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1972 4w 4BLAIS) o3 il 68 La 5 59 prototype J) o2 Cimetidine
1976 4w | Alad) A God) J3hg g lad JSdy Aalil |y o
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H2 receptor | sl | sa 5 selective H2 blocker WS (s 4lal)
Jy M1 ¥ 2 HCL JUy il B, 338 parital cell J) 2
H2 receptor @b (& | slidn 1 52 9 ) $lS gastrin
Ay ) ol g8 A gira dpudy release of HCL 23y aoiaia a8 Cuild
Al gmad Sy %70 Al effective Y Js0 (A %70
%10:%7 (34 dpudy | 5318 | gild Y (o) b

09 4yl agilaladin By g3 dlall Cub @

ol HCL JIs stomach Jb (3l La JS (A (52 AL aadieaia Ua
ol A S dle e AN 4 g (e (g g) S L A aladiad agd
(o2 a333u3 (s Ca channel blocker: e (uy S cilaladiing

. Wy A8 (ilgd La il el (9 M g Ayl g AT g (il g 2 g
Cilgdle 4 921 (e dlie AU Gl Lo Ll B Jan ALAY A25aY) (e Ladl
AU plIu) (ilgllag HOL £ saga S aladiad

Al asle quisl) AMid | & peptic ulcer £3589 JS (& addiud b
peptic ulcer LAY A & .. laa IS peptic ulcer ¢« g5
gastric ulcer ,duodenal ulcer, stress ulcer :3a ¢l g8
o2 Lala g stress (x4l (e ulcer 822 A stress ulcer J
i Cpilaad) e (s 9) IS Dba sy post operative (oAl (bl
Job 5gd .. Mhaall Vo glas Lles 4 ) ey Addual) 2 s
Jb 8 Aland) (e iy O A L Aale g aga JS . L) 3 sl
J A a gl B Asliy maximum & Gy HCL J) s 45 HCL
Al L pd gaum p g AU AU 7 A0 cilead) JA a gl | dgland)
g, AUia Al Jule g HOL abyl 3 e 3al saic aS) 5 A3Y 99°
post Al (bl die i Ll Al stress ulcer W saws
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L Lall 020 ulcer 4alS ¢o ida A L AY) A A operative
stress

J chronic user ks (2 .. NSAIDs 2Ly 43) &l gy clatl !
Rheumatic pain ' Rheumatoid sis (5% sHCL

18 NSAIDs 8L dde cuad jhadad Ala 4 42U 9 syndrome
H2 blocker Wl 53} (Sas NSAIDs (o —iila Ul

zollingr 4awl ... e (pialS (8 ade dlalsly (AU A G e A
$99¢ 03 ya pall A 4 Ellison Syndrome

Baxall & LA 8 o) il gd o ol gl A oY) & sl Uy Ul
iy parital cell & Jaidy ¢ 51 gastrin J\y gastrin gkl
Q5sh Ms 3G cell (v gl gastrin J) il g HOL ks

b <3l s duodenum Jls Baxall (8 339 g

o s e L, oub S 8 tumor sy A Sl lug
gastrinoma o s gastrin gkl U G cells

HCL &l parital cells J) 4l z 92 gastrin gllaw o3 gl
I (58

Zollingr Ellison Syndrome (saud (53 4alll g 038 63 a s oll Ay
HCL Jb (3l AlSdia g Gilia Al AY) (B ay | qub

ady g dile dlady catas £ L. H2 blocker i Lal &) Ual
oliallay La Uld g0 Alad) 88 H2 blocker ¢l Wl (Y 568l ey
gastrin allau agl) OV |, Ada & Al Gl el ey G U a6l
duad 03 a5l Lail H2 blocker < HCL JBI Jslag U HCL 29305
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Cijle (hag dalall g al oV g s el die gellatia od (alld Al
4

