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General Policy Topics

Meeting the challenge
of biotechnology
It is acknowledged that biological substances used
in the practice of medicine make a vital contribution
to public health. Nevertheless, because of their very
nature, biologicals demand special attention with
regard to their regulation and quality control.

Biologicals, which include vaccines and blood
products, cannot be completely defined by physico-
chemical criteria alone and often require a
biological assay to guarantee potency. The
considerable potential hazard associated with some
of these substances requires that continuous
vigilance and control must be exercised.

By definition, these substances are derived by
biological processes which are known to be in-
herently variable, a feature that has important
consequences for the safety and efficacy of the
resulting product. A prerequisite for the use of bio-
logicals is therefore to assure the consistency of
quality and safety from lot to lot. For this purpose,
in-process laboratory-based controls must be in
place.

Today, the biologicals field is one of enormous
expansion and increasing diversity, most especially
in the area of new biotechnologies. The revolution
in DNA-based and other cell technologies has
opened up a new and exciting vista for global
health care and, in many instances, traditional
products are being replaced by equivalents derived
by recombinant DNA technology.

New possibilities for diagnostic procedures are also
emerging, such as the use of nucleic acid (gene)
amplification methods for the virological safety
testing of blood and blood products. Nucleic acid
amplification techniques involving the polymerase
chain reaction (PCR) have exceptional sensitivity
and specificity for the detection of viral nucleic
acids. Their use for improving the reliability of
testing to ensure the virological safety of blood and
blood products will have considerable public health
benefits.

There are also exciting new approaches to im-
proved vaccination through the use of DNA-

vaccines. The discovery in 1990 that the injection
of plasmid DNA into mouse muscle resulted in the
expression of encoded genes in vivo led to the
prospect of using DNA itself as vaccine material. Its
injection into muscle results in long-term expression
of an encoded antigen together with the develop-
ment of appropriate immune responses and host
protection. Much research and development work is
still needed, but many potential benefits to public
health can be envisaged.

Unlike traditional biologicals, many of these new
products are extremely pure and highly charac-
terized. Nevertheless, great care must be taken
regarding their safety and quality because of the
novel processes used in their manufacture and the
complex structural and biological characteristics of
the products themselves. There is also a need to
be absolutely sure that consistent and reliable
results are obtained by industry and public health
laboratories when applying the new nucleic acid
amplification techniques.

New biotechnology-based products, such as
vaccines and diagnostics, need to be appropriately
incorporated into the health care systems of all
countries, and mechanisms need to be in place to
ensure that these products are made available to all
who need them. Although the development of gene
therapy and DNA-vaccines has taken place
primarily in developed countries, biotechnology is
evolving rapidly in an increasing number of
developing countries. Since decisions will need to
be made on the regulation and testing of these new
products and procedures, it is important that
respected worldwide standards of quality and safety
are in place. Adequate control measures are
essential, both to safeguard recipients of these
products against adverse effects, and to ensure
that the full benefits of scientific innovation are
available to all.

The early availability of guidelines on the production
and quality control of biotechnology-derived
medicinal products in Europe and the United
States, for example, has been particularly instru-
mental in establishing the quality, safety and
efficacy of recombinant DNA-derived products in
those regions. Such guidelines provide the basis for
a well-balanced, sound, scientific approach to
regulating novel technologies.
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The challenge lies in maintaining public safety,
whilst at the same time allowing the development of
new technologies and their possible benefit to
public health. It is of paramount importance to all
involved — manufacturers, regulators and the
public — that regulatory guidance, the provision of
standards and the design of appropriate in-process
tests keep pace with advances in science.

The World Health Organization is involved in
promoting and facilitating the transfer of such
science into the clinic, and in encouraging the
global exchange of experience with these products.
It plays a major role in developing internationally
agreed written and physical standards. The efficient
application of these standards forms a basis for the
quality, safety and efficacy of biological medicines,
as well as the reliability of diagnostic tests.

WHO’s Biologicals Unit, within the Division of Drug
Management & Policies, and the WHO Expert
Committee on Biological Standardization develop
guidance for national health authorities on the
production and control of specific biologicals and, in
collaboration with the WHO international
laboratories for biological standards, establish
WHO international reference materials against
which batches of research materials or manu-
facturers’ products can be assessed. WHO
requirements and guidelines on biotechnology-
derived biologicals include those for assuring the
quality of recom-binant DNA products, for
monoclonal antibodies and for DNA-vaccines, as
well as requirements for the use of animal cells as
in vitro substrates for the production of biologicals.

Since 1992, the International Conference on
Harmonisation (ICH) has also been active in
drawing up guidelines on specific topics such as
genetic stability, viral validation studies, and
general product stability, with a view to improving
the harmonization of regulatory decisions by the
European Union, USA and Japan. Many of the ICH
guidelines complement those produced by WHO.

