought to have an 
impaired glucose tolerance ifthe blood glucose is 7.8-11.1 mmoUlitre 
two hours after a glucose load of 75 g. (The term "borderline 
diabetes" is considered inappropriate, as many people with impaired 
glucose tolerance are unlikely to develop overt diabetes. 

Clinical classification 
Diabetes is divided into three categories. Type I is insulin-dependent 
diabetes mellitus (IDDM). It is associated with absolute insulin 
deficiency due to chronic autoimmune destruction of pancreatic beta 
cells; the autoimmune process can be detected by the presence of islet 
cell antibodies. Insulin production deteriorates gradually; it may 
emerge very acutely but take as long as 10 years to do so. During this 
phase, there may be no evidence of hyperglycaemia. Later, however, 
a critical event, such as surgery or a viral infection, may result in an 
acute deterioration of pancreatic function, leading to acute severe 
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hyperglycaemia. When diabetes mellitus has manifested, the islet cell 
antibodies gradually disappear ( 3 ). 

Type II is non-insulin-dependent diabetes mellitus (NIDDM). It 
is believed to be the result of insulin resistance, leading to disordered 
pancreatic insulin secretion and then to fasting hyperglycaemia. 
NIDDM occurs very frequently in adults and is increasingly common 
after the age of 40. People with NIDDM may require insulin therapy 
for improved control of glucose levels. 

Third is gestational diabetes. This occurs when impaired 
glucose tolerance or other signs of a diabetic state develop during 
pregnancy in non-diabetic women. It may be associated with neonatal 
and maternal complications and higher perinatal mortality. 

Risk factors 
The etiology of diabetes remains unknown. 

Obesity, a high-fat diet, physical inactivity and a history of 
gestational diabetes are risk factors for NIDDM. Prevalence of 
NIDDM in families indicates a role for genetic predisposition. IDDM 
develops in genetically susceptible people, but is more frequently 
seen in single cases in families without a history of diabetes. 

It is widely accepted that people with impaired glucose 
tolerance may be at a higher risk of developing diabetes and 
cardiovascular diseases ( 3,4 ). 

Natural history 
Diabetes mellitus is a chronic disease that progresses through several 
stages before symptoms of hyperglycaemia may develop. Acute 
complications are manifested as metabolic emergencies such as 
diabetic ketoacidosis and acute hyperglycaemic decompensation or 
insulin-induced hypoglycaemia. The long-term prognosis and quality 
of life of diabetic patients depend on the development and severity of 
long-term cardiovascular complications. These may already be 
present when NIDDM is discovered and can develop as early as five 
years after IDDM becomes manifest. On the other hand, 
complications may appear more than 25 years after the discovery of 
the disease (5-7). These complications include: 

• diabetic retinopathy, which may lead to blindness; 

• diabetic nephropathy, which through micro- and 
macroalbuminuria and hypertension, may result in end stage 
renal disease and failure; 
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• diabetic neuropathy, which may take the form of asymptomatic 
subclinical polyneuropathy, or autonomic neuropathy, 
impairing any sympathetic or parasympathetic function; and 

• macrovascular diseases. 

Macrovascular diseases include peripheral arterial disease, 
cerebrovascular disease (which is twice as frequent in diabetics of 
both sexes as in non-diabetics) and coronary heart disease (with twice 
to three times the excess mortality under the age of 45 as that of non
diabetic people). In a~dition, these diseases may be influenced by 
interacting risk factors such as hypertension, elevated blood 
cholesterol levels, obesity or smoking. 

When evidence of secondary complications is discovered, 
better blood glucose control and specific measures can change the 
natural history of diabetes for the better. 

Magnitude of the problem 

In the European Region, NIDDM accounts for about 85% of cases 
(8). Its prevalence in the population is 6-10%, increasing above the 
age of 50. The risk of cardiovascular disease is 2-3 times that of non
diabetic people. Studies have estimated a loss of 5-10 years of life 
expectancy in patients over the age of 40. The most common causes 
of death in people with NIDDM are cardiovascular diseases 
(60-70%) and renal failure (7-8%). 

The prevalence of IDDM is about 10-30 per 100 000 
population. It mainly strikes people under 30. About one third of 
patients dies within 30 years of diagnosis from cardiovascular or renal 
disease. The life expectancy of children with IDDM depends on the 
development of nephropathy. When this develops, life expectancy is 
50-7 5% of that of non-diabetic children. In other situations, life 
expectancy may be decreased by some years, but no clear data are yet 
available. 

The life expectancy of people with NIDDM is in general 
slightly shorter than that of non-diabetic people, but depends on the 
development of macrovascular complications and nephropathy. 

The prevalence of gestational diabetes has varied from 1-5% of 
pregnant women. 
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Intervention measures 

Prevention 
As to impact on a global scale, the prevention of NIDDM is of the 
highest priority. Many observational studies, including international 
comparisons and studies of migrant populations have been carried 
out, and prospective cohort studies, examining various physiological, 
metabolic and behavioural risk factors, are in progress. The following 
have been considered to be important risk factors to address (4,9-11): 

• obesity, body fat distribution, and a high body mass index 

• physical inactivity 

• dietary composition, particularly excess fat intake 

• a family history of diabetes. 

The prevention of NIDDM must thus include regimens to 
prevent cardiovascular disease. The control of obesity and the 
promotion of physical activity and a low-fat diet. Educating the public 
to encourage favourable changes in lifestyle could reduce the 
incidence of NIDDM in the population. "Prediabetic counselling" 
may address people at high risk (those with a family history of 
diabetes). 

As IDDM is an autoimmune disease, preventive efforts have 
focused on immune intervention. Preventive strategies, however, are 
still in their infancy. 

Improved glucose control through self-monitoring of blood 
glucose and techniques for adequate insulin therapy could prevent or 
delay some of the long-term complications of diabetes; blindness, 
renal failure and possibly others ( 12). "Screening" for early stages of 
complications may contribute to this effect. 

Early detection 
In the detection of asymptomatic NIDDM, blood glucose 
measurement is the principal test (3,13). The test can be performed 
randomly, two hours after a meal or at certain intervals after the oral 
administration of glucose. 

Diabetic complications can be detected early through, for 
example, ocular fundoscopy or fundus photography, urine testing for 
microalbuminuria, neurological examination of certain reflexes, 
measurement of blood pressure, peripheral pulse testing, and the 
estimation of lipid levels and creatinin concentrations. Prompt 
treatment of the detected complications can include maintaining 
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normoglycaemia by using dietary advice, oral hypoglycaemic agents 
or insulin therapy or specific measures such as laser treatment for the 
eyes, antihypertensive therapy and protein restnct10n in 
microalbuminuria. Both strategies have established their value in 
preventing the further development of common complications ( 12). 

Recommended procedures against 
diabetes mellitus 

General considerations 
19.1 Testing spontaneous non-fasting blood glucose is the easiest 
way to determine diabetes mellitus. The oral glucose tolerance test is 
not suitable for large-scale screening because it is time consuming, 
inconvenient for the patient and costly. Fasting and postprandial 
blood glucose measurement are therefore the methods of choice. 
Nevertheless, measuring blood glucose levels in all asymptomatic 
people is not practicable; only people at high risk should be 
selectively tested. Screening on a population basis is not 
recommended. 

19.2 Giving all pregnant women a 50-g oral glucose tolerance test at 
24-28 weeks is recommended by the Third International Workshop 
on Gestational Diabetes Mellitus and some others, because it 
indicates the future likelihood of impaired glucose tolerance in both 
mother and offspring (14). Regular urinary glucose control and blood 
glucose determination during pregnancy, particularly in women at 
risk, may give better results. 

19.3 Well trained primary physicians could handle screening for 
early detection and treatment of diabetic complications. Others should 
refer the patients to specialist clinics ( 15 ). 

Check-list of recommended procedures 
19.4 A diabetes health care team -<:onsisting of physicians, diabetes 
nurses and others - should care for diabetic people. The tasks of the 
primary care team should include education, organization and 
coordination with other health workers. Staff, time and training need 
to be provided for these tasks, and patients' organizations should play 
a specific role. 

19.5 Primary care physicians and nurses should: 

(a) counsel their patients' on a healthy lifestyle, encouraging 
healthy eating habits and physical activity in particular; 
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(b) advise, as appropriate, periodic blood glucose measurement in 
people at high risk of diabetes (obese people with a family 
history of diabetes and women who have a history of 
gestational diabetes or are pregnant); 

(c) register all patients in whom diabetes has been diagnosed, 
include their medical records in the practice record system and 
develop a recall system for periodic follow-up; 

(d) educate patients with diabetes on the nature of disease, self
monitoring and management, nutritional requirements and 
recognizing and coping with emergencies ( 16); 

(e) organize regular follow-up and referral to a specialist clinic, 
dietitian, ophthalmologist, neurologist or surgeon, as 
appropriate, and establish and maintain communication with all 
those involved and provide cooperation and support; and 

(j) encourage diabetic patients to join self-help groups or patients' 
organizations. 