dwdi a )¢l ety H2 blocker &) SE o ) Ladl
OF Uitasd L el Lgal g8 Ul L cilal i) JS iy Jhy b il
heart Ju N ! dala QLL\J&:\MY\ gﬁ Ja) gﬁﬂ O, 'b:da.d\
kideny J! ) muscloskletal Ju 42 Lt dala Y g
stomach Ju FERTS L=l Cilaladliat) JS oS ald il La Qsj LY
ulcer J's
Do Adal) gl dilal) Gl oM B i e
J) sa A dis) ¢ ga Ju S ABdle Led s Audlad) (&l oY g
S climadl B Cadis) Ll o2 cimetidine J) Y ... cimetidine
83 dilall L2l oY) (e ds gana A1 o) LAEIS) cpanag ,, g Slad)
JSLdial) (galdii clile dda daa) A daaall clalaldl g J:muﬁa !
L
Al 1 B sgdiall 4 9¥) e cimetidine &) ASéa ) -1
anti androgenic side effect au! dala laaty
Ohag ou Al B jediia Led) slina Anti androgenic
zum #1980 Y anti androgenic (A9 ... i) & jeliia
53 receptor Jidu G (e testosterone receptors Jik
s dala ddavy A displacement 4lex g receptor Jidy
gl exact mechanism J's ¢S competition
cimetidine (A3 (A 4 Axy .. g (ia competition
& testosterone at its receptor g FHAL 7 g bl
S Cndia ) o AL g ciad A Ladl |, (s 9) Aol Gl
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o AV Q9 i) (g 2iup AL gha B 38 02 cimetidine
A L gams Al 2l eVl clal (AUl Jad Giliale deca
ceee OB e lials U gynecomastia ¢ dala dbag €€
ClasS Adian g J gaina lad) 2ie sperm count J)
J) (Sea galactorrhea L& gawn 4ala 4baa g impotance
ey A 8w pituitary gland ¢« &by U prolactin
anti androgenic R sam clelu g3 al 2V J8 |, Jslia
s alaii 2y endocrinal side effects W sawn cilebug
1] G sS . 038 CiluaTiy

Jandy I Udie 5 ggdiall 4y 53¥) (5 88 (@ cimetidine J) -2
< aln Ay liver 2 1Y metabolism ! inhibition
Cilag il A gana S 94 AN CYPA50 4ol 132 ags system
&) general J) g ik Uly g2 dall) Al g g 8 5 i
J's alpha numeric code 1533k agls a3l 0¥ ) ga
Gl ) G 03, agda a9 ad 3l (s s L cimetidine
Wl cimetidine J! (AL .. 08 9 ¥ oY ) A B
e jsoenzyme (= ASY inhibition Jey
= drug interaction & iy 43l 44 e cytochrome
J) (A5 159 e cimetidine Wz Ol Aidi g ) ST (Saa
03 ) gall g AlSdia Juany (s i ALB Aicliy safety margin
$dnd (MA@ pal) metabolism Y adl) (B A 0 38 5
L cimetidine J) Sy il g dlily 388 | JSUdia Juany
safety margin or its therapeutic index 32 g (i ggi<S

Calald Ac gy

40



reversible hepatitis & Jaxs: clelu cometidine J'-3
5 %845 L reversible Ll g reversible BM depression
Sl o B g Ll paadl JAY Lid ca Waad 3astld ol il

S induction ¢\S &1 s cytochrome (2 4ala Jaxy £ 9w

G5S a¥ s Jskle hepatotoxic ¢1sS: s a ¥ inhibition
s effect J) 153 Jaila Ll Y reversible o2 § g gall
e JSlldly ,, Gla V) (Ao (o z g OlasSy z o sl
abiny 8ol aa (Saa Gl Ly Liagd) Ay B j¢diia oBM
(e W) wajple A Ll thrompocytopenia o) L)
reversible Y- cimetidine