Decisions on regulation and testing of biologicals
and biotechnology products increasingly need to be
made internationally for reasons of  global and
public health, international trade and the efficient
use of national regulatory resources. Ways of
improving and coordinating collaboration between
national, regional and international agencies, and
especially of supporting developing countries, need
to be further explored, as do ways in which WHO
can best promote such cooperation.

Many of the problems faced by regulatory agencies
in meeting the challenges of biotechnology were
discussed recently during the Eighth International
Conference of Drug Regulatory Authorities (ICDRA)
held in Bahrain. The Conference was organized by
the Ministry of Health of Bahrain in collaboration
with WHO (see page 182). Many of the complexi-
ties involved in the production of biotechnology-
derived medicines were highlighted. These included
differences in glycosylation between the same gene
product expressed in different cells, or in the same
cells under different growth conditions — differ-
ences which can have important consequences on
product stability, in vivo distribution, and function.
Also considered was the major problem of potential
viral contamination — needing exhaustive testing of
cell banks and well designed viral clearance studies
to assure safety.

Clearly, these are highly sophisticated products
which need an equally sophisticated and technically
competent approach to regulation and testing.
Considerable differences were apparent in experi-
ence in the regulation of  biotechnology products
between one country and another. The needs of
countries with an evolving biotechnology industry
are different from those that only  import such
products, and there is an obvious need to share
expertise and transfer skills.

The conference recommendations relating to the
challenge of biotechnology are given on page 184.
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Reports on Individual Drugs

Post-malaria neurological
syndrome and mefloquine
A comprehensive update on the safety issues
related to mefloquine use in the prophylaxis and
treatment of falciparum malaria was recently
published in WHO Drug Information (1). Since that
time, two informative studies have been published
(2, 3) which explore further the adverse events
associated with the use of mefloquine.

Observations made in Viet Nam and Thailand (2)
that a discrete neurological syndrome appears after
recovery from falciparum malaria have prompted a
prospective four-year study of the post-malaria
neurological syndrome (PMNS) in Viet Nam.

Of 18 124 patients treated for falciparum malaria, of
whom 1176 had severe infections, 19 adults and 3
children developed subsequent PMNS 96 hours
(median time) from parasite clearance after
recovery from malaria. None of the patients had a
previous history of neurological or psychiatric
illness, but one patient was an intravenous drug-
abuser and was HIV-positive. PMNS-defining
manifestations were apparent in 13 (59%) patients,
who had either an acute confusional state or an
acute psychosis; 6 (27%) patients had generalized
convulsions followed by an acute confusional state,
and one patient developed fine tremor lasting 4
days.

Overall, 17 of the 22 patients with PMNS (77%) had
been treated at some stage during their illness with
mefloquine, 10 (45%) with quinine, 13 (59%) with a
qinghaosu derivative (7 with artesunate and 6 with
artemether), and 4 (18%) with pyrimethamine/
sulfadoxine. The median time from the end of
antimalarial treatment to onset of PMNS was 78
hours. Severe malaria PMNS developed in a further
16 of 412 known mefloquine recipients, compared
with 4 of 764 patients who did not receive
mefloquine (relative risk 7.4, 95% CI 2.5 to 22), and
in one of 1012 patients who were prescribed
mefloquine in uncomplicated malaria. All patients
recovered from PMNS completely without specific
treatment within ten days.

It was concluded that a strong association exists
between treatment with mefloquine and the

development of PMNS, suggesting that mefloquine
has a role in the etiology of this syndrome in most
cases. The authors consider this risk unacceptable,
and suggest that where an effective alternative drug
is available, mefloquine should not be used for the
treatment of severe malaria.

Acute self-limiting neuropsychiatric reactions to
mefloquine have been well described in the context
of both malaria prophylaxis and treatment (1).
These observations are supported from Thailand
where eight neuropsychiatric reactions were
reported in a series of 13 950 supervised meflo-
quine treatments, giving an incidence of 0.57 per
1000 mefloquine-treated patients (4).

In a further study, mefloquine prophylaxis in 46
young healthy adults did not produce neurological
dysfunction, but the subject population was small
(3). During the study, however, transient mild QTc
prolongation was reported, supporting the recom-
mendation that halofantrine, which is also known to
prolong the QT interval, should not be used in
persons who have recently received mefloquine.
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Hormone replacement therapy and
venous thromboembolism
The increased risk of venous thromboembolism
associated with current use of oral contraceptives
has been extensively documented, but until now it
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has been unclear whether similar side-effects are
also associated with hormone replacement therapy
(HRT). Three papers recently published in the
Lancet provide substantial evidence that there is an
increased risk of deep vein thrombosis and/or
pulmonary embolism in women taking HRT. Two
reports were of case-control studies (1, 2), and one
was of a prospective study where information was
obtained through questionnaires (3). The trend in
each of the studies was similar, and the relative risk
of venous thromboembolism appeared to be raised
2 – 4 fold in current users of HRT.  The absolute
risk of all venous thromboembolic complications
was rather small, 16 or 23 excess cases per
100 000 women per year, and for pulmonary
embolism alone 6 per100 000 women per year. It
has been estimated that mortality from thrombo-
embolism is about 1 – 2%. One of the studies
suggested that smoking did not modify the risk. In
pulmonary embolism, mortality following the initial
event varies with the extent of embolization, but a
patient with normal cardiopulmonary status is
unlikely to die unless the occlusion exceeds 50% of
the pulmonary vascular bed. According to the three
studies,  the risk of venous thromboembolism dis-
appeared after HRT was stopped and the risk was
not different for the various types of preparations
used.

