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Video 1
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Y
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invasive forces /s Al Jlad cub

(gastric mucosa) aismucosa <ol baall & daic i)

( gastric gland) < gland 42 252 545
Lliad (e LYY (e 322 153 glandd) 138 b 5254

enterichromaffin-¢ gastrin cell-Y cheif cells-Y -
cell Partial cell

adkay A1) s | locally acting osewe: Gsap ol | 2 el pepsin gk | adliy 4140 g
Ossa A histimin | ¢@ % GWUGIT 2 Jdda |Susa &2 daY) HCL
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receptors ¢ £l aay ) Lgale cf‘ Bad parital celld) <igds g

!

PG receptor-¢ H2 receptor-Y G receptor-Y Muscarinic -\
(M1)
PGade Jaidy A H iy gastrin J! cuaie gl
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Aa) g S Juadl | il

@) Jadsa M1 receptor Y

l

(ACh) W Jaxy W
e (xSt 039

|

vegal stimulation J«es; Wl

(M1) 2 Jaidu z 9 29(ACh) s vegas nerve J) asi: daie  vegal stimulation J«<ass Wl

& 153 5um AChdlsgastrind) 158 gw ie (gastrin)d) alai (G-cell) 4sis Glas g5 Lad g
allai lde Lgile Al el Wenterochromaffin cell s ¢laS 190 9 340w parital cell
.~ 13 5 histamind)

parital cell A= gastrin ¥s muscarinic 4 ¢ 5.2 vegal stimulation &) Giseala U)
o IR LAY

a5 4140 Jilkinases ' stimulation Jwas; Ltis g (Kinases) W saws a0 A8 cilisig nllg
L partial cell ¢+ zoAH JS(HCO3-)s(H) crasuia ol A(HCO3) S
. ¢lad JAxia (HCO3-)molecules

active mechanism g _Ax passive (i asl  parital cell ¢« z A protond) 13

ffparital cell Jals ¢ G g uugd Ol s S qub

Cea ) Gl oA e a3 138 H/K ATPase 4asl a3 S active pump b o g
O5sh Olde el ) aa dadyg Baral) Ciisad A Gl Q) AR (A asalisd) () JAag
(HCL)

P900nia gl Uil b

G sl Cma gl i el I8 e Agua 5 A) e JlSas parital cell ¢» Lad sla
@ o oA 08 ey il s (4 Gk 1 g Ay Lad) (iR gfiala e Uik parital cell o 152 A
HCOL cisSa 1gaa gy AY)
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e BN £ 52l Llsa parital celld! (A6 g5 i) Jalad G g dgd) cilisy) pany Ulal
((Back diffusion))

ML e e I I L et N e o o e e O O I

e A . \ .

dsa29 CAMP Jis Jgla; 439 parital cell (8 8352 54l Ll &lialS Y PG receptor J) i3 il st |

! HCL Cilers: Lag g sds Layg 0Sh Le (o gutagd) (A Jlay Lnle el cul g8 U ) ducll) I8, |
! back diffusiond! ¢« dman A thick mucus coatd) S 2 Jasy o) JS&y Jgismn Lailg |
: (invasive forces) ¢» diaay g :
: VD ¢ Ugsma PGY) Ll g i

(D mechanisms of decrease the secretiin of HCL

Block M1 receptor-
block G receptor-Y
most minimal effect |9 ¥3sa

the finaly pathway & block H2 receptor-*

PG analage-¢

the most effective drugs <9 protein pump inhibitors-¢ y

\—/
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H.Pylori g s
(gram negative) LSS g3 o

s Mucosa of gastric well) ¢ HCL gass (1 (834 g slead) (& (antrum) J) ddkia 3 (e
(mucas coat

o s Qs (e o chronic gastritis) weis ( proteolytic enzyme) gk Ladg
(peptic ulcer)