Mgy g MCQ (o4 dhadly 4N reversible 4alS (e iy X o

sl daall B35 5 one of the following isn’t true
permanent liver Jaxs 83193 () &l & 43) daaia
permanent s ¥ damage

J) &ilag) 3ajlgll Uisf CNS £ 3a e 98 Lagd g dala JAT-4

(e %5 J iila g Le 4lS allal) (A Lpudany e IS CNS
Ual AN claglrall Gada (a8 ad g dall Al cila glaal)

o) SYYCNS 2 29292 H2 receptor Ja .. Ma Lgd ad (o ile
) gﬁ 35294 aHT &) jle L) 9998 Al b 93 Lal) 399 g laghs
A TTITCNS A 25 sa b Barall B 393 gall H2 Ll (1S (1
Ouile cimetidine (s Lol Cud) (¥ 99 B4l 390 90 g

$ headache 4 (lal) s3ivd H2 receptor Jid
b aiNL gl (Sea 188 Al g psychiatric problems

Ll LSl Jala H2 receptors 4 el o (As Jgbdn o JS L

dlias (laS (g Xiy 03 038 Ly (e g ,, 82 a8 Cilee SRS

A
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Sy (L ,, Aadl g (e BANY 7 A A slurred speech
o Omd) LS A Gl b (o 8 Ol g0 Alsal) | aDISI A Adgl
La A 0D, Qe |, il daie (RIS Le Sl
03y ha SIS) (g3 clala) agale oy coeall LS Lal . (il
intravenous ) high dose & (52 4353¥) cua) <) ol cldia g
rantidine X <u bl g Mia 5 ) ghll b il Jay
&85 (Saa Gl (B S Glaad) (S 9 AdBal) cuald jnjection
Cilia A La Ual Ay 111 G sS J 32 CNS problems 425
Cr AS) ol 8 clala A By B | Jgo clala Y e
. J99 Axy L aliga Ul Lad) iy (50 Cilalad)
: Lgde Il 24U & Y 5 L 585 precaution & (2 @
oS Akl i) ) el ) ¢ eSi g linbe B ) gAY -1
N hyperacidity (s ) 585dus 1 58 Jal gad) i) Laglad
one of the major problems (135 83 adSll 5 Jaad) dalS
U Joll A ciliadld || (53 hyperacidity J) 4lsa A
.. 8389 heart burn _gisa b gaie o 13 gl 2 Jala
H2 L Gl i) o) 5 Jala saal g ol 4l g ol 643 Liald
Oa dala L it Jgla g Lede 2 gl 52 blockers
Mg dala el i) e U g, 4yl s Lgdglia ) AL
o0 Llsia ) Alpail) pa cllly
cimetidine or $)sw .. a¢=) 5 H2 blocker J!
agy Jaall A cpe gias Gia ranitidine or famotidine
wide a¢d leaa JILaa 2 FDA class B | sdialiy
i) ddale e LY agia LIRS Lad safety J) (= margin
... local Jaidd cilala i< ey Ladl Jaal) 4 Lgiss
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Jary 48) g CNS J zsum 199 (B ) gl Wl (Y
slurred speech Jexy 431 & g psychiatric problems
9 O le (e Ual 9 ONS (2 S clala Jary 401 Cufig
Jala daal gl (A (gl ba (A9 Qb (e Aw ) 02 Jas
o il JSUdia W Jary (Saag placenta g 45
Jalad) Cond) 1)) LEAEESH b V0 g Gila B gl Aol g
i 98y La g Baxall A [ocal Jrids dala Lgd GilSh Cpuation
st ol ad) W asly Al s systemic side effect W
| ity G Ly (AT Lab .