However, the question remains as to whether the
benefit of HRT outweighs the observed potential
risk. There is documented evidence that HRT
relieves menopausal symptoms and that long-term
use prevents or delays osteoporosis. It may also
protect against ischaemic heart disease and
possibly prevent or delay the onset of Alzheimer
disease. The new findings of this small increase in
risk of venous thromboembolism may not change
the overall positive risk/benefit balance of HRT.
Nonetheless, there may be individual cases where
the risks of HRT will exceed the benefits. Venous
thromboembolic complications are likely to be
greater in women with predisposing factors such as
a personal or family history of deep vein thrombosis
or pulmonary embolism, severe varicose veins,
obesity, recent surgery, trauma, immobilization or
prolonged bed-rest. In such cases the use of HRT
should be considered with caution.

On the basis on the findings from all three studies
and other available data, it is concluded that at this
time there is no reason for alarm, and women
without predisposing factors for venous thrombo-
embolism should continue to take HRT.
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Amodiaquine: a case for
reconsideration?
In the late 1970s, amodiaquine was used widely as
an alternative to chloroquine, for both the treatment
and prevention of malaria. However, in the mid-
1980s, cases of agranulocytosis and hepatitis
associated with amodiaquine administration in
malaria prophylaxis were reported, resulting in an
abrupt decline in use of the drug (1, 2). The
frequency of agranulocytosis was subsequently
estimated to be in the order of 1 in 2200 and
serious hepatotoxicity as 1 in 15 650 (3). Fatal
reactions were reported as 1 in 15 500 travellers
taking the drug.

As a consequence of these findings, labelling of the
product was modified to exclude prophylaxis as an
indication and, in 1990, WHO no longer recom-
mended the drug for use in malaria control
programmes (4). In 1993, the WHO Expert
Committee on Malaria rediscussed the issue and
concluded that amodiaquine could be used for the
treatment of malaria provided that risk of infection
outweighs the potential for adverse drug reactions.
However, the Committee did not recommend
amodiaquine for first-line treatment (5).

The question of how to predict and assess the risk
of infection in relation to potential adverse drug
reactions in individual patients cannot be easily
addressed, and countries have differed in their
response to this advice. Several have banned
amodiaquine, whilst others continue to use it as
second or even first-line treatment for uncom-
plicated malaria (6). Moreover, in some countries
amodiaquine is produced locally and is still widely
available, being the cheapest antimalarial drug after
chloroquine. Amodiaquine also has certain
advantages over chloroquine as it is more palatable
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and retains its efficacy in many areas where
chloroquine resistance has been reported.

In light of the global debate on the usefulness of the
drug, a systematic review was made of results from
the 40 randomized clinical trials that have been
carried out on its effectiveness and safety thus far
(6). In the treatment of uncomplicated falciparum
malaria, amodiaquine proved to be significantly
more effective than chloroquine. Time to parasite
clearance was shorter with amodiaquine and fever
clearance times were marginally faster. In com-
parative trials, amodiaquine and sulfadoxine/
pyrimethamine were equally effective on day 7, but
on day 14 and 28 sulfadoxine/pyrimethamine was
slightly better, although fever clearance times were
significantly shorter with amodiaquine. No life-
threatening adverse events or significant shifts in
laboratory parameters were reported, and the rates
of adverse events in controlled clinical trials were
10.7%, 8.8% and 14.3% using amodiaquine,
chloroquine and sufadoxine/pyrimethamine
respectively.

The review group requested supplementary safety
data from the WHO Collaborating Centre for Inter-
national Drug Monitoring in Uppsala and from the
Parke-Davis data base. Some overlap in reported
cases in these two data bases was evident. The
WHO Collaborating Centre had re-ceived 28
reports between 1970 and 1994 on adverse events
affecting white blood cells and the
reticuloendothelial system in association with
amodiaquine, including 17 cases of agranulocytosis
and 7 of granulocytopenia. There were also 21
reports of adverse events affecting the liver and
biliary system. Agranulocytosis and granulocyto-
penia occurred at an average 9 weeks (range
3 – 360 days) after initiation of amodiaquine
treatment. In cases of agranulocytosis alone, time
to onset varied from 48 to 98 days. The Parke-
Davis data from 1985 to 1991 included 42 serious
adverse events reported in association with
amodiaquine chemoprophylaxis. There were 28
cases of agranulocytosis (of which 9 were fatal) and
14 of hepatitis (of which 3 were fatal). Amodiaquine
intake varied between 200 and 700 mg per week
for 3 to 48 weeks. No information on the frequency
of these reactions was given, obviously due to the
lack of data on the total number of drug users.

