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mechanisms of decrease the secretiin of HCL v

Block M1 receptor-?
block G receptor-Y
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gastric ulcer-Y
Diffuse pain
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treatment of peptic ulcer +
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Non pharmacological drug therapy
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Pharmacological treatment
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enterochromaffin cell
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gLy 0 5zall 138 g JaBh sanal) B gliidy day local slaidud
Aligh o 38 plaal) B gglia agage
diarrhe adaz ¢ 50 pssuilall g
Jekle laxative agsiSlall 3kl Ay
constipation Jale 7 5.2 asxisallly

ull (A ars g g Al g o ganiSlall ghaling 4y o) Sy A Sl g <0
f4dua g
constipationder: Ay diarrhea Jasy 2al g lile
Sy (i) g
neutrization of their effect
bowel habits 2 change (ilass Lag

Adverse effects of Antacids v’
change in bowel habits
constipation Jaxn A8 diarrhea Jax 3l Al JIs Mg quaew
may cause rebound hyperacidity
allay lile gastrin ) 4l £ 565V p ssals flgud () sl ) (oaa (a9
acid rebound Jax: gastrin J\s
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cation overload
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fag) Juanan dilgll 8

salt and water retantion G a g3 gall
Ca stones i a gaudlsll g
1Sl g
antacid
491 Alle aa gl #1590 (5) 2 chemical complex Jeaxds LS
¥ caB gl (i B A 4y 900 aa ALY antacid by g8 o8 G el gl ANl
Y Ao Aclu Ciualy agln Juaiy

Anti secretary of HCL-Y

HCL J18 (e JI85 43 53¥) (o8

block M1 receptor

telenzepine J!s pirenzepine Jis
selective M1block s
Not very effective iz s
selectivity J) 93884 4y 9 021351 4s jally
GIT motility J) sM8u g Jsliewa (pa JiS) Ao glaidun g
8L N s 13 g Aiday A saxall g emptying J& a sk motility J) Ji Lasis g
HCL

wge Ga by v
Dry mouth .blurred vision. Urine retention

block H2 receptor
Jia

Cimetidine ranitidine famotidine nizatidine
parital celld! (2 H2 receptor s sidy sa g0 selective H2 LgiS (52 4lal)
daudsHCOLY) JIGy i) sas g
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clinical uses v
peptic ulcer o
NSAIDs e
H2 blocker Wlaa ol die quad 384 (a4l o
zollinger ellison syndrome +*
¢ ol 13 gl
zollinger ellison syndrome
gastrin @h".u dazall gﬁ WA g.‘n o) Sl )
duodenum J)g saxall (A8 0393 38 980 AN - G cell ¢ pthaw gastrin JVy
ekl AIG-cell (v gba tumor J sl Sl A tumor Juasy cilebug uby Sl g
gastrinoma ® sawd gastrin
13 L 98 HCL pdlad parital cell J) 4k ¢ 52 gastrin (b ‘A Tumord)

"AJ.A:L..SSA dualll g 12 ausd A
zollinger ellison syndrome
ddasdaff
H2blocker
alb sl (Y Ada gl A Gl gl gl s U Lall a ) Cladle Gasa (g iy
HCl J8) < gla U HCL 2wy gastrin J)

side effects# v
cimetidine*
anti androgenic side effect ol 4ala Jazy
testosterone receptor Ji& g s s)9all oY
displacement Jaxs (WS 02 receptor Jily (w Gia
Lacea AR ¢ g i ghedl) g 25a alygh o 381 cimetidine addded Ladie ey
W gas (A G2 o3 qilial AUl 5 il il
Gynecomastia
Decrease sperm count
Galactorrhea
Increase proloctin
endocrinal side effects
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liver cimetidine JInhibition of
£) 93 pa S 4id
Sofety margin or its therapeutic index
Jaxy[]
reversible hepatitis and bone depression
Jard [
CNS effect
Jia
headache and psychiatric problem and slurred speech in old patient
Jal gall 4y oY) 1A Cha gi Y o)) Juaals
Cypa50 s Wil 5 A) 493 pa iy ¥
Al b 7 Baal Gl yall addiied 4y gaY) (s 3A
Lih A jal) Clualy jgd) | Baal agaladiad Moy 2y sal) Cuad 131
) ol JOdy Igda) oty ¥ HCL Y padied Al 4g99Y) gaen
Mgl galla) QUK 3 53 93 g0 Alilad) 530 4542 O A0 l8a A8

proton pump inhibitor(PPI) «*

Jia

Omeprazole — lanzoprazole — pantoprazole
zole AalSy 4l o S Ale 4

mechanism# v
inhibition of H/K ATPase enzyme irreversibly~~

has long duration of action~~

all of these drugs are prodrugs (most be activated by the HCL)inside ~~
the gastrin
molecales J) saxall B Jaty o 8l Ly gl gastric gland J) Jdu a ¥ ga 8l iy
Alary Gaaal) 13 J) GYHCL Jp 2ada a 588 gastric gland J) Jai 3 paua
H/K gl 2 A pump J) Qs s dadi A Juaay | gallle J gl g activational
ATPase
chltidila 192l HCL 18 (e (g
gastric gland Jals 4glladl) Ciany (g ) 9w 450
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¢(enteric coated tablets )JS& Ao dlaxi 4553Y) 13¢d Aadiaal) cilS i 1al J) gt