L 13 CYP450 J inhibition Jaxs Wl cimetidine JI -2
199 039S narrow therapeutic index 4 153 pa (i 9SS
A Jana (e AN 0 € 9} arrhythmia Jery Dba
dangerous interaction J«<>29 metabolism

H2 blocker s (ks dad Wl |, daga A 52 -3
dala Jsg Jaie Jee lall g il ylcer &) owad B b sy g
a8 3 (¥ suddenly 15l g8 (fuat La | alad iy
peptic ulcer J) 453 JS A Lailia
Letha al) HOL QU AN 4p ) e |, A Basld o
rebound Juasaa 3lad | gall cullay o8 (¥ suddenly
HCL (Ao «ulaidl il Lallda |, 3ae18 3AL4 y|ceration
o pls Ay lie LGaag HCL J inhibition Jass &) 8
gradually Wlhass slad (ilglhas be Ay g3 45 o
rebound 4alS (ilaay L glile
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GOAN &l (adly Jglag Lgsd |, Qlish) A ddagesy 43 jl8a laie BN
o 58 Jgla g cimetidine , ranitidine & famotidine ¢
D agd Juadl (e

uﬁ.\.\f'hodw\

lany 03 Lglary 4

da) g S| 82 . Al I La
Minimal ’
s i o 635‘ agd Al g (5 68
cimetidine agls
¥ oa Al adlia
Lasll B iza VY S adliy g.'u.g__l.cuvz
Sia ga All & ey, Adsla 88 adliy
ax Ja¥ oo 4 Jd Baall asyll once

Al pa Al 28 ey digd daily gab G
$Tagamet  4sddadl  Lag e glall
| gdy alua JAIL a gil) 38
Jalllg

L5 2 9 peptic ulcer g gL Duration J & (A o
D aglS agd ddle
Baal 63 Jgl) saby Ual HCL J& 1 91 peptic ulcer gt (s Lal
A8 A A o gaaly 03 WD ., asbasd T
Jaxd Cpadna g bl T el 2RI J g3 AN (ha 153 (o) 1 (52 BaslE)
o ) £ g gall (aMA g il ylcer Uil 1 jnvestigation
Ly &) ) dose J) ety ysgsd T daal ol
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. e dygtha e ald W) Y Al Y19 dose Ju i) e e L)
Bactal) o elalsly Ul L

o) JUatally (i gt cpta g abd % Baal 53 A ga¥) (g LU Saslal)
i Al dose J) .. <dd WU jnvestigation Jed g Aad) Jead
£ sian ) ALl g8 U)o |, ol 1 Baal Lge iy paill Lean J 30 Lgaaly
rebound J) el (A Jgo Usgd N J) B BSAN |, Blad | gl Jhal
Y H pylori J) cigal a3¥ Ual 0 dg g any da glaa €l ciniala g
U i | AT Qylcer W 2 (Aa rebound (e Wasa g

. Jhy b LSS | sasa 94 H pylori L Jsk

proton 4ls ., agd aa¥) A Mg, by M dlal) e Jiai3
: ag2 dbe 5 88 pump inhibitor (PPIs)

daul (53 Adal) b CAEIS) ) 93 Jg) OIS g clipilall) & el 3

da) () ke @l (Au 199 J ) Lagld 9 omeperazole

Lan) dala | glany 15008 JSLEW 44 1 681 ans 9 prototype

Aals, A (5 58 B s dle ¢ pantoprazole  lanzoprazole
Al Aalall LiliasS | galiy agd) J iy Ul da a1 AN A z0le

. 598 S Gl A Leﬁm imidazoline derivatives W gaw
03 (A zOle AalSy (4l (5 98 S Ay gl (A Lol B LgBdia
imidazolins Waw! dle 418