In short, the review provided evidence that amo-
diaquine is superior to chloroquine in the treatment
of uncomplicated malaria in areas of chloroquine
resistance. However, amodiaquine may only be
marginally better than chloroquine in practice and,
over time, resistance could negate its advantages

(7). In comparison to sulfadoxine/pyrimethamine,
the rapid clinical action of amodiaquine retains
relevance.

Unfortunately, the safety review could not provide
enough conclusive data, and it remains to be seen
whether the risks of agranulocytosis or severe
hepatic toxicity are significantly lower when amo-
diaquine is used for treatment rather than prophy-
laxis. Clarification has not been provided on the risk
of agranulocytosis and whether it is greater during
the first weeks of treatment — as is usual in drug-
induced agranulocytosis — or whether a preceding
signal of neutropenia can be detected with regular
laboratory tests. The possibility remains that
amodiaquine induces an idiosyncratic-type reaction
which is not predictable as a dose- or duration-
related event. It is also not known if discontinuation
of the drug in this phase can save the patient from
severe or fatal agranulocytosis and no data are
available on whether re-exposure to amodiaquine
significantly increases the risk of agranulocytosis.

Further investigation of reported adverse drug
reactions could possibly throw light on some of
these doubts. Whatever the outcome, if
amodiaquine is introduced again, this should be
through "monitored release"  — which will allow
intensive surveillance of its efficacy and safety
through carefully designed prospective studies.
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List No. 9, 1996. The statements indicating action and use are based largely on information supplied by the 
manufacturer. This information is merely meant to provide an indication of the potential use of new substances at the 
time they are accorded Proposed International Nonproprietary Names. WHO is not in a position either to uphold these 
statements orto comment on the efficacy of the action claimed. Because of their provisional nature, these descriptors 
will neither be revised nor included in the Cumulative Lists of INNs. 

Dénominations communes internationales 
des Substances pharmaceutiques (DCI) 
Il est notifié que, conformément aux dispositions de l'article 3 de la Procédure à suivre en vue du choix de 
Dénominations communes internationales recommandées pour les Substances pharmaceutiques les dénominations 
ci-dessous sont mises à l'étude par l'Organisation mondiale de la Santé en tant que dénominations communes 
internationales proposées. L'inclusion d'une dénomination dans les listes de DCI proposées n'implique aucune 
recommandation en vue de l'utilisation de la substance correspondante en médecine ou en pharmacie. 

On trouvera d'autres listes de Dénominations communes internationales proposées (1-73) et recommandées ( 1 -
35} dans la Liste récapitulative No. 9, 1996. Les mentions indiquant les propriétés et les indications des substances 
sont fondées sur les renseignements communiqués par le fabricant. Elles ne visent qu'à donner une idée de 
l'utilisation potentielle des nouvelles substances au moment où elles sont l'objet de propositions de DCI. L'OMS n'est 
pas en mesure de confirmer ces déclarations ni de faire de commentaires sur l'efficacité du mode d'action ainsi décrit. 
En raison de leur caractère provisoire, ces informations ne figureront pas dans les listes récapitulatives de DCI. 

Denominaciones Comunes Internacionales 
para las Sustancias Farmacéuticas (DCI) 
De conformidad con lo que dispone el párrafo 3 del "Procedimiento de Selección de Denominaciones Comunes 
Internacionales Recomendadas para las Sustancias Farmacéuticas", se comunica por el presente anuncio que las 
denominaciones detalladas en las páginas siguientes están sometidas a estudio por la Organización Mundial de La 
Salud como Denominaciones Comunes Internacionales Propuestas. La inclusión de una denominación en las listas 
de las DCI Propuestas no supone recomendación alguna en favor del empleo de la sustancia respectiva en medicina 
o en farmacia. 

Las listas de Denominaciones Comunes Internacionales Propuestas (1-73) y Recomendadas (1-35) se encuentran 
reunidas en Cumulative List No. 9, 1996. Las indicaciones sobre acción y uso que aparecen se basan principalmente 
en la información facilitada por los fabricantes. Esta información tiene por objeto dar una idea únicamente de las 
posibilidades de aplicación de las nuevas sustancias a las que se asigna una DCI Propuesta. La OMS no está 
facultada para respaldaresas indicaciones ni para formular comentarios sobre la eficacia de la acción que se atribuye 
al producto. Debido a su carácter provisional, esos datos descriptivos no deben incluirse en las listas recapitulativas 
de DCI. 



Proposed International Nonproprietary Names: List 76 
Comments on, or formal objections to, the proposed names may be forwarded by any person to the INN Programme 
of the World Health Organization within four months of the date of their publication in WHO Drug Information, i.e., 
for List 76 Proposed INN not later than 15 July 1997. 