References 

I. WHO Technical Report Series, No. 646, 1980 (WHO Expert 
Committee on Diabetes Mellitus). 

2. WHO Technical Report Series, No. 727, 1985 (Diabetes 
mellitus: report of a WHO Expert Committee). 

3. AMERICAN DIABETES ASSOCIATION. Screening for diabetes. 
Diabetes care, 12: 588-590 (1989). 

4. STERN, M.P. Primary prevention of Type II diabetes mellitus. 
Diabetes care, 14: 399-410 (1991). 

5. THAI, A. & EISENBARTH, G.S. The natural history of IDDM. 
Diabetes reviews, 1: 1-14 (1993). 

6. DE FRONZO, RA. ET AL. Pathogenesis of NIDDM. Diabetes 
care, 15: 318-368 (1992). 

7. NATHAN, D.M. Long-term complications of diabetes mellitus: 
review article. New England journal of medicine, 327: 1676-
1685 (1993). 

8. ZIMMET, P. ET AL. The epidemiology of diabetes. In: Alberti 
K.G.M.M. & Krall, L.P., ed. The diabetes annual, Vol. 15. 
Amsterdam, Elsevier, 1990, pp. 1-21. 

9. AMERICAN DIABETES ASSOCIATION. Consensus statement: role 
of cardiovascular risk factors in prevention and treatment of 
macrovascular disease in diabetes. Diabetes care, 12: 573-579 
(1989). 

166 



10. The challenge of translating scientific knowledge into 
improved diabetes care in the 1990s. Editorial. Diabetes care, 
14: 418-421 (1991). 

11. EASTMAN, R.C. ET AL. Lessening the burden of diabetes: 
intervention strategies. Diabetes care, 16: 1095-1101 (1993). 

12. KRANS, H.M.J. ET AL., ED. Diabetes care and research in 
Europe: the St Vincent Declaration action programme. 
Implementation document. Copenhagen, WHO Regional Office 
for Europe, 1992 (document). 

13. SINGER, D.E. ET AL. Screening for diabetes. Annual 
international medicine, 109: 639-649 (1988). 

14. METZGER, B. AND THE ORGANIZING COMMITTEE. Summary 
and recommendations of the third international workshop
conference on gestational diabetes mellitus. Diabetes, 40: 197-
201 (1991). 

15. ALBERTI, K.G.G.M. & GRIES, F.A. Management of non
insulin-dependent diabetes mellitus in Europe. A consensus 
view. Diabetic medicine, 5: 275-812 (1988). 

16. REDHEAD, J. ET AL. The effectiveness of a primary care based 
diabetes education service. Diabetes medicine, 10: 672--675 
(1993). 

167 





20 

Depression and anxiety 

Definition of the problem 

The term depression has been variably used to describe either a 
symptom, a syndrome or a disease. Here, it describes a syndrome that 
includes a set of psychological, mood and cognitive manifestations 
(1-3). 

Mood disorders are on a continuum with normal variations in 
mood. A normal person may experience a wide range of moods. A 
depressed mood for a period of time may be a normal response to 
actual loss or stressful events. Normal people, however, would 
overcome such an episode, while others are "prone" to developing 
mood disorders. 

A major depressive syndrome is defined as a nonpsychotic 
psychiatric disorder, which includes at least five of the following 
symptoms (present nearly every day during the same two-week 
period) and represents a change from previous normal functioning: 

1. depressed or irritable mood, indicated either by subjective 
account or observation by others; 

2. markedly diminished or lost interest and pleasure in all or 
almost all usual activities; 

3. changes (significant loss or gain) in weight, decreased or 
increased appetite; 

4. disturbed sleep (insomnia or hypersomnia); 

5. psychomotor agitation or retardation, observable by others and 
not merely subjective feelings of restlessness or being slowed 
down; 

6. fatigue and loss of energy; 

7. feelings of worthlessness, self-reproach or excessive guilt; 
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8. diminished ability to think or concentrate, decreased motivation 
in undertaking new projects, indecisiveness; and 

9. recurrent thoughts of death, thinking about or attempting 
suicide. 

Depression may change in severity from mild symptoms to 
severe forms over time. 

People with major depressive syndrome are said to have 
unipolar depression; those with cyclic alteration of depressive and 
manic episodes are said to have bipolar disorder. (Mania is a state 
characterized by elevated mood, abnormal excitability, exaggerated 
feelings of wellbeing and excessive activity. Bipolar disorders are 
sufficiently severe to cause marked impairment in usual social 
activities and relationships or occupational functioning, and 
necessitate hospitalization to prevent harm to the patient or others.) 
This chapter discusses only unipolar depression. 

Depressive episodes may be complicated by anxiety (a highly 
unpleasant, often vague feeling of apprehension about unknown, 
internal threats, accompanied by some bodily sensations). This may 
include panic attacks (spontaneous, episodic, intense periods of 
anxiety) and lead to increased alcohol consumption and drug use. 
While depressive symptoms may aggravate coexisting physical 
illnesses, no organic factor can be shown to initiate or maintain these 
symptoms. 

Causes 
The etiology of depression is unknown. The fact that some mood 
disorders run in families suggests a role for genetic factors, but the 
evidence for the heritability of unipolar depression is inconclusive. 
No single personality pattem has been established as uniquely 
predisposing to depression. Under certain circumstances, such as 
stressful life events, all human beings can be depressed. 

A wide range of biological, social and psychological factors has 
been suggested that: 

• increase people's vulnerability to depression (predisposing 
factors); 

• provoke the onset and determine when the depression starts 
(precipitating factors); and 

• prolong the illness and delay recovery (maintaining factors) 
(4); 
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• Each type of factor has biological, social and psychological 
components (Table 20.1.) 

Table 20.1. Factors suggested to play a role in depression 

Type 

Predisposing factors 

Biological 

Social 

Psychological 

Precipitating factors 

Biological 

Social 

Psychological 

Maintaining factors 

Biological 

Social 

Psychological 

Content 

Genetic constitution, intrauterine damage (from alcohol 
and tobacco); birth trauma, physical deprivation in 
childhood 

Emotional deprivation in childhood (e.g. abuse 
victims), lack of supportive personal and social 
relationships, work or marital problems, separation or 
bereavement (particularly involving parents and 
spouse) 

Poor parental role models (alcohol, drugs, violence), 
low self-esteem (particularly in women), learned 
helplessness (belief based on past experience that 
one's actions cannot influence one's circumstances) 

Recent infection, disabling injury, physical illness 
(malignant disease in particular) 

Recent stressful life events involving actual or 
threatened loss (e.g.redundancy, unemployment, 
retirement, major illness in family, separation and 
divorce, the loss of a supportive relationship) 

Feelings of helplessness and hopelessness evoked by 
"maladjustment' to other factors 

Chronic pain and disability (particularly sensory 
disability) 

Chronic social stresses or pressures from problems 
(with housing, finance, work, marriage, family, friends), 
lack of intimate relationships, lack of information about 
how to deal with problems, and manage psychological 
difficulties and find practical help 

Low self-esteem, doubts about personal recovery from 
illness, the effects of "welfare dependency" 

Depression and anxiety can afflict anyone, but people who are 
socially isolated, physically disabled, bereaved or elderly are at 
particularly high risk. 
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Consequences 
Depression and anxiety are sources of much personal distress, chronic 
illness and economic cost. Spontaneous remissions may occur in at 
least 50% of depressed persons. Untreated depression, however, has 
serious consequences, such as an increased risk of suicide and 
parasuicide (see Chapter 21), marital problems or breakdown and 
occupational problems (such as sickleave, labour turnover, poor 
performance and accidents). In addition, the children of depressed 
parents are more vulnerable to emotional and cognitive impairments, 
which have adverse effects on ultimate intellectual attainment. 

Chronic depression and tranquillizer dependency may lead to a 
low quality of life, alcohol and drug abuse, and an excessive burden 
on health services, as well as a loss of productive economic activity. 

Magnitude of the problem 

Mood disorders, particularly unipolar depression, are among the most 
common psychiatric disorders of adults. Data show that about 30% of 
the adult population at some time experiences depression and anxiety 
of sufficient severity to influence daily activities. These episodes, 
however, are mostly brief and related to life events and they pass 
undiagnosed. The proportion of "hidden" cases is not known. About 
5% is estimated to receive referral to specialist evaluation. About two 
thirds of patients diagnosed with major depression contemplate 
suicide and 10--15% commit suicide. 

Mood disorders are the third most common cause of 
consultations in England and form the bulk of primary physicians' 
psychiatric workload. About 2-3 times as many women as men 
consult the primary physician (5,6). 