A A ) ) e Cppal] S e SN L a e B
e WY (53 pamallly (g 68 i "Me@u\éﬁu\gzoleu&
it Al (Al gl (B A 5 @ Cmgle

imidazoline derivatives Js® &) 4aglaa 2l
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98 44 agela Mechanism o
b Aparital cell J) (& b o) il g8 Ul | Jas Jasy 98
595 (hulla Ul g adl (368 receptor (» £/ &) Wale HCL
H2 JI Gllale Lad Gaaliagd) o)) Cllil g JAY) (B |, ag
O soned) Gsl e AN G gig ) Jaly £ 9 receptor
N9 JoY) (B LalSh) La (55 a gl g (i gl Sl (g g gl 7 A
H+/K+ ATPase Enzyme Y%-=«! 2 pump
Lala g irreversible 82 a3¥) qal 7 g 5 LgdS (g dllal)
. T He & Ohdle LY Ay irreversible ai) cypa
zero ) Sd padd
da 0 o) 1ol sh A L, Lu i zero level J Jwas HCL JY
zero level ¢+ @A g %96 (Al Jaghy inhibition
long aé An¢d irreversible a3 <y pa il Loy b
Jo&I clelu o) agall 2 5 4 | 923l duration of action
M\ﬁgﬂ\hlﬂ\gci«a\ggﬂ\ %H\M&ﬁeﬁjexuaﬁ

D BIE G Y LA A 3 s A3adla gdic LI LA uy o
O3l s ol g gl g8l el ga 3 . Lggh JaAliia g IS opa i)
. Oabida (e U L) (s 6B L iSIus Le Uial Litie s s
Ay . b dalaasd external (alieal JAdi Y g Ua Ly | &
SR (e ygall Lf."..‘ ¢ 4 g—"':‘ —ayle prodrugs W s $9
slas! J 5ok o) metabolites J Jsaiy a 0¥ o3 Jaiduy A
Jiiddy A oA Al plaassl) g 480
9 gastric mucosa <l ca il gaadl) b A U By e
OlaS 9 dan ) 818 23S dlale AL gastric gland ¢ il g
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Uia i La (55 LAY (e £ 55 (e Sk lined oSty L) cllil g
HCL gk parital cell ¢ Uglsdy Jo¥ 2

- —

proton pump 4y omeperazole J duuilly e &y Loy
inhibitor

|9l ya B laSy ., Barall gL Jumen J) 3 sall (A i pdiin

o Jadn a8l Sy gl gastric gland Ja a Y 02 tablet J)
gastric J 2 molecules J3s |, 3 ya molecules J 34l
crypt 4asd 03 mucosa (» Jal Al ¢ 3all crypt J) 15> gland
dadi ) gal) Aay activation A Jexy 83 HCL J) ¥ HCL Jb sy
|9 JAd g CSahy o 3Y ob 03 | JAidod (4 B (e Al Gl gl 08
gL HCL Jlg 2 8ol (& AV 48, 4kl gastactivatio J)
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A Juaay ) 93l La J 415 activation A Jaxn Al 84 parital cell
gl A A Lgole A el gd W pump J) cusas £ s0r activation
H+/K+ ATPase

NI 90 Cpd oa L N QeS| Galaidy La ) gall HOL & (e
liver & Gl Ud Juaa activation J) gastric crypt (gland)
22 prodrugs Law! g3 dlal) jgiSa Ly ; Mg aill) cataall oY
Lalas o 685 cuild 7 giSa L (8 214 02 metabolites J Jsa3 oY
J dsain 58 02 ¥ ., liver 2 metabolites J Jsaiy o3 Jsiig
Lia dihidll 8 gastric mucosa J) s> 4=l active gradient
A s parital cell £ brush border J) xis gl 2gaal) Aic
Jiidy s activation

gL lumen 2 Al HCL J) 4kl PPIs s ) o2 15l o8 (L

s dagal¥ sh 0 adA Bl Ay activation A Jes g Barall

A Jany g 53 44 kil gastric mucosa J) 19> Jiug 038 sa La

dad o) A Qi La Yy parital cell gl Adhial) ué activation

L tablet Jaxis Ua) &l o1 u;uA S pd) eeee ‘_,wa ‘U::.nﬂ\

HCL J) (s 4aal Babas Tab J) 22l enteric coated tablets

P EEIPIPTgRA{NS é\j\@h@ﬁ\ﬂ@&gg@@ﬁ'
dudi ga Gldde 997 4l G le || 0aS dlaaid HCL J) (s U9l (aady

