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General Information

Peptic ulceration: revolutionary
changes in management
Two decades ago, medical treatment of peptic
ulceration was limited to sustained and burden-
some use of antacids supplemented by anti-
cholinergic agents and, more speculatively,
changes in diet and lifestyle. Healing was an
uncertain process; recurrence and relapse were
common; scarring often resulted in gastric outlet
obstruction; while haemorrhage and perforation
were frequent life-threatening events. For many
patients, elective surgery offered the only tangible
prospect of relieving long-standing dyspeptic pain,
or of averting major complications. However, the
results of resection and restructuring were often
marred by complications, including recurrence of
ulceration at the gastro-enterostomy stoma.

The underlying causes of the autodigestion of the
stomach lining that results in non-malignant peptic
ulceration of the stomach, duodenum, or lower
oesophagus remained obscure. Secretion of acid
was recognized as an essential prerequisite, but
whereas duodenal ulceration was shown to be
strongly associated with raised or high-normal
output of acid, this relationship was not found to
apply to gastric ulceration which was tentatively
attributed to impaired “mucosal resistance”. On the
basis of these two postulated mechanisms a range
of highly effective ulcer-healing drugs has been
developed.

The management of these diseases has more
recently been revolutionized with the discovery that
much gastritis and peptic ulceration is causally
associated with chronic bacterial infection. Anti-
microbial therapy has become the mainstay of
treatment; suppression of gastric acid production
has become of secondary importance; and, for the
first time, short-term therapy now holds the
prospect of prolonged remission for the vast
majority of patients — and at a cost that is
minuscule compared to that of the prolonged
maintenance therapy which was required in the
past.

Antisecretory agents and
other ulcer-healing drugs
The conventional ulcer-healing drugs comprise a
varied array of compounds. Some, based upon
chelates of bismuth (1) or aluminium (2), appear to
protect the mucosal surface, either mechanically or,
perhaps, by promoting secretion of prostaglandins
or bicarbonate.  Others, collectively described as
antisecretory agents, specifically and reversibly
reduce production of acid by the gastric parietal
cells. These include pirenzipine — a selective anti-
muscarinic agent which does not cross the blood-
brain barrier and which inhibits vagally activated
production of acid and pepsin at dosages which
have relatively little effect on other parasympa-
thetic functions. Similarly effective are the H

2-
receptor antagonists — cimetidine (3), ranitidine
(4), famotidine (5), and nizatidine (6) — which
reversibly reduce output of gastric acid by blocking
histamine H2 receptors. More recently introduced
are the “proton pump” inhibitors, exemplified by
omeprazole, lansoprazole and pantoprazole, which
block adenosine triphosphatase-driven hydrogen/
potassium exchange within the parietal cells (7).
These substances are the most effective inhibitors
of acid production that have yet been devised. In
most, but not all studies, they have induced healing
of duodenal ulcers more rapidly than H

2- receptor
antagonists (7), but this advantage is less apparent
in gastric ulcer (8). Omeprazole has been used with
particular success in treating severe fibrosing and
erosive oesophagitis (9,10), a condition in which
treatment with H

2 -receptor antagonists is often
disappointing (11).

The inherent limitation of monotherapy with ulcer-
healing drugs — and the antisecretory agents, in
particular — is that, with the exception of bismuth
compounds, their effect is evanescent. Risk of
relapse is reduced only for as long as maintenance
therapy is continued (12). Most of the theoretical
concerns regarding the safety of long-term anti-
secretory therapy — which included increased risk
of intestinally transmitted infections, hypergastrin-
aemia, argyrophil-cell proliferation, carcinoid
formation and neoplastic change (13, 14) — remain
unconfirmed. However, the available information is
incomplete: only recently has a case-control study
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indicated that treatment with omeprazole is asso-
ciated with a substantially increased risk of cam-
pylobacter gastroenteritis (15).