Dénominations communes internationales proposées: Liste 76 
Des observations ou des objections formelles à l'égard des dénominations proposées peuvent être adressées par 
toute personne au Programme des Dénominations communes internationales de l'Organisation mondiale de la 
Santé dans un délai de quatre mois à compter de la date de leur publication dans WHO Drug Information, c'est à dire 
pour la Liste 76 de DCI Proposées le 15 juillet 1997 au plus tard. 

Denominaciones Comunes Internacionales Propuestas: Lista 76 
Cualquier persona puede dirigir observaciones u objeciones respecto de las denominaciones propuestas, al 
Programa de Denominaciones Comunes Internacionales de la Organización Mundial de la Salud, en un plazo de 
cuatro meses, contados desde la fecha de su publicación en WHO Drug Information, es decir, para la Lista 76 de 
DCI Propuestas el 15 de julio de 1997 a más tardar. 

Proposed INN 
(Latin, English, French, Spanish) 

DCI Proposée 

DCI Propuesta 

Chemical name or description: Action and use: Molecular formula 
Chemical Abstracts Service (CAS) registry number: Graphic formula 

Nom chimique ou description: Propriétés et indications. Formule brute 
Numéro dans le registre du CAS: Formule développée 

Nombre químico o descripción: Acción y uso: Fórmula empírica 
Número de registro del CAS: Fórmula desarrollada 

abacavirum 
abacavir 

abacavir 

abacavir 

(1S,4R)-4-[2-amino-6-(cyclopropylamino)-9H-purin-9-yl]-2-cyclopentene-
1-methanol 
antiviral 

[(1S,4R)-4-[2-amino-6-(cyclopropylamino)-9H-punn-9-yl]cyclopent-
2-ényl]méthanol 
antiviral 

(1S,4R)-4-[2-amino-6-(ciclopropilamino)~9H-punn-9-il]-2-ciclopenteno-
1 -metanol 
antiviral 

C14H18N6O 136470-78-5 



almotriptanum 

almotriptan 

almotriptan 

almotriptán 

1-[[[3-[2-(dimethylamino)ethyl]indol-5-yI]methyl]sulfonyl]pyrrolidine 
antimigraine, serotonin receptor agonist 

1-[[[3-[2-(diméthylamino)éthyl]-1H-indo]-5-yl]méthy]]sulfonyl]pyrrol¡d¡ne 
antimigraineux, agonista de la sérotonine 

1-[[[3-[2-(dimetilamino)etil]indol-5-il]meti[]sulfoni!]pirrol¡dina 
antimigrañoso, agonista de ios receptores de la serotonina 

C17H25N3O2S 154323-57-6 

amlintidum 
amlintide 

amlintide 

amlintida 

L-lysyl-L-cysteinyl-L-asparagmyl-L-threonyl-L-alanyl-L-threonyl-L-cysteinyl-
L-alanyl-L-threonyl-L-glutaminyl-L-arginyl-L-leucyl-L-alanyl-L-asparaginyl-
L-phenylalanyl-L-leucyl-L-valyl-L-histidyl-L-seryl-L-seryl-L-asparaginyl-
L-asparaginyl-L-phenylalanylglycyl-L-alanyl-L-isoleucyl-L-teucyl-L-seryl-L-seryl-
L-threonyl-L-asparaginyl-L-valylglycyi-L-seryl-L-asparaginyl-L-threonyl-
L-tyrosinamide, cyclic(2-7)-disulfide 
antidiabetic 

(2—7)-disufure cyclique de L-lysyl-L-cystéinyl-L-asparaginyl-L-thréonyl-
L-alanyl-L-thréonyl-L-cystéinyl-L-alanyl-L-thréonyl-L-glutaminyl-L-arginyl-
L-leucyl-L-alanyl-L-asparaginyl-L-phénylaianyl-L-leucyl-L-valyl-L-histidyJ-L-séryl-
L-séryl-L-asparaginyl-L-asparaginyí-L-phénylalanyl-glycyl-L-alanyl-L-isoleucyl-
L-leucyl-L-séryl-L-seryl-L-thréonyl-L-asparaginyl-L-valyl-glycyl-L-séryl-
L-asparaginyl-L-thréonyl-L-tyrosinamide 
antidiabétique 

(2-7)-disulfuro cíclico de L-lisil-L-cisteinil-L-asparaginil-L-treonil-L-alanil-
L-treonil-L-císteinil-L-alanil-L-treonil-L-glutaminil-L-arginil-L-leucikL-alanil-
L-asparaginil-L-fenilalanil-L-leucil-L-valil-L-histidil-L-senl-L-seril-L-asparaginil-
L-asparaginil-L-fenilalanilglicil-L-alanil-L-isoleucil-L-leucil-L-seríl-L-seril-
L-treonil-L-asparaginil-L-valilglicil-L-seríl-L-asparaginil-L-treonil-
L-lirosínamida 
antidiabético 