Aluaay g dSily ey |, sl gastric gland JY 15> Jadg sty 1 5l

Ad Juaayg gland J) 152 08 82 L 55 JAn g dissolution

Lean! dala Jeely A parital cell 2 L) s> activation

4l Juas | gall g i) 53 coat J § Y targeted therapy

dle BL sa 15l Ay .. LA stomach gL lumen 2 activation
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¥y gastric gland Jawa (hdle Lay Jaidy hdle La gada

G 3 gualall agdlig g 98 LS liliag o Adadl < Cu by |, Jridy
prodrug

zero J 4lagig HCL J inhibition Jexis L) Lay g2 455 b
Al g8 La 539 ., cald ) dlall o more potent A5 |evel
J g AL (hha gy (o grliagy Adapdal AU aa s Gldle 03 g V) (S
HCL (o Gl L o iy (lad) La Joba Aun llil g8 L (55 HCL
sdis Lu y&%

Abe A5l s g8ly Gl Ba g o g8 B8 (g3 4y V) qubs
M1 oalidh agudly dlaa cudiy) Ul 22 anti secretory drugs J!
Y PPIs J a3 %704ty Jii; AW H2 blocker J) & blocker

daie (dalela 038 Ly &1 dry S ) %96 Ay HOL J) gl
Tx dg gV AL ) La J g HCL

.. laladiud) (udi H2 blocker (s Wa) asdiadia g3 492Y) o
peptic Jb ABe gt Uil g8 Ual ) (il ¥l 48N gt Lgls
zollingr Ellison ' duodenal ' gastric <i\S ¢) s ulcer
1] GusS .. 1358 9 NSAIDs saby Al (il g) syndrome

. Ll HOL J) ) a9 03 JSEIL 4y 680 agdl Lay ABaadal) (u @
T ageh g aulad T 058 PU JI gD o) 4yl Sl el g8 L)
S OLile A s U prophylaxis W e 858 ) sgd
A€ gt gl g oo Al o) L gradual withdrawal
ulcer J WS || aulal £ Baa lgale Gl el Ay dla S
oo 98 Al it gh La (55 LY aonladd € DA A Cudd () oSin
3¢ ¢ 334l dose u<ai prophelaxis iy

49



D g9 Al gy dilad) 2l V) e

Lu &S HOL J) e <l Wb oY L, I dlata A8 ]
<) oY diarrhea dlasd & 9ga g 028 dala J 4 %100
Bac 8 oS Lgdada) g3 (day . Lalad HCL J) ety Ll
d diarrhea 4bas Olad) a ¥ Ll HCL adely L) |, Lais
consequence
s A Anila () el aa diarrhea (Sas 038 G (i
: & rare “lala A2 random
. Audald) £143) e £ 68 skin rash el Juany (Saa
very <l ¢l s BM J inhibition 48 Jaasy (Saa
ot 698 Lgha luaddl Lad rare
. diarrhea 4 (& S Lgh gl (A5 (Saa () Ladl