The role of Helicobacter pylori in
peptic ulceration
Fundamental therapeutic advances have been swift
to follow epidemiological demonstration that — after
exclusion of a substantial number of cases related
to the use of anti-inflammatory drugs (16, 17) —
both atrophic gastritis and peptic ulceration are
strongly associated with antral infection by Helico-
bacter pylori (18).

Formerly known as Campylobacter pylori, H. pylori
is a spiral facultative anaerobic bacillus which
causes chronic antral gastritis by invading the
submucous layer of the gastric epithelium (19, 20).
In most cases the infection remains symptomless
throughout the life of the host. However, it is found
in more than 90% of patients with duodenal ulcer
and up to 75% of patients with gastric ulcer (18).
The infection has also been associated with a ten-
fold increase in the incidence of precancerous
metaplastic changes in the gastric mucosa (21, 22)
and, far more speculatively, with coronary heart
disease (23).

Diagnosis of H. pylori infection was initially de-
pendent upon histological examination or culture of
tissue obtained by endoscopic biopsy. However,
non-invasive breath tests have since been
developed, which are claimed to be reliable, and
which are based upon the exceptionally high
urease activity of H. pylori and the consequent
formation of ammonia from urea (24).

Three lines of evidence suggest that H. pylori
infection is causally rather than opportunistically
related to the majority of cases of peptic ulcer
disease: the strong association between infection
and ulceration (18, 25, 26);  a considerable body of
evidence that eradication of H. pylori can cure
gastritis (27) and markedly decrease the rate of
recurrence of peptic ulcer disease (28); and
evidence that an abnormally high parietal cell mass
(29) and persisting H. pylori infection subsequent to
treatment (30–34) are the major determinants of
both ulcer recurrence and ulcer complications.

In part, at least, it is possible that H. pylori pre-
disposes to peptic ulceration by increasing gastric
acid output. The high basal and stimulated acid
outputs of patients with H. pylori infection and
duodenal ulcer have been claimed to return to
normal values after eradication of the infection (35).

Eradication of H. pylori
As a result of much empirical clinical investigation it
has been shown that various antimicrobial drugs
possess activity against H. pylori. Most experience
has been gained with bismuth subsalicylate or sub-
citrate, metronidazole, tetracycline, and clarithro-
mycin (a macrolide antibiotic). H. pylori infection is
rapidly, but temporarily, suppressed by each of
these drugs but, used singly, none confers lasting
and reliable elimination of infection (36–43). More-
over, resistance to metronidazole and clarithro-
mycin — but not to bismuth compounds or tetra-
cycline — develops rapidly during monotherapy
(44).

Improved success rates (40, 45, 46) and suppres-
sion of resistance (44, 47) has been reported when
these drugs are used in combination. Precise
comparisons between different regimens cannot be
made with confidence given a lack of prospective
randomized studies. None the less, there is general
agreement that “triple therapy” with bismuth sub-
citrate 240 mg, metronidazole 250 mg, and tetra-
cycline 500 mg, each four times daily for two weeks
combines high efficacy with low cost (48–52). Using
this regimen, infection has been eliminated in 85%
to 95% of cases (53). Where strains resistant to
metronidazole are prevalent (47, 54), clarithro-
mycin has been substituted with success. Amoxi-
cillin has been substituted for tetracycline in some
studies, but it seems this may result in significant
loss of efficacy (49).

Many patients who have received triple therapy
were treated for 14 days, but it is claimed that no
clear advantage accrues from extending treatment
beyond one week (49, 55, 56). This is important
since about half the treated patients are poorly
tolerant of the gastrointestinal disturbances —
nausea, vomiting and diarrhoea — caused by
metronidazole and tetracycline, and to a lesser
extent by clarithromycin and amoxicillin (49, 57–
59). Clarithromycin can also cause a disturbance of
taste that some patients find intolerable, while
bismuth subsalicylate temporarily turns the tongue
and stools black (60).