50% of them may have ulcer >
10% only of patient with H.pylori don’t suffer ulcer >

peptic ulcer aglaw Al ki %50 (0 %10 s> H.pylori mbas (ulill (4%50 4 o

peptic ulcer J =2l )
adlay A all dbaw 3aly  (epigastric pain) Wl el g 4alS A

(Cardiac) 4med 1542 g0 Al g2l o1 =
peptic ulcer 4xwd JY) Jouill Lalaa (S 13) =
muscloskeletal 4w (58 288 alma 48 jay hafi e GAS 139

GU Jls DU (O @AY () qua o

gastric ulcer-Y duodenum ulcer-!\
Diffuse pain Localized pain gt
b Jolg aa gl Gl dday (38 my e Gy pal) (g Point tenderness
a5 Lgls
g ddana A JS) 4 pd oy Gl el L Jgl Arg | plray (alY)) gasll lSe daay B Gl el iy
(siy LA da g e ABkia 4a saic g HCL 439 JSU Lasie oY) cidy B gl
diffuse pain « o«

JSUial) (s3a B Aaddical) ciladlall £ Ui i | gllas

treatment of neotic ulcer
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Non pharmacological druq therap 93\

Avoid the 35 -1

spices | strees | Smoking

stop the NSAIDs-2
Jsl e LS PGs 8aild Lyl LUd e Ualy PG synthesis aiai 4sadicd Latie dlilall 3 ¢pe 43 9aY)
HCL 1= ¢« U inhibitory effect J) gt PG synthesis giai Laaic 4

Pharmacological treatment Lt

neutrization of HCL ( antacid) -1

<yl gdll Alle A AN ga Alal)

mechanism <

sEssssnasasssnnnnnnnnnnn s annnns S v assmmsasdEaE s s E RS EEEE R s AR S AEEEEEEEEsEEEEEEsEEEEEEs AR sNE s aananssnnnnanannnnnnunnnaYannnnantannnnnnsinnnnnunnannnnnnnntnnnnndnnnnn

(NaHCO3 )sodum bicarbonate (A

systemic alkalosis la: (lesy SEBA PN

(CaCO3) Ca-carbonate (B
systemically oaicia i) (ailly local Jiidia 4sll al 2:%50 4= absorbtion J) S 13
??4ala A S (Saa0d B b
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gastrin secretion J! 4 £ 5. Glebu a gl 3305 O cuadl

Omaliagd) ol lile enterochromaffin cell J) 4k g s @iy Js) 43 ik gastrin Jly
HCL J) 293 a4 il s

Mg and AL salt (C
AU 0 all 138 g Ja8d seal) A glaidiy ey Jocal siided non absorbable ags! agsl s

s laxative agaiSlal) 3 o diarrhea Jaw g o p ot Ll g Aligh o 58 plaal) 81 gl aga g g
constipation Jae gy pssisalNly  Job

Q)

(<)

A sl o (b S s p 5l 5 g Ll | gy Ay 5 S 5 4 (L) Vs

\/ Adverse effects of Antacids

change in bowel habits _1

cation overload 3

9 psaigall Ad g8 o) aguudlS Ad lgd ) agaagea 48 gl Lal i lg MA) Jles L) gl
e

88N Ao U ) Ad) Gua 27U s 2 sal) (Y &l ) g8 aladiiad) ) ghaey 1o 58S (i Agh dalially g
D9 iy Jlas gl gl

49 Alle aa gl 558 o) 2« chemical complex Jexi: S Antacid_4
A
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Anti secretary of HCL-2
HCL 18 (s JIE5 435491 (50

telenzepine J's pirenzepine J:«M1 receptor blocker (A)

ddaal

.................................................................................................................................................