Unipolar depression can occur at any time of life, but the onset 
is between the ages of 20 and 50, mainly around about 40, in 50% of 
patients. Depressive symptoms occur in approximately 15% of people 
over 65 years of age, and 15-25% of those living in nursing homes. 

While there is no correlation between social class and 
depression, the relationship with social adversity, social stress and 
socially isolation is strong. Migration may be positively correlated 
with depression. 

The incidence of depression is greater in people with a family 
history of the condition. 
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Intervention measures 

The two major strategies to deal with depression and anxiety include 
both medical and nonmedical interventions (4). 

Primary prevention strategies include the identification and 
support of those at high risk of depression. For example, social 
support for at-risk groups can buffer the effects of acute and chronic 
stresses and help to prevent and shorten the duration of depression 
and anxiety. Self-help groups, voluntary agencies, trained counsellors 
and social workers, as well as members of the primary care team, 
should be called on to help as necessary. 

Treatment of physical disease of which depression and anxiety 
can be symptoms or secondary consequences may reduce the risk of 
depression. In addition, health education, directed at the whole 
population but particularly at children, adolescents and pregnant 
women and promoting physical and mental health, can be seen as 
helping to prevent depression. 

People who are depressed and anxious need early diagnosis and 
prompt treatment. Diagnostic tests for depression include the search 
for the clinical signs and symptoms listed above (7,8). Physicians 
other than psychiatrists, however, may confuse the symptoms of early 
depression with those of physical illness. Routine assessment of these 
diagnostic criteria in asymptomatic persons is not practicable as a 
screening tool. 

While questionnaires on general health and those designed to 
identify depression (through the respondents' use of a scale) are in 
use, whether they lead to improved patient outcome is unclear (9,10). 

Specialized laboratory tests measure thyroid-stimulating 
hormone level and dexametharone suppression, for example. Because 
of their invasiveness, costs and poor sensitivity, they are not 
considered appropriate for early diagnosis, although they are 
important for differential diagnosis. 

The clinical management (8) of diagnosed cases aims at 
reducing or removing symptoms, restoring normal functioning and 
preventing relapses. It may include supportive therapy (interviewing, 
education and counselling) combined clinical treatment with both 
antidepressant medication and psychotherapy. 
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Recommended procedures against 
depression and anxiety 

General considerations 
20.1 Because the available diagnostic tests for depression lack the 
evidence necessary to support their wide application as screening 
tests, their routine use in asymptomatic people is not recommended. 

20.2 Because patients with depressive disorders are usually 
recognized at the primary care level, primary physicians should be 
aware of suggestive symptoms (7,8,11 ). Depression often escapes 
detection because of the dominance of co-existing physical disease 
( 12). Physicians should not conclude that depression is a normal 
consequence of physical illness or advancing age. 

20.3 Physicians need skills in psychiatric interview and 
communication to detect and to manage emotional distress, anxiety 
and depression. These problems are connected with family problems 
and social difficulties and only understandable when viewed against 
this background. In assessing patients, physicians must pay attention 
not only to physical and psychological but also to social and 
personality factors that contribute to their overall status (multiaxial 
assessment) (13,14). 

20.4 The social stigma associated with depression as a "mental 
illness" is substantial and likely to play a large role in patients' 
reluctance to seek, accept and adhere to treatment. Physicians should 
therefore educate patients and their families about the nature and 
prognosis of depressive disorders. Physicians should make psychiatric 
referrals with care, because of the negative societal implications. 

20.5 The primary care team should offer support to individuals and 
groups at risk after major stressful life events, such as retirement, 
redundancy, parenthood (many mothers who have left work to look 
after their children become socially isolated, intellectually 
unstimulated, and so depressed). Team members should provide such 
preventive counselling services in advance of the stressful events that 
can be anticipated (15). 

Check-list of recommended procedures 
20.6 The primary care physician should: 

(a) be alert to depressive symptoms in the patients who are most 
vulnerable to depression (adolescents and young adults, and 
people who are elderly, female,. single, divorced, separated, 
widowed, recently bereaved or socially isolated, those with 
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sleeping disorders, multiple unexplained somatic complaints, 
chronic diseases and disabilities, and those with a family or 
personal history of depression); 

(b) be able skilfully to communicate with patients in emotional 
distress ( 16-18), by: 

• establishing an atmosphere of mutual trust through such 
behaviour as making eye contact; 

• asking various types of questions (directive, open-ended 
and closed, among others) about home, work and 
relationships; 

• being a good listener (demonstrating empathy and 
encouraging the expression of emotions); 

• picking up and using all sources of information available 
from the interview (not only what the patient says but 
verbal and nonverbal hints such as tone of voice, posture 
and demeanour); 

• making supportive comments and controlling the 
interview; 

• rather than simply arriving at a diagnosis, exploring and 
clarifying the patient's problem, making an accurate 
assessment and, linking physical symptoms with life 
events and underlying psychological problems; and 

• negotiating with the patient an appropriate and agreed 
course of management (plans for managing or solving 
the problems). 

(c) establish the diagnosis of depressed or anxious patients, and 
m1t1ate treatment (antidepressant medication and/or 
counselling) or refer them to specialist psychiatric consultation 
with care, avoiding the false-positive diagnostic labelling and 
adverse effects of social stigma of "psychiatric patient"; and 

(d) follow up diagnosed and treated patients. 
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21 

Suicidal behaviour 

Definition of the problem 

The term suicidal behaviour includes both suicide and parasuicide 
(1-3 ). Suicide is defined as a wilful, self-inflicted life-threatening act 
that results in death. The person who commits suicide plans the act 
carefully, takes all precautions against discovery and uses a dangerous 
method to take his or her life. 

A distinction is made between people who kill themselves - a 
completed suicide, and those who survive an apparent suicidal act
attempted suicide. This latter category, in fact, includes two 
subgroups: people who really wish to die but fail for some reason to 
kill themselves and those whose desire for death is uncertain at the 
time. The term "parasuicide" was introduced to describe these suicide 
attempts. People committing parasuicide act impulsively, in a way 
that invites discovery and use methods that are unlikely to be lethal. 

Parasuicide is defined as an act with a nonfatal outcome in 
which a person deliberately initiates a nonhabitual behaviour that, 
without intervention by others, would cause self-harm. The 
motivation of the parasuicidal behaviour is heterogeneous, and 
includes the wish to manipulate others and bring about certain desired 
changes, the nonverbal communication of distress or the desire to 
escape from a tense situation. What matters, however, is that such a 
person, either does not wish to die or is ambivalent about it. 

The suicide and parasuicide populations overlap in an 
important way: up to 50% of those who commit suicide have had 
prior parasuicide(s). People engaging in a parasuicidal act, sometimes 
more than one, form a pool that contains many future suicides. This 
has an implication for suicide prevention: the seriousness of suicidal 
intent and the lethality of the method used in an attempt have 
considerable prognostic significance for later self-destructive 
behaviour. 
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Methods used 
The methods used vary according to the sex and age of the suicide or 
parasuicide, as well as the culture and availability of the agents of 
death. The most common methods are the following (4). 

Overdose of prescribed drugs, analgesics and antidepressants in 
particular, is by far the most common method. Barbiturates were 
formerly used in deliberate self-poisoning. This is much less frequent 
now, following the general reduction in prescribing of these drugs. In 
recent years, paracetamol has been increasingly used. It is particularly 
dangerous because it damages the liver and may lead to the delayed 
death of people who had not intended to die. 

Poisoning is quite a common method. Suicide by domestic gas 
has declined since the introduction of nontoxic gas. Poisoning through 
inhalation of car exhaust has increased. In addition, poisoning by 
solid and liquid household agents is now on the decline. 

The use of violent methods such as suicide by firearms, 
hanging or jumping remains more or less constant, particularly among 
men, but varies significantly between countries. 

Parasuicide involves an overdose of prescribed drugs in most 
cases; cutting is less frequent. 

As a rule, alcohol consumption accompanies both suicide and 
parasuicide. 

Factors associated with increased risk 
Various factors are associated with an increased risk of suicide (2,5). 
About 3 times as many men commit suicide as women; on the other 
hand, attempted suicide is 2-3 times more frequent in women. 

The risk increases with age. Suicide is extremely rare in people 
under 12 years, becomes more common after puberty, in late 
adolescence and young adulthood, and continues to rise until middle 
age. Elderly men have the highest suicide rates in their late seventies, 
and women, at (55-64). 

As to marital status, suicide rates are higher in separated, 
divorced and widowed people than those who are single or married. 

In addition, the risk increases with education level, job 
instability and unemployment. University students and health care 
personnel are overrepresented. 
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Psychiatric conditions are associated with increased risks, 
particularly: 

• depressive mood disorders with symptoms of hopelessness, 
guilt, insomnia, anorexia; 

• alcohol dependence, particularly in the elderly, with physical 
complications and social damage; 

• drug dependence, particularly in adolescents and young adults; 
and 

• schizophrenia. 