Little has been published on the antimicrobial
actions of either metronidazole or of bismuth
subsalicylate and subcitrate in this context. The
efficacy of metronidazole is predictable, since
nitroimidazoles are selectively taken up by
anaerobic bacteria in which they are reduced to
products that disrupt DNA and inhibit nucleic acid
synthesis. Quite unanticipated was the finding
obtained in several independent studies that

General Information
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colloidal bismuth subcitrate is as effective in the
short term in healing recently-diagnosed or chronic
duodenal ulcer as the H2-receptor antagonists,
cimetidine and ranitidine (1). Like salts of other
heavy metals, these bismuth salts have a non-
specific antimicrobial effect (61–63). It remains
uncertain whether, as is often assumed, they
directly protect ulcerated mucosa (64, 65) and they
have more recently been accredited with other
properties, any of which could provide a basis for
their clinical effect. They are claimed to reduce
production of pepsin, but not of acid (66); to interact
with gastric glycoproteins to form a complex that
creates a barrier to hydrogen ion diffusion (64); to
block adhesion of H. pylori to glycerolipid receptors
in the gastric epithelium (67); to stimulate secretion
of anti-inflammatory prostaglandins (68, 69); and to
inhibit a proteolytic enzyme secreted by H. pylori
(70).

Antimicrobials versus antisecretory agents
The results of many independent studies demon-
strate that both duodenal ulcers and gastric ulcers
unrelated to anti-inflammatory drugs are healed as
effectively by antimicrobial therapy as by anti-
secretory agents. The overwhelming advantage of
H. pylori eradication with antimicrobials is that a
short-term treatment regimen greatly reduces ulcer
relapse rates (71). This protective effect has been
shown to persist in the case of duodenal ulcer for at
least 7 years (72).

Antisecretory agents including omeprazole and H2-
receptor antagonists reduce relapse rates only for
as long as they are given as maintenance therapy.
They do not eradicate H. pylori (73, 74) and they
may even aggravate the gastritis associated with
antral infection (75–77). Perhaps for this reason,
pretreatment with omeprazole has been shown to
decrease the efficacy of anti-microbial therapy in
some situations (78) but not in others (79). This
disadvantage, however, has not been evident when
antisecretory agents are given simultaneously with
antimicrobials. Indeed, the addition of omeprazole
to triple therapy has been found in several studies
to improve efficacy — with cure rates rising over
95% in 7-day regimens (56, 79–81) — even in the
presence of metronidazole-resistant strains (56,
81).

The somewhat marginal advantages gained by
adding an antisecretory agent to the basic “triple
therapy” increases the daily drug costs by some
tenfold (60). The American College of Gastro-
enterology has suggested that these more costly

regimens might be reserved particularly for
refractory or large H. pylori-positive ulcers (52). The
US Food and Drug Administration has recently
approved a combination of clarithromycin with
omeprazole for eradication of H. pylori. This
regimen, it has been noted (60), offers no
advantage in effectiveness over less expensive
combinations. It may, however, be better tolerated
than multiple antibiotic regimens, and the smaller
number of tablets required may improve
compliance.

Clinical management of peptic
ulceration and dyspepsia
The American College of Gastroenterology has
recently issued a consensus statement (52) which
concludes that antimicrobial therapy is now
indicated for all H. pylori-infected ulcer patients.
Given the very high prevalence of H. pylori infection
in patients with uncomplicated duodenal ulcer, and
the substantial incidence of false-negative results
obtained with the currently available routine
diagnostic tests for H. pylori (24), it concludes that
empirical treatment — given without demonstration
of infection — is warranted in this situation.

In contrast, the statement underscores the need
always to exclude the possibility of malignant
ulceration by direct endoscopic inspection and
biopsy before treating even benign-appearing
gastric ulcers (82, 83) and to ensure that these
patients are followed up until it is evident that they
have responded well to antimicrobial therapy.