J) G (s (e zero level J HOL aiaiy g2 4a5Y) 2
HCL ! al 55 dadua cuils 40 dala 8y iy 03 HCL
Lo dala cuils |, i) Lad ) g g2 A ) ilS
O) A g (g fasS gaall 02 S 2 ) intrinsic factor
gastric ¢« ddlaw (g0 02 intrinsic factor )
) L g Vit B12 pabaial (& J gisall 225 mucosa
intrinsic factor (& Jide L By Llad HCL J) <y
Vit (el dlaaa g paied Vit B12 2 Ghdle La Bug
O e, 08 Johle dhle (i (a (2 £Y) s B12
Ll £ Y e aey e Lta Gal ey | Ay ag
S Vit B12 4354 (A 48! 4@ Jadlly clawa i) (N
daie Gl ol g dide Gl al e ¥ Ay g4 ) pali L
Vit B12 g
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ad 53 HCL dais Lhalelad zero level J HCL <8 il 3
LgiSiy el AN 4y oY) JS W bioavailability &
Sl 8 Ll Joh b Ulee Giad . inay . a0
O 65 raaall gl b Gaiaty dygal b o cld )
cudl OY (B ol paliad Ghidle La o ) gall La b Aspirin
DS g A o) @Al il le qub HOL dais Gidle L
Al s £ Jish £ g ga QA PH s o (alaly
o3 il il caha general ) i 8 olia i g PKa
HCL g (i0ale La Barall cudd g o ol gamadl) 8 ity
HCL (s 3adina cuils ) 43 921 (e lan yuS plad Sy
uabaial L Juaaa (iile L absorption J) 2
lsal) .. palld Gluaiay La o ) gall (Hry Gy Ay A g
G Ao | 1358 5 930 039 %20 Arwly (aliad A 0a
oalay Gldle 4y) 88 HCL gliaw OlS s

. Adad) A didis) a9 Jo) s A omeperazole J) .4
J) 6J 43 CYP450 J inhibition Jey 43) < g jaa 82
o Al Ak | Y Alald) 48y W) |, Jauall cimetidine
I .. clliy ) 4 e aie (@) il U . (g daglzall Cpa
Jery M PPIs J) e (4 15l 54 omeperazole
& interaction Jax (Sasd CYP450 J inhibition
LgBDEA (puy (g8 La U (S (Gl g gand | S Ay o
I .. Apday) cuasl) B ALY b g b s
laa ugd 199 &a interaction Jex 52 omeperazole
A Ul 4585 antiplatelet o2 clopidogrel 4aw
ischemic heart diseases § *> 2 5 angina Wis
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s platelet aggregation J inhibition Jax lils
Cros) BU Jaal) 9 (rg . s (e 038 Gy 8

¥y o & Galiidiy L 4d) ) 5l 93 clopidogrel J)
dlasy Wl Y platelet J inhibition Jex

Ll (s prodrug —iiaiy o2 pé A<l A metabolism
J) ... blood J) Sl (A 4a i A Al g

A Juany lide 2l 7 9 2 Y clopidogrel

Jlg il g8 La g 5 Jaidy lide metabolism

sl Asy Aas inhibition 4 Jeww A omeperazole
H Sl L liver (A3 metabolism Giular L

Y .. laa b jnteraction o2 A& active product
ischemic heart pdais (Al (pa S (aa e (8 0L
ol Jaxy (L&de clopidogrel (s (aaiza disease
AAlu oa Gladl @b |, platelet d inhibition

S sxie Al peptic ulcer (Léls omeperazole

4 Jass La clopidogrel J' <= hyperacidity

Ay A8 ¥ g Jaidor o e Y liver 2 activation
il dia il Ay very expensive o2 ) gl g dala
bl Ay aldl) o expensive 150 3aby 43) Glal)
inhibition of platelet 43 (ilexy La <8 gl)

o e JAy (faa 0 Glad) AUl g aggregation
Ghadly La yiday a¥ <y ¢) B dhala B ol infarction
dala

Gl 0 ) sila Ll rats Ao Lslee Ll ladll 5
Lgaca) dalay Cipal ) 8l Gamy (g2 Alall L gl g
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J (A& ialS 3 e Ul gastric carcenoid tumors

A 8 5 qutacoids g LU A carcinoid tumor
enterochromaffin cells ¢x alhu a8 83 &)

Jazii g 1an ALy gha § 1381 PPIs (5 Lal 4l LgdS 5 88N g8
b L A2y completely L85 HCL J inhibition

o G A Jadll 3) Ga g siS sy | ald HCL

. pagl ldle dallst G cells i gastrin e
S Jridy 7w 4 dlil @ U) gastrin J)

voe Oaliasg) Al A AN enterochromaffin cells
(4 £.55 dary Jile 0958 399 54 (e HCL (B Ll 92 La
J stimulation <& .. compensation J!