Personality disorders are also important. People at increased 
risk include: sociopathic personalities with mood swings, 
aggressiveness, impulsiveness and alienation from peers; those with 
deprivation in childhood including the loss of a parent; those coming 
from broken homes and families with a history of suicide; or those 
who live in a family or subculture in which violence, alcoholism or 
drug use are common. Medical conditions; such as chronic, 
debilitating .and painful physical illness, are thought to play a part. 
Other factors correlated with increased risk of suicide are: 

• previous suicide attempt(s) 

• personal loss or bereavement of a spouse 

• personal conflicts such as marital disharmony 

• loneliness, helplessness and lack of social support 

• stressful life events such as separation, job changes, moves, 
financial troubles, retirement or menopause. 

Factors precipitating parasuicide are similar, and include: 

• stressful life problems 

• personal conflicts in family, at work 

• loss of job 

• quarrel with or separation from spouse or lover 

• rejection by sexual partner 

• history of physical and/or sexual abuse 

• illness. 

Psychiatric and sociological etiology 
Substantial evidence shows most suicides suffer from some form of 
psychiatric condition or personality disorder. (Psychiatric illness is 
uncommon in parasuicides.) 
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In addition, suicidal behaviour is clearly associated with certain 
societal factors. Sociological theories (such as the theory of anomie 
and egoistic theory, suggested by Durkheim ( 3 )) may deepen the 
understanding of suicidal behaviour. In short, trends in society can 
explain those in suicide. 

For example, the loss of the cohesive force of normative values 
on society may result in people's loss of a sense of integration in their 
social groups, lack of purpose and motivation, and lack of religious 
commitment and adherence. In addition, social disruption and the 
isolation of individuals may result in a lack of support at times of 
crisis. People who have lost their social contacts and interpersonal 
relationships are therefore considered to be vulnerable to suicidal 
behaviour. 

The psychiatric and sociological explorations of the etiology of 
suicide are obviously complementary. The social roots of depression 
illustrate the interaction. Psychiatry may provide clues to the causes 
of individual suicides, while sociology leads to an understanding of 
suicidal behaviour in populations. 

Magnitude of the problem 

Suicidal behaviour continues to cause concern (6). Mortality from 
suicide varies widely between countries of the European Region. 
Differences in criteria to identify suicide - owing to different cultural 
attitudes towards it - may account for some of the differences ( 5). 

The range of suicide rates extends from a low of 6 in I million 
for women in Malta to a high of 58 I in I million for men in Hungary. 
Countries in southern Europe have the lowest rates, followed by 
north-western countries (the United Kingdom and the Netherlands) 
and the Nordic countries. The countries with the highest rates are 
Hungary (for both males and females), Finland (for males), Austria, 
Switzerland, France, Belgium and the Russian Federation. 

The increasing trend in suicide during the I970s levelled off 
after 1980. The average mortality for the 25 countries that report to 
WHO peaked in the mid-I980s and is now showing a slight 
downward trend. Increases were observed in I4 countries and 
decreases in 11. The variations from the European "mean" and the 
ranking of countries have remained unchanged. Nevertheless, suicide 
risk has increased among adolescents and young adults, particularly 
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young men, over the past two decades (8). This coincided with the 
falling age of onset for depressive disorders. 

No country collects official statistics on parasuicide; thus, 
national trends in parasuicide cannot be related to those in suicide. On 
the basis of the available data (such as those on discharge from 
hospital, however, both trends are assumed to be closely related. 
Rates for parasuicide by adolescents and young adults rose sharply in 
many countries. The decreasing age of parasuicides can be expected 
to lower the age for suicides and increase the overall lifetime risk. 

Intervention measures 

In the prevention of suicide, the major intervention strategies include: 
social prevention, regulatory measures and medical intervention. 

Social prevention involves comprehensive national strategies. 
These should include: 

• provisions to improve social and economic circumstances 
known to predispose to suicide; 

• national research programmes; 

• the improvement of services, through the provision of 
information and training in suicide prevention to relevant 
professional groups and organizations; and 

• education programmes for the public (on issues in mental 
health promotion and alcohol and drug misuse). 

Regulatory measures should include restrictions on the 
availability of potentially lethal substances, the reduction of the 
lethality of some commonly used methods of suicide and improved 
prescribing practices for drugs such as sedatives, antidepressants and 
paracetamol. 

Medical intervention measures include: improved detection and 
management of depressive disorders and other underlying conditions 
(such as alcohol consumption and drug use) known to predispose to 
suicidal behaviour (see Chapters 7 and 8), and the identification, 
assessment and management of suicidal patients. 

The identification and assessment of suicidal patients (9) have 
several elements. 
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The first is predictive assessment of suicide risk (10) to 
recognize potentially suicidal people by demographic attributes and 
psychiatric illness. Standard interview formats and clinical 
instruments have been developed for this task ( 11 ). There are 
problems, however, in statistically predicting infrequent events (low 
yield) and, the large number of people with "high-risk" indicators 
who will never become suicidal (too many false positives, too low 
predictive value). For these reasons, routine screening of healthy 
people for suicide risk is not justified. Other important tasks include 
assessment: 

• for evidence of suicidal intent by direct inquiry (even though 
the effectiveness of this technique has not been evaluated); 

• of patients with evidence of serious suicidal intent in order to 
make an appropriate management plan; and 

• of individual acts of attempted suicide in order to judge the risk 
of another attempt in the immediate future. 

The management of suicidal patients may include cns1s 
intervention, emergency or intensive medical care, and the use of 
psychiatric and support services. 

Suicide rates significantly decreased on the Swedish island of 
Gotland following an educational programme for general practitioners 
on the assessment and management of suicidal patients (12). This 
supports the potential preventive role of primary physicians. 

Recommended procedures in primary 
care against suicidal behaviour 

General considerations 
21.1 Since there is a social component to suicide, some aspects of 
prevention are the responsibility of politicians and society at large; 
social prevention is clearly a political issue. 

21.2 Routine "screening" of asymptomatic persons for suicidal 
intent is not recommended, because of its low yield and low 
predictive value. People who show signs of emotional distress or 
reveal risk factors for suicide, however, need to be adequately 
assessed for possible suicidal intent. 

21.3 Suicide prevention rests with primary care physicians, since the 
victims have a high level of face-to-face contact with them 
immediately before their death. Retrospective investigations (so-
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called psychological autopsy) show that up to 70% of suicides consult 
their physicians during the month before they kill themselves and 
about 40% during the week before ( 13 ). 

21.4 Tactful but direct inquiries to a patient with suicidal intentions 
do not increase the likelihood of suicidal behaviour. Discussing 
suicidal thoughts and plans does not necessarily fix the idea more 
firmly in the patient's mind. On the contrary, it can be an enormous 
relief to the patient who has already thought of suicide and has been 
unable to share his or her feelings of desperation. Sensitive and open 
discussion may well ease the crisis and rarely, if ever, exacerbates it. 

21.5 Elderly men and women living alone are at high risk of suicide. 
Their physician may be their only source of social contact. Physicians 
must be aware that elderly people often present their psychological 
and social problems as somatic complaints (such as sleeplessness or 
chronic pain). Any treatment initiative should therefore include an 
assessment of suicide risk and an understanding of the social causes 
of psychological distress. 

21.6 Likewise, many of the problems presented by young people 
who exhibit suicidal behaviour stem from sources that are 
predominantly social and situational: conflicts with parents, the 
break-up of a relationship, difficulties or failure in school, social 
isolation, substance abuse, or a history of physical and/or sexual 
abuse. The signs and symptoms of underlying depression are often 
atypical. Physicians should sense this and their medical initiatives 
should involve consultations with other specialists, such as mental 
health professionals, clinical psychologists, social workers and 
paediatricians with experience in adolescent medicine. 

21.7 It has been shown that people who commit suicide give direct 
or indirect warning of their intent. The signals can be: 

• a direct statement of intent (such as, "I want to die"; "I will no 
longer be a burden"); 

• indirect, oblique hints expressing frustrations, a general state of 
unhappiness or hopelessness (such as "My job is too much, I 
can't handle it any more"; "I can't take it, nothing is going 
right", or "I might give up because I can't make things better"); 
and 

• nonverbal, behavioural clues (such as giving away personal 
belongings, refusing to buy new clothes, collecting drugs, 
showing a new interest in life insurance and making a will). 
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The physician should be alert to such signals and take them 
seriously. There is no truth in the idea that people who talk about 
suicide (even repeatedly) will not execute it. Ignoring warnings of 
suicide is equal to negligence. 