Advice on the management of new-onset dyspepsia
is less precise because adequate comparative data
are not available on the various options (84, 85).
Nonsteroidal anti-inflammatory drugs, if they are
being taken, should be withdrawn at least for a trial
period pending reassessment. Immediate endo-
scopic or radiological investigation should be pro-
posed to any patient in whom there is suspicion of
gastric malignancy, including all patients aged over
50 years (86). However, for younger patients who
test positive for H. pylori infection in a non-invasive
test, a trial of antimicrobial therapy is proposed as a
cost-saving option, since full investigation can then
be directed only to those patients whose symptoms
subsequently recur (87, 88).

It is acknowledged, however, that the response to
antimicrobials in dyspeptic patients without a
demonstrable ulcer is unpredictably variable (89).
Empirical antimicrobial therapy for dyspeptic
symptoms without H. pylori testing is strongly
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discouraged, particularly where the prevalence of
H. pylori infection is relatively low among younger
dyspeptic patients, on the grounds that the
treatment is not always well tolerated, and that
widespread and indiscriminate use of antibiotics
favours the emergence of resistant organisms.

Towards the development of a vaccine
Yet another step aimed to simplify and enhance
protection against H. pylori infection is now well
advanced. Phase II studies of an oral vaccine
intended to prevent reinfection and to stimulate
immunity in uninfected persons are now in progress
both in Switzerland and in the United States (90).
The product contains a purified urease antigen
produced from a cloned H. pylori urease gene
together with a mucosal adjuvant. Oral immuniza-
tion is reported to have consistently protected
animals against infection and to have cured
established infections. The hope is that, in due
course, it will become available for routine use and
provide a high degree of protection against gastric
carcinoma as well as peptic ulceration.
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7-[4-[4-(2,3-dichlorophényl)pipérazin-1-yl]butoxy]-3,4-dihydroquinoléin-
2(1H)-one 
antipsychotique 

7-[4-[4-(2,3-diclorofenil)-1-piperazinil]butoxi]-3,4-dihidrocarbostiril 
antipsicótico 

C23H27Cl2N3O2 129722-12-9 

arofyllinunn 

arofylline 

arofylline 

arofilina 

3-(p-chlorophenyl)-1-propylxanthine 
antiasthmatic 

3-(4-chlorophényl)-1-propyl-3,7-dihydro-1H-purine-2,6-dione 
antiasthmatique 

3-(p-clorofenil)-1 -propilxantina 
antiasmático 

C14H13CIN4O2 136145-07-8 

atiprimodum 

atiprimod 

atiprimod 

atiprimod 

2-[3-(diethylarnino)prDpyl]-8,B-dipropyl-2-azaspiro[4.5]decane 
immunomodulator 

3-[8,8-dipropyl-2-azaspiro[4.5]déc-2-yl]-/V,W-diéthylpropan-1-amine 
immunomodulateur 

2-[3-(dietilamino)propil]-8,a-dipropil-2-azaspiro[4.5]decano 
inmunomodulador 



C22H44N2 123018-47-3 

bectumomabum 
bectumomab 

bectumomab 

bectumomab 

immunoglobulin G 2a (mouse monoclonal IMMU-LL2 Fab' fragment 
γ-chain anti-human antigen CD 22), disulfide with mouse monoclonal 
IMMU-LL2 light chain 
diagnostic agent 

immunoglobuline G 2a {chaîne γ du fragment Fab' de l'anticorps monoclonal 
de souris IMMU-LL2 anti-antigène CD 22 humain), disulfure avec la chaîne 
légère de l'anticorps monoclonal de souris IMMU-LL2 
produit à usage diagnostique 

immunoglobulina G 2a {cadena y del fragmento Fab' del anticuerpo mono­
clonal de ratón IMMU-LL2 anti-antígeno CD 22 humano), disulfuro con la 
cadena ligera del anticuerpo monoclonal de ratón IMMU-LL2 
agente de diagnóstico 