L Qe (Saa Al Ay 2 enterochromaffin cells
hyperplasia J+x:5 carcinogenesis (= £ AY! A
< 0 S carcinoid tumor 4ew! (Al 83 ja gl Jany g
S (el B oLl ey, Gl B (B85 Lag rats (b
dala Jilglan Lag (g 4Ly sh ol 58 Ll PPIs AL

PPIs J ... sl & dlaie 5352 90 (e dala &l cipiala,
(ol aliad) Ldldigy LEBe (o (B gla Lgde s QNS B
9 google A& @i o B osteoporosis (A

J) (e 1 salSin 558 S 2 medical literature
&a alial) 8 4dlia Jaxdy W)y chronic use of PPIs
Ciala e Ala “Yosteoporosis (e Al |, gl
D6 (g
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HCL J inhibition Jaxiy L) dlaa 38ia Ul e 53 Y gl @
diet (2 (Al asadlsll o4 Lo cub | LSS completely
b gl (2 odu asallS) (Y 4393 HCL a ¥ el (lide
A agaedlSll AR | 03 HCL J) asa g padadl 138 || sl
S Clualan L agly (g e JSY) A

i) dle |, diie bone O (A5 58 S aDS 8l B e
<Al g osteoclast e LA 2 o (A ol giugdl A ol
Jy ety AN A clast J! ... osteoblast Lgaml Al LYAY
e 3 L day Jad ABe agiu bone J) (A Al (& blast
&e abiadl el ce (l ghia ) Lad (Y osteoclast (»
J H+/K+ ATPase “4aw Al a3 o) UlASS) |, Rl
8 L Gldde ¥ Gany A 4adiiudy (S osteoclast
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aglid (B o Lany (e (i B ) s80A 9 misoprostol Aew

9 JSu mucosa gL Aleal) 2935 7 958 (g3 Aag) JS Y )
net result J) 4Ll B L) |, Adlida 48y oy aal g JS ., AL
G g Adall Ghad be alld Alla 8 HOL J) ool il |, Baalg
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by 5 o sh W) dd g mall heavy metals J) (e assisal¥l g
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Mual 4a g 2 LY g back diffusion Jars JA G gougd)
more irritation Jaxy 033 Wabia mucus (ilgailay
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J) A e il U) of cuha |, Chief cell Weam! 3324l
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dagldd) Banall LNAL dua B oy |, Lgaadg ulcer J) iy Ll o
dukll PGs J) dslia 393 L)
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. ol ) b

H Jalu saic 23 bismuth J) .. owy 3a) g 4dai 3438
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abic ) Qa8 daladiud alay (laS s iy el GUS U
Salt & water retention (béde cuaadl (il HTN

Sl ghla 1) AalSl) B L gad guy 1 638 Cpiniaal) Ly Lagl
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: PGs analogues (mesoprostol) -4

J) ¢Sy autacoid J) sl aa ) ., Jky b o2 mesoprostol J!
89 4l S PGEL J) (S 9 PGEL Lg< 3l mesoprostol
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Ay Jal gadl cliad) A (alld cates Gia mesoprostol J) -4
abortion Jexu

<8l peptic ulcer Jb 4Be Lgd A 4y ga¥) alina Liald 518 Ua)
U daal g dala

L) A L ) LAEES) Uia) (o) i g8 Lal Galls A J ¥ 2
9. agis M usa g Jagi 83 Lgad 1gad U (il g H pylori
oI CRA (a 0a Gliadl (B B g3 g4 H pylori Le Jsh o dllil g
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G0 gam (4 ., (553> JLaa i 9 Tinidazole JLaidl @ T
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