21.8 Health professionals should not take parasuicidal acts lightly. 
Patients who have deliberately harmed themselves have a risk of 
completed suicide in the subsequent twelve months that is about 100 
times greater than that of the general population. About 3% of 
parasuicides eventually take their lives. Two thirds to half of people 
who commit suicide have a history of parasuicide. Health 
professionals should make special inquiries of patients after attempted 
suicide (see Appendix) to assess the subsequent risk of completed 
suicide in order to prevent it. 

21.9 Health professionals should conduct interviews with such a 
patient in a way that is objective, nonjudgemental, quiet, relaxed, 
unhurried and sympathetic. This allows the patient to admit any 
despair and self-destructive intentions. No single set of questions is 
appropriate to all such patients, and no clinical features can serve as 
an accurate predictor of suicide intent. Several facts and factors, 
however, indicate increased risk, and the assessment should aim to 
determine their presence. The patient's current mental state needs 
thorough examination. 

21.10 The management of a suicidal patient depends on the intensity 
of suicidal intention, the severity of the underlying psychiatric 
condition(s) and the availability of social support outside the hospital. 

Check-list of recommended procedures 
21.11 The primary care physician should: 

(a) be aware of the facts and factors that indicate an increased risk 
of suicidal behaviour in general, and particularly of predictors 
of imminent suicide (such as features of current mental state, 
seeking help in the last month(s), talking about or preparing for 
suicide, and easy access to a method of suicide; 

(b) be alert to warnings and any signals before suicidal attempt and 
take them seriously; 

(c) be willing and able to make tactful inquiries about a patient's 
intentions when his or her history reveals any of the risk 
indicators and predictors or the possibility of suicide crossing 
his or her mind, and when very new patients present with 
emotional complaints and distress; 
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(d) assess the evidence of suicidal intent and its persuasiveness 
interviewing the potential suicide patients, asking relevant 
questions; 

(e) examine patients who are rescued from recent suicidal attempt, 
conducting medical evaluation of physical damage, and 
assessing the likelihood of fatal repetition of suicidal attempt 
(see Appendix) ( 14); 

if> decide on a management plan appropriate for the patient and 
persuade him or her to accept it; and send the patient home if 
there is no immediate risk of suicide and a reliable, caring 
family available, or refer the patient to a hospital if the 
immediate risk of suicide or severe bodily harm is significant 
and medical or psychiatric treatment is necessary; 

(g) provide sympathetic counselling to the relatives of a patient 
who has committed suicide; and 

(h) make patients who have suicidal thoughts or suspect them in 
relatives and friends aware of available community resources, 
such as local mental health services, crisis intervention centres 
and telephone hotlines. 
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Appendix 

Assessing suicidal behaviour 
Assessment of suicidal risk when no attempt as yet has been made, or 
seeking evidence of suicidal intent, involves the following. 

1. Ask about the patient's current problems and his or her 
reactions to them. The questions should cover topics such as 
recent stressful life events, recent losses (personal, financial or 
status), conflicts, loneliness, alcohol or drug problems, and 
physical illness. 

2. Assess personality and current mental state. This should 
include mood, impulsive or aggressive tendencies, and attitudes 
towards religion and death. (Bear in mind that the patient's self
description may be coloured by depression; whenever possible, 
interview another informant.) 

3. Ask the patient about suicidal thoughts and intent, beginning 
with general questions and proceeding to more specific ones 
("Do you sometimes feel like giving up?"; "Do you ever feel 
close to harming yourself or ending your life?"; "Would you do 
it?"; "Do you feel that you will kill yourself in the near 
future?"). Direct denials of suicidal intent are usually valid and 
no more detailed questioning will be necessary. 

4. If the patient admits suicidal intent, assess its degree by asking 
about whether he or she has made plans and how specific they 
are ("When and where would you do it?"; "Where would you 
get the means to do it?"), the lethality and availability of the 
proposed method, and the likelihood of rescue from the 
proposed attempt ("Does anyone else know of your plans?"). 

Making a medical assessment of physical damage after a 
suicide attempt has been made involves asking questions about the 
following: 

• the agent used and its lethality 

• whether the patient had impaired consciousness (whether he or 
she was alert, semicomatose with confusion or comatose) 

• how much physical harm was done (mild, moderate, severe), 
how quickly the patient can recover and what medical 
treatment is required (first aid, hospital admission, intensive 
care). 
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Assessment of the degree of suicidal intent in recent attempt (in 
terms of likelihood of rescue) involves raising the following 
questions. 

1. What were the patient's intentions? Was the act premeditated 
and planned or impulsive? 

2. Were precautions taken against being rescued? To answer this, 
ask: 

• was the method dangerous (determined by, for example, 
the amount of drug taken); 

• in what setting the attempt was made (familiar, not 
familiar but not remote, or remote); 

• what the probability was that someone would rescue the 
patient (certain, almost certain, moderate, uncertain, low, 
accidental); 

• who initiated the rescue (someone who knows the 
patient, a professional such as a police officer or 
physician, or a stranger such as a taxi driver or passerby); 

• the extent to which the patient participated in the rescue 
(asked for help, left clues, did not ask for help); and 

• how much time elapsed until the attempt was discovered. 

3. Does the patient still intend to die, after having been rescued? 

188 



22 

Osteoporosis 

Definition of the problem 

Osteoporosis is a condition characterized by a reduction of the density 
of bone mass that increases susceptibility to fractures. It may result 
from decreased bone formation, increased bone resorption or a 
combination of both, and may take localized and generalized 
forms (1). 

Only a small proportion of people with osteoporosis suffers 
from known endocrine abnormalities (such as Cushing's syndrome, 
thyrotoxicosis or hypogonadism) or the post-traumatic 
immobilization, or disuse form of osteoporosis. A much larger group 
of postmenopausal women and elderly men has a general decrease in 
the amount of bone tissue. 

In age-related loss of bone tissue, bone density levels alter so 
that spongy and cortical bone thins and rarefies. Fracture incidence is 
directly related to bone mass and the amount of bone loss. 

Adult bone mass peaks at about age 35 for cortical bone. From 
the third decade onwards, the skeletal mass diminishes in both men 
and women. Osteoporosis of the elderly may be regarded as an 
exaggeration of age-related bone loss. The rate of loss is greater for 
females than males and accelerates in women for about five years 
following menopause. 

Two types of osteoporosis have been defined based on age, sex 
and fracture pattern (2). Type I or postmenopausal osteoporosis 
affects mainly individuals between 55 and 75 years of age with a 
female to male ratio of 6: 1. Trabecular bone loss exceeds cortical loss 
and fractures are mainly of the vertebrae and wrist. Estrogen 
deficiency appears to be a major etiological factor. 

189 



Type 11 osteoporosis affects mainly the group aged 70-85; the 
female to male ratio is 2: 1. Both types of bone are affected and 
fractures are mainly of the hip and long bones (proximal femur and 
distal forearm), as well as the vertebrae. Aging is thought to be the 
main etiological factor. 

Factors associated with increased risk of osteoporosis ( 3) 
include: advanced age and female gender, and bilateral oophorectomy 
in younger women. Lesser risk factors include a slender build; a 
family history of osteoporosis; chronic insufficient calcium intake, 
physical inactivity, excessive alcohol consumption and cigarette 
smoking. 

Magnitude of the problem 

Osteoporosis is mainly a medical problem in postmenopausal women 
and affects one in four. The incidence begins to rise after age 50 but 
dramatically increases after 70. 

Osteoporosis has been reported to cause a vast number of 
fractures: 1.2 million per year in the United States of America (4). 
Hip fractures are particularly devastating; they are related to a 5-20% 
mortality rate, and are associated with more morbidity and medical 
costs than all other osteoporotic fractures in other sites. Thus, 
fractures lead to physical dysfunction, chronic pain and high health 
care costs. Vertebral fractures are the most common; vertebral 
collapse is often asymptomatic and found incidentally on X-ray. In 
other cases, vertebral fracture may cause back pain that usually lasts a 
few months and can be managed with bed rest and analgesics. 
Progressive vertebral collapse can lead to kyphosis and chronic pain. 
The proportion of people with symptoms of vertebral deformity or 
collapse is not known. 

Intervention measures 

Early detection 
Bone mineral content serves as the basis for the radiological detection 
of osteoporosis (5). A number of radiological tests can provide 
information on bone mineral content, but most of them are not 
suitable to detect osteoporotic bone loss in asymptomatic people. 

For example, conventional skeletal radiography is not sensitive 
enough as it can detect only more than a 20% reduction of bone 
mineral content. Radiogrammetry (measurement of the cortex of 
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peripheral tubular bones, such as metacarpals, as viewed on X-ray) 
provides little information on absolute bone mineral content, the 
condition of trabecular bone and cortical porosity, and has substantial 
observer variation. In addition, photodensitometry (measurement of 
the optical density of the X-ray image of the bone) is affected by soft
tissue interference. 