C 1 6 5 H 2 6 1 N 5 1 O 5 5 S 2 122384-88-7 



avitriptanum 
avitriptan 

avitriptan 

avitriptán 

3-[3-[4-(5-rnethoxy-4-pyrimidinyl)-1-piperazinyl]propyl]-/V-methylindole-
5-methanesulfonamide 
antimigraine, serotonin receptor agonist 

[3-[3-[4-(5-méthoxypyrimidin-4-yl)pipérazin-1-yl]propyl]-1W-indol-5-yl]-
N-méthylméthanesulfonamide 
antimigraineux, agoniste des récepteurs de la sérotonine 

3-[3-[4-(5-metoxi-4-pirimidinil)-1-piperazinil]propil]-N-metilindal-
5-metanosulfonamida 
antimigrañoso, agonista de los receptores de la serotonina 

C22H30N6O3S 151140-96-4 

balaperidonum 
balaperidone 

balapéridone 

balaperidona 

(+)-3-[2-[(1S,5R,6S)-6-(p-fiuorophenyl)-3-azabicyclo[3.2.0]hept-3-yl]ethyl]-
2,4(1H,3H)-quinazolinedione 
antipsychotic 

(+)-3-[2-[(1S,5R,6S)-6-{4-(luorophényl)-3-azabicyclo[3.2.0]hept-3-yl]éthyl]= 
quinazoline-2,4(1 H,3H)-dione 
psychotrope 

(+)-3-[2-[(1S,5R,6S)-6-(p-fluorofenil)-3-azabiciclo[3.2.0]hept-3-il]etil]-
2,4(1H,3H)-quinazolinadiona 
antipsicótico 

C22H22FN3O2 156862-51-0 



bamaquimastum 
bamaquimast 

bamaquimast 

bamaquimast 

3-(3-hydroxypropyl)-1 -propyl-2(1H)-quinoxalinone methylcarbamate (ester) 
antiasthmatic 

méthylcarbamate de 3-(3-oxo-4-propyl-3,4-dihydroquinoxalin-2-yl)propyle 
antiasthmatique 

metilcarbamato(éster) de 3-(3-hidroxipropil)-1-propil-2(1H)-quinoxalinona 
antiasmático 

C16H21N3O3 135779-82-7 

basiliximabum 
basiliximab 

basiliximab 

basiliximab 

immunoglobulin G 1 (human-mouse monoclonal CHI621 heavy chain anti-
human interleukin 2 receptor), disulfide with human-mouse monoclonal 
CHI621 light chain, dimer 
immunomodulator 

immunoglobuline G 1 (chaîne lourde de l'anticorps monoclonal chimérique 
homme-souris CHI621 dirigé contre le récepteur humain de l'interleukine 2), 
dimère du disulfure avec la chaîne légère de l'anticorps monoclonal 
chimérique homme-souris CHI621 
immunomodulateur 

inmunoglobulina G 1 (cadena pesada del anticuerpo monoclonal quimérico 
hombre-ratón CHI621 dirigido contra el receptor humano de la 
interleuquina 2). dimero del disulfuro con la cadena ligera del 
anticuerpo monoclonal quimérico hombre-ratón CH1621 
inmunomodulador 

179045-86-4 

bimoclomolum 
bimoclomol 

bimoclomol 

bimoclomol 

(±)-N-(2-hydroxy-3-ptpendinopropoxy)nicotinimidoylchloride 
adjunctive antidiabetic agent 

chlorure de N-[(2RS)-2-hydroxy-3-(pipéridin-1-yl)propoxy]pyndin-
3-carboximidoyle 
adjuvant d'antidiabétiques 

cloruro de (±)-N-(2-hidroxi-3-pipendinopropoxi)nicotinimidoil 
tratamiento coayudante en la diabetes 



C14H20CIN3O2 130493-03-7 

blonanserinum 
blonanserin 

blonansérine 

blonanserina 

2-(4-ethyl-1-piperazinyl)-4-(p-fluorophenyl)-5,6,7,8,9,10-hexahydrocyclo^ 
octa[b]pyridine 
antipsychotic 

2-(4-éthylpipérazin-1-yl)-4-{4-fluorophényl)-5,6,7,8,9,10-hexahydrocyclo= 
octa[b]pyridine 
psychotrope 

2-(4-etil-1-piperazinil)-4-(p-fluorofenil)-5,6,7,8,9,10-hexahidrociclo= 
octa[b]piridina 
antipsicótico 

C23H30FN3 132810-10-7 

brasofensinum 
brasofensine 

brasofensine 

brasofensina 

3β-(3,4-dichlorophenyl)-1αH,5αH-tropane-2a-carboxaldehyde 
(E)-(O-methyloxime) 
antiparkinsonian 

(1R,2R,3S,5S)-3-(3,4-dichlorophényl)-8-méthyl-8-azabicyclo[3.2.1]octane-
2-carbaldéhyde (E)-O-méthyloxime 
antiparkinsonien 

3β-(3,4-diclorofenil)-1αH,5αH-tropano-2α-carboxaldehído (E)-(O-metiloxima) 
antiparkinsoniano 