158316-63-9 

beloxepinum 
beloxepin 

béloxépine 

beloxepina 

(±)-c/s-1,3,4,13b-tetrahydro-2,10-dimethyldibenz[2,3:6,7]oxepino^ 
[4,5-c]pyridin-4a(2H)-ol 
antidepressant 

(4aRS.13bRS)-2,10-diméthyI-1,3,4,13b-tétrahydrodibenzo[2,3:6,7]oxépino= 
[4,5-c]pyridin-4a(2H)-ol 
antidépresseur 

(±)-cis-1,3,4,13b-tetrahidro-2,10-dimetildibenz[2,3:6,7]oxepino= 
[4.5-c]pindm-4a(2H)-ol 
antidepresivo 

C19H21NO2 135923-30-2 



bemiparinum natricum 
bemiparin sodium 

bémiparine sodique 

berniparina sódica 

Sodium salt of depolymerized heparin obtained by alkaline degradation of 
quaternary ammonium salt of heparin from pork intestinal mucosa; the 
majority of the components have a 2-O-sulfo-4-enepyranosuronic acid 
structure at the non-reducing end and a 2-N,6-O-disulfo-D-glucosamine 
structure at the reducing end of their chain; the average relative molecular 
mass is about 3600 (3000 to 4200); the degree of sulfatation is about 2 per 
disaccharidic unit. 
anticoagulant 

Sel de sodium d'héparine dépolymérisée obtenue par fragmentation alcaline 
d'un sel d'ammonium quaternaire d'héparine de muqueuse intestinale de 
porc. La majorité des composants présentent une structure acide 2-O-sulfo-
4-ènepyranosuronique à l'extrémité non réductrice et une structure 
2-N,6-O-disulfo-D-glucosamine à l'extrémité réductrice de leur chaîne. 
La masse moléculaire relative moyenne est voisine de 3600 (3000 à 4200). 
Le degré de sulfatation est voisin de 2 par unité disacchande. 
anticoagulant 

Sal de sodio de heparina despolimerizada obtenida por fragmentación 
alcalina de una sal de amonio cuaternario de heparina de mucosa intestinal 
de cerdo. La mayoría de ios componentes presentan una estructura ácido 
2-O-sulfo-4-enopiranosuránico en el extremo no reductor y una estructura 
2-N,6-O-disulfo-D-glucosamina en el extremo reductor de su cadena. La 
masa molecular relativa media es aproximadamente 3600 (de 3000 a 4200). 
El grado de sulfatación es aproximadamente 2 por unidad de disacárido. 
anticoagulante 

9041-08-1 

cemadotinum 
cemadotin 

cémadotine 

cemadotina 

N,N-dimethyl-L-valyl-L-valyl-N-methyl-L-valyl-L-prolyl-W-benzyl-L-prolinamide 
antineoplastic 

(N,N-diméthyl-L-valyl)-L-valyl-(N-méthyl-L-valyl)-L-prolyl-(yV-benzyl-
L-prolinamide) 
antinéoplasique 

N,N-dimetil-L-valil-L-valil-N-metil-L-valil-L-prolil-/V-bencil-L-prolinamida 
antineoplásico 

C35H56N6O5 159776-69-9 



choriogonadotropinum alfa 
choriogonadotropin alfa 

choriogonadotropine alfa 

coriogonadotropina alfa 

human chorionic gonadotropin, giycoform α 
α-subunit: 
chorionic gonadotropin (human α-subunit protein moiety reduced) 
β-subunit: 
chorionic gonadotropin (human β-subunit protein moiety reduced) 
hormone 

gonadotropine chorionique humaine, forme giycosylée α 
sous-unité a: 
gonadotropine chorionique (partie protéique réduite de la sous-unité α 
humaine) 
sous-unité p. 
gonadotropine chorionique (partie protéique réduite de la sous-unité β 
humaine) 
hormone 

gonadotropina coriónica humana, glicoforma α 
subunidad α 
gonadotropina coriónica (fracción proteica reducida de la subunidad α 
humana) 
subunidad β: 
gonadotropina coriónica (fracción proteica reducida de la subunidad β 
humana) 
hormona 

clevidipinum 
clevidipine 

clévidipine 

clevidipino 

(±l-hydroxymethyl methyl 4-(2,3-d¡chlorophenyl)-1,4-dihydro-2,6-dimethyl-
3,5-pyridinedicarboxylate, butyrate (ester) 
calcium channel blocker 