Three techniques are the most accurate, most sophisticated and 
non-invasive. First, quantitative computerized tomography, despite its 
accuracy in measuring bone mineral content, is not appropriate as a 
routine test, owing to its costs and the level of radiation exposure 
involved. The other techniques are dual photon absorptiometry (using 
radioisotopes) and dual energy X-ray absorptiometry (using X-rays) 
to emit photons at two different energy levels, thereby correcting for 
the effect produced by layers of soft tissues. These are the most useful 
in evaluating the bone mineral density of skeletal systems with large 
amounts of overlying soft tissue. Specialized research centres have 
obtained data on their performance, but further evaluation is 
necessary before their use under practice conditions can be 
recommended. 

There is good evidence that postmenopausal women with low 
bone mineral content are at increased risk of subsequent fracture. 
Randomized controlled trials, however, have supplied little evidence 
that asymptomatic women who are tested for low bone mineral 
content have fewer complications from osteoporosis than those who 
are not. Nevertheless, data on bone mineral content can be useful in 
making decisions about therapy. 

Therapy 
Retrospective studies and clinical trials suggest that estrogen 
replacement can reduce the risk of osteoporosis, the rate of bone loss 
and the incidence of fractures in perimenopausal women (6). The 
evidence is less clear on the benefits of beginning estrogen treatment 
at an older age. Prospective evidence linking estrogen to fractures is 
difficult to obtain because of long interval between the onset of 
osteoporosis and the occurrence of symptoms. The treatment can have 
other benefits; it improves lipoprotein profiles and reduces mortality 
from coronary heart disease (7). Nevertheless, potentially important 
adverse effects are associated with long-term use of unopposed (not 
combined with progestins) estrogen. These include inconveniences 
(such as vaginal bleeding and daily administration) and increased risk 
of endometrial hyperplasia and endometrial cancer (8). The evidence 
on the reported association between estrogen therapy and breast 
cancer is inconsistent (9). 
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It is difficult to determine whether the benefits of estrogen 
replacement therapy outweigh its potential risks. 

Epidemiological studies on postmenopausal women have 
produced inconsistent results about the effectiveness of increasing 
calcium intake as a measure to slow bone loss. Moreover, the 
evidence is inconclusive on the benefit of calcium supplementation 
for women who have already developed postmenopausal 
osteoporosis (5). 

Finally, studies suggest that weight-bearing physical acttvlty 
(such as walking) may reduce bone loss, or increase bone mass even 
after menopause ( 10). The precise nature and intensity of exercise 
required have not yet been established. 

Recommended procedures against 
osteoporosis 

General considerations 
22.1 Routine radiological "screening" to detect decreased bone 
mineral content or bone loss is not recommended in asymptomatic 
people. 

22.2 In perimenopausal women who are at increased risk of 
osteoporosis, a measurement of bone mineral content may be helpful 
in making decision about therapy. It has not been determined, 
however, whether routine assessment of bone mineral content in such 
women results in improved outcome, or whether the benefit is great 
enough to justify the costs, diagnostic errors and potential radiation 
exposure. 

22.3 There is insufficient evidence to routinely recommend the 
prescription of estrogen replacement therapy. Estrogen therapy should 
be considered mainly in women who are at increased risk of 
osteoporosis and are without known contraindication (such as a 
history of undiagnosed vaginal bleeding, active liver disease, 
thrombo-embolic disorders or hormone-dependent cancer). 

22.4 Women consenting to estrogen therapy should receive 
counselling about the various estrogen-progestin preparations and 
routes of administration that are available. (One common regimen is 
0.625 mg conjugated equine estrogen daily and 5-10 mg 
medroxyprogesterone acetate during the last 12 days of cycle.) Health 
professionals should modify the dosage to reduce side effects, such as 

192 



nausea, headache, break-through bleeding, weight gain and breast 
tenderness. 

22.5 While general calcium supplementation is not justified, health 
professionals should consider it as an adjunct treatment in 
postmenopausal women; women with no contraindication should take 
1500 mg daily. 

22.6 All women should receive information about the potential 
benefit of low-intensity weight-bearing exercise. (One appropriate 
regimen is brisk walking for one hour three times a week.) 

Check-list of recommended procedures 
22.7 The primary care physician should: 

(a) be alert to the possibility and symptoms of osteoporosis in 
perimenopausal women; 

(b) be aware of the factors that indicate a high risk of osteoporosis, 
and arrange an assessment to measure bone mineral content in 
women considered to be at increased risk; 

(c) inform perimenopausal women of the risks and consequences 
of osteoporotic fractures, and the benefits and risks of 
hormonal treatment, so they can make an informed decision 
about therapy and, when they have decided, adhere to the 
offered treatment; and 

(d) advise patients about potential alternatives such as 
weight-bearing exercise and calcium supplementation. 
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23 

Epilogue: putting 
guidelines into practice 

Managerial approaches to prevention 
in primary care 

This book comprises a set of guidelines for effective action to help 
the people responsible for planning and delivering preventive health 
care in the European Region. A considerable gap, however, separates 
the writing of a guideline and its implementation. This chapter 
summarizes the evidence about guideline implementation, so that 
theory can be converted into action and the potential for prevention 
can be fully realized. 

Developing a preventive strategy 
The prevention of disease involves a number of different activities, 
which can be grouped under three main headings (Fig. 23.1). To 
prevent disease and promote health, change is required not only in the 
health services but also in the physical and social environments in 
which people live. The social environment in particular has a major 
influence on people's choice of lifestyle. 

The most elegant strategy for prevention will fail unless the 
population itself adopts and feels ownership of it. Sophisticated 
strategies drawn up by health planners and professionals alone will 
have relatively little impact. Only a strategy that involves the whole 
population and all sectors of the community as equal partners will be 
effective. 

This chapter focuses on health service strategy for prevention 
in primary health care. 
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Fig. 23.1. Activities in the prevention of disease 
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Developing systems for prevention in primary care 
A preventive strategy is implemented within the framework of a 
health care system as a programme: a set of activities to achieve a 
common set of objectives. Effective management is the foundation of 
an effective programme. Setting objectives is the first step in a 
systematic approach to preventive programmes in primary care. 

The objectives are immediate goals: what the programme's 
activities are supposed to do to tackle or solve certain problems. The 
objectives may be expressed in terms of the disease, or the health 
hazards or risks being addressed: 

• to reduce death rates for coronary heart disease 

• to reduce suicide rates 

• to lower the prevalence of cigarette smoking 

• to reduce mean systolic blood pressure in the adult population. 

No matter the approach taken, the objectives should be defined 
in terms that relate to a defined population, rather than the health 
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services provided. The immediate objectives can then be formulated 
and each activity should have a measurable outcome. 

Criteria must be selected to measure the rate of the progress 
towards the achievement of objectives. Criteria could include: the 
prevalence of smoking, proportion of men drinking or death rates for 
certain diseases. They must be valid, reliable and feasible. 

For example, if the objective is to reduce the prevalence of 
smoking among young people, the actual prevalence of cigarette 
smoking, confirmed by saliva testing, is a more valid criterion than 
self-reports without confirmatory testing. In addition, it is important 
that the same result be obtained from measurements by other 
observers or on other occasions. For example, estimates of the 
prevalence of depression in a patient population following an 
unstructured interview are less reliable and repeatable than those 
obtained by using a standard questionnaire. 

Third, some measures can be easily taken from routine 
notification (such as death certificates). When collecting information 
routinely is difficult, a survey with sampling technique can be used 
(for example, to measure a defined proportion of the population to 
figure out the number of young people who smoke). A sample survey 
can obtain data on the prevalence of behaviour-related risks or so
called physiological or biological risk factors. 

Setting targets is the next step. Targets specify quantified levels 
of performance to be met by set dates. Either a team sets its own 
targets, or these are set for it by the people to whom the team is 
accountable. Again, targets may be expressed in terms of .particular 
diseases: 

• to reduce death rates for both coronary heart disease and stroke 
in people under 65 by at least 40% by the year 2000; 

• to reduce the incidence of invasive cervical cancer by at least 
20% by the year 2000; or 

• to slow down the annual increase of melanoma of the skin by 
the year 2000. 

Targets can also specify changes in the prevalence of health 
risks: 

• to reduce the prevalence of cigarette smoking to no more than 
20% in both men and women by the year 2000; 

• to reduce the average percentage of food energy derived from 
saturated fat by at least 35% by the year 2000; 
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• to reduce the proportion of men and women aged 14-4 who are 
obese by at least 25% by the year 2000; or 

• to reduce mean systolic blood pressure in the adult population 
by at least 5 mmHg by 2005. 

When setting targets, one should set baseline years or levels against 
which progress can be measured. 

Monitoring and evaluation 
Evaluation examines the past, but its purpose is to improve the 
efficiency of activities in the future. Its functions are to assess the 
extent to which activities have attained their objectives, and to assess 
the performance of the programme. Evaluating the implementation of 
a programme should be a continuous process involving monitoring. 
Three types can be done: impact evaluation, outcome evaluation and 
process evaluation. 