C16H20CI2N2O 171655-91-7 



brinzolamidum 
brinzolamide 

brinzolamide 

brinzolamida 

(R)-4-(ethylamino)-3,4-dihydro-2-(3-rnethoxypropyl)-2H-thieno[3,2-e]-
1.2-thiazine-6-suIfonamide 1,1-dioxide 
carbonic anhydrase inhibitor 

(4R)-4-(éthyIamino)-2-(3-méthoxypropyl)-3,4-dihydro-2H-tíiiéno[3,2-e] 
1.2-thiazine-6-sulfonamide 1,1-dioxyde 
inhibiteur de l'anhydrase carbonique 

(R)-4-(etilamino)-3,4-dihidro-2-{3-metoxipropil}-2H-tieno[3,2-e]-
1.2-tiazma-6-sulfonamida 1,1-dióxido 
inhibidor de la anhidrasa carbónica 

C12H21N3O5S3 138890-62-7 

cevimelinum 

cevimeline 

céviméline 

cevimelina 

(±)-cis-2-methylspiro[1,3-oxathiolane-5,3'-quinLiclidine] 
nootropic agent 

(3RS,2'RS)-2'-méthylspiroIl-azabicyclop[2,2,2]octane-S.S'-Cl^loxathiolane] 
nootrope 

(±)-cis-2-metilespiro[1,3-oxatiolano-5,3'-quinuchdina] 
nootropo 

C10H17NOS 107233-08-9 

cizolirtinum 

cizolirtine 

cizolirtine 

cizolirtina 

(±)-5-[a-[2-(dimethylamino)ethoxy]benzyl]-1-methylpyrazole 
analgesic 

N,N-diméthyl-2-[(RS)-(1-mélhyl-1H-pyrazol-5-yl)phénylméthoxy]éthanamine 
analgésique 

{±)-5-[α-[2-(dimetilam¡no)etaxi]bencil]-1-melilpírazol 
analgésico 



C15H21N3O 142155-43-9 

and enantiomer 
et l'énantiomère 
y enantiómero 

dalcotidinum 
dalcotidine 

dalcotidine 

dalcotidina 

1-ethyl-3-[3-[(α-piperidino-m-tolyl)oxy]propyl]urea 
antiulcer agent, histamine-H2 receptor antagonist 

1 -éthyl-3-[3-[3-[(pipéridin-1 -yl)méthyl]phénoxy]propyl]urée 
antiulcéreux, antagoniste des récepteurs H2 de l'histamine 

1-etil-3-[3-[(α-piperidino-m-tolil)oxi]propil]urea 
antiulceroso, antagonista de los receptores H2 de la histamina 

C18H29N3O2 120958-90-9 

daniplestimum 
daniplestim 

daniplestim 

daniplestim 

14-L-alanine-18-L-isoleucine-25-L-histidine-29-L-arginine-32-L-asparagine-
37-L-proline-42-L-senne-45-L-methionine-51-L-arginine-55-L-threonine-
59-L-leucine-62-L-valine-67-L-histidine-69-L-glutamic acid-73-glycine-
76-L-alanine-79-L-arginine-82-L-glutamine-a7-L-serine-93-L-serine-
98-L-isoleucine-101-L-alanine-105-L-glutamine-109-L-glutamic acid-
116-L-valine-120-L-glutamine-123-L-glutamic acid-14-125-interleukin 3 
(human clone D11 reduced) 
immunomodulator 

[14-L-alanine-18-L-isoleucine-25-L-histidine-29-L-arginine-32-L-asparagine-
37-L-proline-42-L-sérine-45-L-méthionine-51-L-arginine-55-L-thréonine-
59-L-leucine-62-L-valine-67-L-histidine-69-acide L-glutamique-73-glycine-
76-L-alanine-79-L-arginine-82-L-glutamine-87-L-sérine-93-L-sérine-
98-L-isoleucine-101-L-alanine-105-L-glutamme-109-acide L-glutamique-
116-L-valine-120-L-glutamine-123-acide L-glutamique]-14-125-interleukin 3 
(clone humain D11 précurseur de la partie protéique réduite) 
immunomodulateur 

[14-L-alanina-18-L-isoleucina-25-L-histidina-29-L-arginina-32-L-asparagina-
37-L-prolina-42-L-serina-45-L-metionina-51-L-arginina-55-L-treonina-
59-L-leucine-62-L-valina-67-L-histidina-69-ácido L-glutámico-73-glicina-
76-L-alanina-79-L-arginma-82-L-glutamina-B7-L-serina-93-L-serina-
98-L-isoleucina-101-L-alanina-105-L-glutamina-109-acido L-glutámico-
116-L-valina-120-L-glutamina-123-ácido L-glutámico]-14-125-interleuquina 3 
(clon humano D11 precursor de la fracción proteica reducida) 
inmunomodulador 



dexefaroxanum 

dexefaroxan 

dexéfaroxan 

dexefaroxan 

C564H909N161O166S5 161753-30-6 

(+)-(R)-2-(2-ethyl-2,3-dihydro-2-benzofuranyl)-2-imidazoline 
α-adrenoreceptor antagonist 