(4RS)-4-(2,3-dich]orophényl)-2.6-diméthyl-l,4-dihydropyridine-
3,5-dicarboxylate de butanoyloxyméthyle et de méthyle 
antagoniste calcique 

(±)-4-(2,3-diclorofenil)-1,4-d[hidro-2,5-dimetil-3,5-piridinadicarboxilato de 
butirilaximelilo y metilo 
antagonista del calcio 



C21H23CI2NO6 166432-28-6 

Cl 

deltibantum 
deltibant 

deltibant 

deltibant 

D-arginyl-L-arginyl-L-prolyl-trans-4-hydroxy-L-prolylglycyl-L-phenylalanyl-
L-cysteinyl-D-phenylalanyl-L-leucyl-L-arginine, 7,7'-bis(sultide) with 
(2R, 2'S)-N,N'-hexarnethylenebis[2-mercaptosuccinimide] 
bradykinin receptor antagonist 

S7,S7'-[hexane-1,6-diylbis[(3H3'S)-2,5-dioxopyrrolidin-1,3-diyl)]bis[D-arginyl-
L-arginyl-L-prolyl-[(4R)-4-hydroxy-L-prolyl]-glycyl-L-phénylalanyl-L-cystéinyl-
L-phénylalanyl-L-leucyl-L-arginine] 
antagoniste de récepteurs de la bradykinine 

D-argini]-L-arginil-L-prolil-trans-4-hidroxi-L-prolilglicil-L-fenilalanil-
L-cisteinil-D-fenilalanil-L-leucil-L-arginina, 7,7'-bis(sulfuro) con 
(2R,2'S)-N,N'-hexamelilenbis[2-mercaptosuccinimida] 
antagonista de los receptores de bradiquinma 

C128H194N40O28S2 140661-97-8 

donepezilum 
donepezil 

donépézil 

donepezilo 

{±)-2-[(1-benzyl-4-piperidyl)methyl]-5,6-dimethoxy-1-indanone 
nootropic agent 

(2RS)-2-[(1-benzyl pipéridin-4-yl)méthyl]-5,6-diméthoxy-2,3-dihydro-1H-indén-
1-one 
nootrope 

(±)-2-[(1 -bencil-4-pipendil)metil]-5,6-dimetoxi-1 -indanona 
nootropo 



C24H29NO3 120014-06-4 

and enantiomer 
et l'énantiomère 
y enantiómero 

dronedaronum 
dronedarone 

dronédarone 

dronedarona 

N-[2-butyl-3-[p-[3-{dibulytamino)propoxy]benzoy[]-5-benzofuranyl]-
melhanesulfonamide 
antianginal, antiarrhythmic 

N-[2-butyl-3-[4-[3-(dibutylamino)propoxy]benzoyI]benzofuran-
5-yl] méthanesulfonamide 
antiangoreux, antiarythmique 

N-(2-butil-3-[p-[3-(dibutilamino)propoxijbenzoi[]-5-ben2ofuranil]= 
metanosulfonamida 
antianginoso, antiarrítmico 

C31H44N2O5S 141626-36-0 

ecamsu lum 
ecamsule 

écamsule 

ecamsul 

(±)-(3E,3'E)-3,3'-(p-phenylenedimethylidyne)bis[2-oxo-10-bornanesulfonic 
acid] 
sunscreen 

acide [[1,4-phényIènediméthylidyne]bis[(3E.3'E)-77-d[méthyl-
2-oxobicyclo[2.2 1]heptan-3 1-diyl]diméthanesulfonique 
écran solaire 