Ideally, the ultimate objective, improved health in the 
population, is the basic measure of achievement. The time-Jag 
between the implementation of preventive measures and their effects, 
however, often prohibits impact evaluation. 

Outcome evaluation measures changes in behaviour-related 
risks, as well as in knowledge, attitudes and lifestyle habits, as 
immediate results of the influence of health education and individual 
counselling. This is a feasible method. Process evaluation examines 
concrete actions and how they were taken, and needs to be 
continuous. The assessment includes the performance of primary care 
professionals and how actively they are involved in delivering the 
programme. 

Determinants of professional performance 
Professionals' performance is directly related to their motivation and 
competence, and inversely related to the barriers that they have to 
overcome. 

Setting realistic and achievable targets, providing detailed 
support and assistance, and giving positive feedback when progress is 
made can increase motivation. Vague exhortations can reduce 
motivation, particularly if professionals see targets as unrealistic. A 
professional's competence is a combination of knowledge and skill. 
When a programme of prevention in primary care is launched, the 
basic training of primary care professionals can be changed. In most 
cases, however, the main drive must be aimed at professionals who 
are already fully trained. Programmes of continuing medical 
education must therefore be influenced. 
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Barriers commonly perceived by primary care professionals 
include lack of time, too many objectives, unrealistic targets, 
inadequate resources, and explicit or implicit criticism of current 
efforts. While health planners often emphasize lack of knowledge and 
skill as a barrier, primary care professionals may not see it as the 
principal one. 

Managerial agenda 
A well organized managerial programme is essential. It should 
include a number of components. 

The first is to set up a dialogue in which primary care 
professionals discuss the barriers that they perceive. They appreciate 
an approach that takes account of the pressures and constraints under 
which they work. This is the best way to get them, the key actors, 
interested, motivated and involved. 

The second is to brief the public on the aims and expected 
benefits of the programme. This is the only way to win wide 
acceptance for the initiative. 

Third, new approaches to professional training are needed. The 
traditional approaches to continuing medical education - lectures and 
the distribution of written material - have little influence on either 
professional behaviour or patient outcome. Practical instruction with 
feedback is more effective. Approaches that involve a number of 
interventions are much more likely to have an effect than those with 
single interventions. 

A focus on the behaviour and attitudes of professionals can 
help promote a change in practice. This would include : 

• organizing resources to support professional activity; 

• developing a project plan identifying milestones, so that 
progress can be observed and corrections made; and 

• developing specific guidelines for specific action for defined 
populations. 

The guidelines can establish standards: levels of performance 
which are chosen to indicate the quality of service or programme. The 
performance of individuals and teams can be measured against these 
agreed standards. 
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Facilitating change 
Introducing a new programme or changing the way professionals 
work requires time and energy. Simply to add knowledge and 
encouragement to a stable system will not bring about change. People 
must be identified who can put time, energy, enthusiasm and 
commitment into changing the system. These facilitators of change 
can come from any background but they must have the right 
personality. 

How to develop local guidelines 

This book focuses on what the primary care team can do to prevent 
the most common noncommunicable diseases by controlling 
preventable health hazards. This is a new kind of role for 
professionals to learn. Traditionally, they are not taught to pay 
attention to people who are apparently well or actively to search for 
risk conditions that may lead to disease. They are taught to restore the 
health of those who suffer from the consequences. Immunization is a 
notable exception. 

The aim of this book is to help physicians and nurses to adopt a 
preventive attitude and thereby promote the integration of preventive 
practices into primary care. Keeping the book within reach, any 
professional may consult the check-lists of recommended procedures 
in primary care. Acting upon it, he or she may contribute to reducing 
risk, preventing disease and promoting health. 

The book is also intended to promote preventive practice in 
primary care on a larger scale, encouraging the regular use of the 
guidelines in health care systems. 

Developing guidelines 
Detailed reviews of guideline development produced a number of 
rules. Guidelines for practice are most likely to achieve health gain if, 
they are: 

• based on a systematic review of the literature; 

• developed by a national group and adapted by a local group, 
both including representatives of all key disciplines; 

• explicitly linked to scientific evidence; 

• disseminated by specific educational intervention; and 

• implemented by patient-specific reminders. 
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This book resulted from a joint effort of outstanding 
international experts in various aspects of practice-based disease 
prevention and health promotion. It presents in a nutshell the current 
knowledge of and standards for preventive practice in primary care. 
The recommendations are based on a synthesis of information from 
thoroughly reviewed current literature, data from randomized 
controlled trials and other evaluation studies, a critical appraisal of 
evidence and experiences, consensus statements and the 
recommendations of authoritative bodies. It lays down the optimal, 
desirable preventive practice to be implemented in primary care, 
regardless of local circumstances. When putting the guidelines into 
practice, therefore, local groups need to adapt all the 
recommendations to harmonize with cultural and social, 
organizational and structural patterns, as well as the medical, nursing, 
technical and financial resources available in the country, region, 
district, municipality or practice in which they will be used. 

To be effective, guidelines for preventive practice must be 
developed in the area where they will be implemented and with the 
active participation of the people who will use them. The intention of 
the WHO countrywide integrated noncommunicable disease 
intervention (CINDI) programme in presenting the model guidelines 
is to stimulate the health planners and their technical advisers, the 
professional organizations of practitioners, experts in community 
medicine and general practice, groups of collaborating primary care 
physicians and individual health care providers to evolve their own 
guidelines. They can create their own process of developing 
preventive practice by adapting the model guidelines to their needs 
and opportunities. 

Characteristics of local guidelines 
A set of guidelines for preventive practice in primary care can be 
defined as stating an agreed course of action and containing 
recommendations on components of preventive practice and on 
intervention measures known to be effective and safe. It follows from 
the spirit of the definition that practice guidelines should comprise: 

• a complete or partial scheme, depending on which components 
of preventive practice are considered reasonable or useful to 
include; 

• a framework for procedure to provide the best possible 
preventive measures with the optimal use of available 
resources; 

• a general plan of action accepted by everyone involved in the 
provision of preventive measures in the area; 
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• written guidance on the management of the patient of a 
particular age, at a particular level of health risk or with 
particular symptoms; and 

• a stimulus and aid for systematic evaluation and reassessment 
of established practices. 

Development of guidelines on various levels 
Guidelines can be developed on various levels, each with different 
aims. Guidelines set standards at the national level - on a scientific 
basis- for preventive practice in primary care in a country, and gives 
direction to continuing education and quality assurance. Guidelines 
developed at the local level are more concerned with practical issues 
of implementation, clinical applicability and feasibility in day-to-day 
practice, and goals and objectives for patient management. They take 
account of local arrangements. Individual "guidelines" should be an 
established decision-making tool that health care providers can 
consult. They should set individual objectives for improving the 
quality of their performance, and conduct self-audits measuring the 
results against an agreed standard. 

Procedure for preparing local guidelines 
The development of written guidelines includes several steps. 

First, local primary care physicians and related professionals 
should agree on the need for guideline assistance. The model 
guidelines may have been a catalyst in the decision to develop local 
guidelines. The health authority, convinced by expert advice, may 
support the initiative and delegate executive authority to the people 
who will prepare the guidelines. 

The second step is setting priorities for guideline development: 
the selection of topic(s). The components of preventive practice for 
which guidelines are to be prepared need to be decided. One or more 
topics can be selected from the menu presented in the model 
guidelines. They should address the most pressing problems in the 
area. 

To make this choice, the people who set priorities for guideline 
development must have ready access to all necessary information, 
including: 

• reliable epidemiological and survey data on the burden of 
certain health problems, in the geographical or administrative 
area in question; 

• scientific evidence of the effectiveness of intervention 
measures to address the problem; and 
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• information on local patterns of practice and available 
resources of all kinds to see whether the necessary intervention 
is practicable. 

As to the data on the burden of health problems, the brief 
description of the magnitude of the problem given in each chapter of 
the model guidelines needs substantiation with local data on patterns 
and trends to decide the most important type(s) of problem to address. 

The potential intervention should be matched against the 
previously defined problem to decide the topic on which the provision 
of guidance is most justified. Of course, depending on resources, 
guidelines for all components of preventive practice might be 
developed step by step. 

The third step is the preparation of draft guidelines. An expert 
working group with no more than 5-6 members should be appointed 
to carry out the task. At the national level, such a group should 
include representatives of all key disciplines, such as epidemiology, 
cardiology, oncology, health education, nursing, community medicine 
and general practice. At the local level, competent and recognized 
primary care physicians and nurses, supported by invited specialists, 
may be involved. 