(+)-2-[(2R)-2-éthyl-2,3-dihydrobenzofuran-2-ylH.5-dihydro-1H-imidazole 
antagoniste des récepteurs α-adrénergiques 

(+)-(R)-2-{2-etil-2,3-dihidro-2-benzofuranil)-2-imidazolina 
antagonista de los receptores α-adrenérgicos 

elacridarum 
elacridar 

élacridar 

elacridar 

4'-[2-(3,4-dihydro-6,7-dimethoxy'2(1/-0-ïsoquinolyl)ethyl]-5-methoxy-9-oxo-
4-acridancarboxanilide 
multidrug resistant inhibitor, antineoplastic 

N-[4-[2-(6,7-diméthQxy-3,4-dihydraisoquino[éin-2(1H)-yl)éthyl]phényl]-
5-méthoxy-9-oxo-9,10-d¡hydraacndine-4-carboxamide 
inhibiteur de la multirésistance aux médicaments antinéoplasiques 

4'-[2-(3,4-dihidro-6,7-dimetoxi-2(1H)-isoquinolil)e(il]-5-metoxi-9-oxo-
4-acridancarboxanilida 
inhibidor de la resistencia a multiples fármacos antineoplásico 

C34H33N3O5 143664-11-3 



eldaclmibum 
eldacimibe 

eldacimibe 

eldacimiba 

cyclic isopropylidene [(3,5-di-tert-butyl-4-hydroxyanilino)[hexyl= 
(p-neopentylbenzyl)amino]methylene]malonate 
antihyperlipidaemic 

5-[[[3,5-bis(1,1-diméthyléthyl)-4-hydroxyphényl]amino][[4-(2,2-diméthyl= 
propyl)benzyl]hexylamino]méthylène]-2,2-diméthyl-1,3-dioxane-4,6-dione 
antihyperlipémiant 

[(3,5-di-terc-butíl-4-hidroxianilino)[hexil(p-neopentilbencil)amino]-
metileno]malonato cíclico de isopropilideno 
antihiperlipémico 

C39H58N2O5 141993-70-6 

eperezolidum 
eperezolid 

épérézolide 

eperezolida 

N-[[(S)-3-[3-fluoro-4-(4-glycoloyl-1-piperazinyl)phenyl]-2-oxo-
5-oxazohdinyl]methyl]acetamide 
antibacterial 

N-[[(5S)-3-[3-fluoro-4-[4-(2-hydroxyacétyl)pipérazin-1-yl]phényl]-
2-oxooxazolidin-5-yl]méthyl]acétamide 
antibactérien 

N-[[(S)-3-[3-fluoro-4-(4-glicoloil-1-piperazinil)fenil]-2-oxo-
5-oxazolidinil]nnetil]acetamida 
antibacteriano 

C18H23FN4O5 165800-04-4 



esatenololum 

esatenolol 

ésaténolol 

esatenolol 

2-[p-[(2S)-2-hydroxy-3-(isopropylamino)propoxy]phenyl]acetamide 
β-adrenoceptor antagonist 

2-[4-[(2S)-2-hydroxy-3-[(1-méthyléthyl)amino]propoxy]phényl]acétamide 
antagonistes des récepteurs β-adrénergiques 

2-[p-[(2S)-2-hidroxi-3-(isopropilamino)propoxi]fenil]acetamida 
antagonista de los receptores β-adrenérgicos 

C14H22N2O3 93379-54-5 

faralimomabum 
faralimomab 

faralimomab 

faralimomab 

immunoglobulin G 1 (mouse monoclonal 64G12 γ1-chain anti-human 
interferon receptor), disulfide with mouse monoclonal 64G12 light chain, 
dimer 
immunomodulator 

irnmunoglobuline G 1 (chaîne γ1 de l'anticorps monoclonal de souris 
(64G12) dirigé contre le récepteur humain des interférons de type I), dimère 
du disulfure avec la chaîne légère de l'anticorps monoclonal de souris 
64G12 
immunomodulateur 

inmunoglobulina G 1 (cadena γ1 del anticuerpo monoclonal de ratón (64G12) 
dirigido contra el receptor humano de los interferones de tipo I), dimero del 
disulfuro con la cadena ligera del anticuerpo monoclonal de ratón 64G12 
inmunomodulador 

167816-91-3 

gacyclidinum 

gacyclidine 

gacyclidine 

gaciclidina 

1-[cis-2-methyl-1-(2-thienyl)cyclohexylipiperidine 
NMDA receptor antagonist 

1 -[(1RS,2SR)-2-méthyl-1 -(thiophén-2-yl)cyclohexyl]pipéridine 
antagoniste des récepteurs du NMDA 

1-[cis-2-metil-1-(2-tienil)ciclohexiI]piperidina 
antagonista de los receptores de NMDA 

C16H25NS 68134-81-5 