(±)-(3E,3'E)-3,3-(p-fenilenodimetilidino)bis[ácido 2-oxo-10-bornanosu[fónico] 
filtro solar 

C23H24O8S2 



efepristinum 
efepristin 

éfépristine 

efe prístina 

N-[(6R,9S,10R,13S,15aS,22S,24aS)-6-ethyldocosahydro-10,23-dimethyl-
22-[p-{rnethylamino)benzyl]-5,8,12,15,17,21,24-heptaoxo-13-phenyl-
12H-pyrido[2,1-flpyrrolo[2,1-/][1,4,7,10,13,16]oxapentaazacyclononadecin-
9-yl]-3-hydroxypicolinamide 
antibacterial 

N-[(6R,9S,10R,13S,15aS,22S,24aS)-6-éthyl-10,23-diméthyl-22-[4-(méthyl= 
amino)benzyl]-5,8,12,15,17,21,24-heptaoxo-13-phényldocosahydro-
12H-pyrido[2,1-qpyrrolo[2,1-/][1,4,7,10,13,16]oxapentaazacyclononadécén-
9-yl]-3-hydroxypyridine-2-carboxarnide 
antibactérien 

N-[(6R,9S,10R,13S,15aS,22S,24aS)-6-etildocosahidro-10,23-dimetil-
22-[p-(metilamino)bencil]-5,8,12,15,17,21,24-heptaoxo-13-fenil-
12H-pirido[2,1-f]pirrolo[2,1-f|[1,4,7,10,13,16]oxapentaazaciclononadecin-
9-il]-3-hidroxipicolinamida 
antibacteriano 

C44H52N8O10 57206-54-9 

elinalidum 
elinafide 

élinafide 

elinafida 

N,N'-[trimethylenebis(iminoethylene)]dinaphthalimide 
antineoplastic 

2,2'-[propane-1,3-diylbis(iminoéthylène)]bis[1H-benzo[de]isoquinoléine-
1,3(2H)-dione] 
antinéoplasique 

N,N'-[trimetilenobis(irninoetileno)]dinaftalimida 
antineoplásico 

C3 1H2 6N4O4 162706-37-8 



filaminastum 
filaminast 

filaminast 

filaminast 

3'-(cyclopentyloxy)-4'-methoxyacetophenone (E)-O-carbamoyloxime 
antiasthmatic 

1-[3-(cyclopentyloxy)-4-méthoxyphényl]éthanone (E)-O-carbamoyloxime 
antiasthmatique 

3'-(ciclopentiloxi)-4'-metoxiacetofenona (E)-O-carbamoiloxima 
antiasmático 

C15H20N2O4 141184-34-1 

flibanserinum 
flibanserin 

flibansérine 

flibanserina 

1-[2-[4-(α,α,α-trifluoro-m-tolyl)-1-piperaztnyl]ethyl]-2-benzimidazolinone 
antidepressant 

1-[2-[4-[3-(trifluorométhy])phényl]pipérazin-1~yl]éthyl]~1,3-dihydro-
2H-benzimidazol-2-one 
antidépresseur 

1-[2-[4-(α,α,α-tnfluoro-n>tolil)-1-pÍperazinil]et[l]-2-benzimidazol¡nona 
antidepresivo 

C20H21F3N4O 167933-07-5 

follitropinum beta 
follitropm beta 

follitropine bêta 

follicle-stimulating hormone, glycoform β 
α-subunit: 
chorionic gonadotropin (human α-subunit protein moiety reduced) 
β-subunit: 
follicle-stimulating hormone (human β-subunit protein moiety reduced) 
hormone 

hormone folliculo-stimulante, forme glycosylée β 
sous-unité α: 
gonadotropine chorionique (partie protéique réduite de la sous-unité a 
humaine) 
sous-unite β: 
hormone foiliculo-stimulante (partie protéique réduite de la sous-unité β 
humaine} 
hormone 