The group's task is to define the best achievable standard in the 
area and to make recommendations, based on evidence, on what 
procedures the intended guidelines should include. The group may 
rely on the synopsis of current knowledge, review of scientific 
evidence and recommendations for good practice summarized in the 
model guidelines, but should carefully adapt the check-list of 
recommended procedures to local circumstances, needs and 
opportunities. As the model guidelines contain only a minimum set of 
key references, a working group, particularly a national one, may 
wish to make a further review of the literature. 

The fourth step is reaching consensus on the draft guidelines. 
The working group should present its draft guidelines to an 
interdisciplinary conference. The participants at such a conference at 
the national level should include representatives of all key disciplines 
relevant to the topic. Those at a conference at the local level should 
include everyone who will be involved in implementation: primary 
physicians and nurses, and representatives of patients, municipal and 
health service administration and various relevant community groups 
(educators, employers, members of community organizations and 
business people). 
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Everyone involved should have an opportunity to take part in 
the discussion of the draft, commenting, criticizing and amending, to 
decide what is necessary and what is practicable. People must feel a 
sense of ownership; this is the only way to win broad acceptance for 
the guidelines and support in their implementation. 

If consensus on the recommendations is reached, the fifth step 
is the completion of the guidelines by an appointed writing group. 
The group should be careful to ensure that the guidelines: 

• are comprehensive, specific and detailed, describing exactly the 
cases for which a procedure is recommended; 

• take account of local realities and cost-effectiveness; 

• are relevant to the local problems and applicable with locally 
available resources; 

• can be interpreted and applied consistently by different primary 
care teams in similar clinical situations; and 

• allow for clinical judgment or patient preferences. 

Guidelines are recommendations not laws. They promote 
standards of care, not standard care. The guidelines may take several 
forms, such as: 

• a detailed protocol with scientific justification (national 
guidelines) 

• a short summary, such as check-list of recommended 
procedures (local guidelines) 

• one-page "algorithms", "decision-trees" or "sex-age charts" 
(see Annex 1) for individual use as a patient-specific reminder. 

Sixth, before final approval and endorsement, the draft 
guidelines should be circulated for comment to all who would 
participate in their implementation. This gives everyone a chance to 
exert last-minute influence. 

Seventh, testing of the guidelines in actual practice, before their 
wide distribution should ideally take place. 

Periodic evaluation and updating comprise the last step. 
Because both know ledge and technology change constantly, the 
guidelines are unethical without a mechanism for adaptation to 
change. 

In conclusion, the process of putting the model guidelines into 
local practice - the development of guidelines for local practice - is 
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an important educational exercise for the wide range of professionals 
involved. Such guidelines can help to disseminate the knowledge of 
optimal standards of preventive practice and be instrumental in 
achieving high-quality preventive care in primary care practice. Both 
patients and providers can benefit from their development and use. 
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Annex 1 

Age-sex charts for 
preventive measures in 

primary care 

Recommendations summarized in the following tables are confined to 
the health risks and target diseases that have been discussed in this 
book. Even though their importance in deserving the primary care 
provider's attention is fully appreciated, other health hazards and 
conditions, particularly in childhood (such as infectious diseases, 
mental and physical developmental disorders, and visual and hearing 
impairments), in adolescence (such as promiscuous sexual behaviour, 
unwanted pregnancy and abortion, risk to life by fast driving) and in 
old age (such as problems associated with visual, hearing and 
movement disabilities, loneliness, boredom, frustration, lack of 
purpose, loss of self-respect and everything that leads to 
dissatisfaction with the quality of life) have been excluded as beyond 
the scope of the book. For guidance in those areas, reference is made 
to other practice guidelines. a 

Abbreviations 

BMC = bone mineral content 
BMI = body mass index 
CHD = coronary heart disease 
CVD = cardiovascular diseases 
DRE = digital rectal examination 
F = female 
FOBT = faecal occult blood test 
HR = high-risk persons only 
M = male 
WHR = waist-hip ratio 

a Holland, W. and Stewart, S. Screening in health care. London, 
Nuffield Provincial Hospitals Trust, 1990. 

US Preventive Services Task Force. Guide to clinical services. 
Williams and Wilkins, 1989. 
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Table 1. Recommendations in relation to deaths from injuries, 
accidents and suicide among children and adolescents 

aged 12-18 years 

Assessment 

History 

0 personal history 
• smoking 
• dietary habits 
• alcohol/drug use 

Examinations 

0 physical examinations 
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Management 

Advice 

0 general advice 
• smoking/prevention 
• healthy eating, balanced energy intake 
• physical exercise 
• alcohol/drug use 
• skin protection (UV) 
• dental/oral hygiene 

0 specific advice, treatment 
• congenital naevi 

Alert 

• depressive symptoms 
• suicide risk factors 
• signs of child abuse 



Table 2. Recommendations in relation to deaths from heart disease 
among young adults aged 19-39 years 

Assessment 

History 

0 personal history 
• smoking 
• dietary intake 
• alcohol/drug use 
• angina, heart attack 
• drug treatment for high blood 

pressure, high cholesterol 
• diabetes 

0 family history 
• high blood pressure 
• sudden death, heart attack 
• premature stroke 
• familial hypercholesterolaemia 
• diabetes 
• breast cancer 
• familial polyposis 

Examinations 

0 physical examinations 
• weighVheight 
• blood pressure 
• skin 
• oral cavity 

0 tests, procedures 
• blood cholesterol (every 5 years, 

HR) 
• blood glucose (HR) 
• Pap test (> 35, every 3-5 years) 

Management 

Advice 

0 general advice 
• smoking 
• healthy diet, balanced energy intake 
• physical exercise 
• alcohol/drug use 
• skin protection (UV) 

0 specific advice, treatment 
• smoking cessation 
• weight reduction (BM I > 30) 
• lowering of cholesterol by: 

-diet (6.2-6.85 mmol/litre) 
- drugs (> 6.85 mmol!litre, 

resistant to diet) 

Alert 

• depressive symptoms 
• suicide risk factors 
• malignant skin lesions 
• signs of child abuse 
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Table 3. Recommendations in relation to deaths from CHD, stroke, 
cancer of the lung, breast, cervix, colon and rectum among 

middle-aged adults aged 40-64 years 

Assessment 

History 

0 personal history 
• smoking 
• dietary intake 
• alcohol consumption 
• angina, heart attack 
• drug treatment for high blood 

pressure, high cholesterol 
• diabetes 

0 family history 
• high blood pressure 
• sudden death, heart attack 
• premature stroke 
• familial hypercholesterolaemia 
• diabetes 
• breast cancer 
• familial polyposis 

Examinations 

0 physical examinations 
• weight/height (BMI, WHR) 
• blood pressure (every 2 years) 
• breast (HR) 
• skin 
• oral cavity 

0 tests, procedures 
• blood cholesterol (every 5 years, HR) 
• Pap test(> 35 years, every 3-5 years) 
• Mammography (> 50 years, every 2-3 

years) 
• blood glucose (HR) 
• FOBT (> 50 years, every 3-5 years) 
• ORE (M, > 50 years, every 2-3 years) 
• BMC (F, > 50 years) 
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Management 

Advice 

0 general advice 
• smoking 
• healthy diet, balanced energy 

intake 
• physical exercise 
• alcohol consumption 
• skin protection (UV) 

0 specific advice, treatment 
• smoking cessation 
• weight reduction (BMI > 30) 
• lowering of cholesterol by: 

-diet (6.2-6.85 mmol/litre) 
-drugs (> 6.85 mmol/lilre, 

resistant to diet) 
• lowering of blood pressure by: 

- nonpharmacological means 
(140-180/90-105 mmHg 

-drugs (> 180/105 mmHg) 
- referral (> 200/120 mmHg) 

• estrogen replacement therapy 

Alert 

• depressive symptoms 
• suicide risk factors 
• malignant skin lesions 
• signs of child abuse 



Table 4. Recommendations in relation to deaths from CHD, stroke, 
cancer of the lung, colon and rectum, prostate and endemetrium 

among elderly people, adults aged 65 years and over 

Assessment 

History 

0 personal history 
• smoking 
• dietary intake 
• alcohol consumption 
• functional status 
• diagnosed CVD 
• diabetes 

0 family history 
• premature death from CHD 

and myocardial infarction 

Examinations 

0 physical examinations 
• blood pressure (annually) 
• skin 
• oral cavity 

0 tests, procedures 
• blood cholesterol(< 70 years) 
• mammography(< 70 years) 
• FOBT (> 50 years, every 

3-5 years) 
• glucose (HR) 
• BMC (F) 

Management 

Advice 

0 general advice 
• smoking 
• healthy diet, balanced energ~ 1ntake 
• physical exercise 
• alcohol consumption 
• skin protection (UV) 

0 specific advice, treatment 
• smoking cessation 
• lowering of blood pressure 
• estrogen replacement (F) 

Alert 

• depressive symptoms 
• suicide risk factors 
• signs of physical abuse 
• skin cancer 
• peripheral arterial disease 
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