A HCLOAgasy Gluiile
HCL 2539 8 () Qiliidila ¢ gal) o)) 4y g S8 LB JLia) Ale
¢ 13 aS A S activation 4ley g1l ga g

stomach gl(lumen)d! 2 activation 4 Juas ¢ gall g &) coatd) 558 (¥ B
¥y gastric gland JAw Jhdelag Jaidy (halslay palld (dadila o) gall Ay
(enteric coated tablet)s_ g & 4laas syl il g
activation 4asy s axlu gastric gland J) Ja g jush o gal) Audi ga lile
9959599564
Al sda 7k @ syl gl 185
more potent and used for 4 week than 4 menths 4lall & g
H2blocker alaidiu) (udi Ilgaladiu

adverse effect# v
diarrheal’
inhibits secretion of intrinsic factor (decrease absorption of B12)[]
gastric mucosa ¢ aths (g 1R intrinsic factor J!
vit B12 pabaia) & J)guall 128 5
VitB12 4 Jelag intrinsic factor 2 Gidele Au Lalai HCL J) i &l Layg
Vit B12 & yali dlasy § (aian

bioavailability changes for other drugs (due to change in stomach [
acidity)

omeprazole only inhibits the Cyp450([’]
So it has drug interaction with (clopidogrel)by inhibiting its activation

in liver

(osteoporosis) Ca need HCl to be absorbed [
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Ll (B Qodn pgaellsll ¥ 493 HCL Y aliay (Lile diet o AN pgpadlSl) O
oaiazbe a gl Gl giba JSY) A AN a gl ASa HCL 4999 a2l 138 aaal)
s
mucosal defense mechanism-¥
protective forces 33 (A5 Jard 49V (e ofadl g a
44 4k aal g JS 5 AL ) JSu mucosa gL Adleal) 3535 7 g a 4gg¥) JS ay
Adltid,

Jia g 9! s
1Rsucralfate
O S s o gal) 13
Sulfated sucrose + Aluminum
OV (B 7 9m ashy Apald Bara o (e AN als &bl Jocal Jiidy 4de panaia gA g
ulcer
Wil absorption glasy Cra JB) o) dag ciudd Sy
%¢e (Cwa JB) udlay Al K7 a s gal¥) Ladl Jocal panaia 92 EALACRI TBES: ¥
renal failure o2 sl 4 oS & A
Juany Ly i A0S A oyig A Ja 55 £ 98 accumulation W daaas cd gl aa oY
selective accumulation in kidney tissue
sucralfate is activated by HCL and it act by binding to the protein of #
the ulcerated tissue
By its action it lead to decrease secretion and increase PG and
preventing the irritation of H and HCL
HCL Qg haddy ¥ 4N PPI g i pny ¥
Safe in pregnancy
The most common side effect is constipation due to (Al)

2Bbismath compound
mechanism# v
the same sucralfate-
help in H.pylori eradication-
some of it will absorped-
Pass BBB lead to cause encephalopathy
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3Blcarbinoxelone
(liquorice)uuswl) (3 43l active ingredinet Uiz
mechanism# v
stimulate mucus production from the healthy cells-
increase healing of theulcer due to increase blood flow-

increase rate of epithelial turnover-
AS yun AA38 | cerd) Ablaiay

side effect#f v
steroid s¢¥
May cause salt and water retantion

contradication#
HTN and edema al) hiday (baal) (uldl)
if edema occure due to this drag#
(Give any diuretic except (spironolactone
(Becouse it has steriodel stracture )prevent competition between them
carbinoxolone s edema Jwas o1 (A
spironolactone (i sSila (s diuretic ) adddul
chemical competition J) quiadl Glile
42PG analoges

mechanism# v
Jis g 4n 0ad receptor s Jiidn g HCL pdbdy AN parital cell !z so
HCL production J% 5(CAMP)
Stimulate PG receptor on parital cell lead to decrease CAMP lead to -
decrease HCLproduction
Stimulation of mucos secretion-
cause local VD lead to increase blood flow-
side effect# v
diarrhea due to increase mucus and water secretion-
AAAILY &) gaf
In pregnency lead to uterine contraction
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H.pylori treatment-¢
(IS (AN e JAN Gldde 3l dat mucus coatd) (B st a gl L sl gda
mucus barrier <ad
mucus Js 3aall £l mucosa O 4dule A A
s 9 gastritis and PU Jasd Al clay 339 W adlal Jagi

Gl Ay Gt dase gl sl 3939 B A(micro aerophelic) Olas A
ag V& A al) Vo JeS s protocol Jard a ¥ ) L ) &gl Gléde
By P-CAT
(or metronidazole PPI+Clarthromycin+Amoxicillin+tinidazole)

ast | ¢ Baal pluag lalua JSI) cra e B 3ALA Gy sal) ry

¢ PP cuba 4d
il Ll &ild mucus coat J) @ad dia ddua H, Pylori J) (1352 HCLY 2529 &Y
J more exposed AS g AT Laie g z ASH.Pylor i J) as& PPIJR HCLJ)
effectof drugs
dala guddsbag PU J) g3 (£ 5a (A PPIJ) (s
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