Dry mouth blurred vision Urine retention

H2 receptor blocker (B)

Cimetidine ranitidine famotidine nizatidine Jw«
parital cell J' . H2 receptor s | siidu ) a5 selective H2 WS 2 dlal)
. AV iy HOL J) JHaty <l oaS g

clinical uses :

peptic ulcer .l
H2 blocker Wl i die cuad ML (a4l o8 NSAIDs I
l 11¥zollinger ellison syndrome .lII

b 83529 (58 M G-cell ¢+ phw gastrindls gastrin b saall 3 LA 3 o) &l culb )
walbi Sl A tumor Jueaay clelug (b S5l s duodenum J) g Saxall

gastrinoma s sewsb gastrin gk U G-cell ¢» &b tumor )
13 oS HCL ki@ parital cell J) 4 z 92 gastrin ghy 1A Tumord)
zollinger ellison syndrome i s 4aill g 13 a5 Ay

gastrind gtk a sl O¥ 4da g A (gl gllay G U Lail o ol ciladle (e (e a5 Y H2blocker
HCI J8 clgla Uiy HCL 3w
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side effects

Jb rex sl ¥ anti androgenic side effect 4w 4ala Jaxy Cimetidine .l
displacement Jax (LS 02 receptor Jiin w (is testosterone receptor

qlal Al g Jld Gy Le o Aall) ¢ g i giaddl) (giiy dly ok o 381 cimetidine padded Laxie Jay
W gas AN 2 oYU

Gynecomastia Decrease sperm count Galactorrhea Increase proloctin
endocrinal side effects

inhibition of liver metabolism by CYP450 Jexi  .II

Sofety margin or its therapeutic index #)s* &= cimetidine J) <ass 4538

reversible hepatitis and bone depression Ja: .llI

headache psychiatric problem slurred speech Ji« CNS effect Jau IV
in old patient

Jal gall 45 ool 1 Cla gl Y o)) Juady m

Cyp450 Ao L il o A) 4y ga iy ¥ =

Chualy jgdl T Baal agaladind dlay (2 pall Cpun 13] g Adlita Al T Baal Gy yall aadind Ay gaY) g8
Jayl alia g8y gdla) a5y Y HCOL Y addid 1) 4y 90Y) asay il A jal)

Protein pumps inhibitor (C)

Jia
Omeprazol lanzoprazol pantoprazol
Zole 4alS; 35 0 S Al

mechanism ¢

inhibition of H/K ATPase enzyme irreversibly 7971 4l =
has long duration of action =

All of these drugs are prodrugs (most be activated by HCL) inside the gastrin =
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¢ ( enteric coated tablets) Js& o 4lexi 435991 13¢d daiaal) cilS pid) 13al N g

HCL (0 Waan (lis
INactivation 41 Jaxs g3 g8 9 HCL 2529 b ¥) Qlliidin La o) gal) O dg g 38 UlE Uil g 1110

L #1580 Lin stomach gL (lumen)d 2 activation 4 Jwas £ 5l 5 d&5) coat J) o oY &
soga b Alexs CilS Al Mg Jaidy Y gastric gland Jase Ghalelay Jiidy (isle Loy palld (hadly
(enteric coated tablet)

29395999544 activation lasyg sl gastric gland J) Jadg sl o) gall 4di g4 (lis

QO Wil g g d o als ) g § 84

more potent and used for 4waek than 4 months  4lall g3 daig o

H2blocker alaiia) (udd Lgaladin) o
advers effect

diarrhea .l
Inhibits secretion of intrinsic factor (decrease absorption of vit B12) .l

|
|
|
dlasy g paian VitB12 & s Ly intrinsic factor & s b iy Ll HCL J) <y &) Layy |
vit B12 4 o<l |

i

1

Bioavailability changes for other drugs (due to change in stomach acidity) .llI

omeprazole only inhibits the Cyp450 .Iv
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mucosal defence mechanism-3

gl Alaad) 0538 7 g 5 4y 9a¥) JS xy protective forces s o Jeat 459081 e Alial) 538 o

ddlida 48y jhay aal g JSy JAL ) JS& mucosa

Jia 4 oY) G o

sucralfate_1

Sulfated sucrose + Aluminum cs <S_b s/ gall 13

Ol 2y il (S ulcer ) i g pshs dpdld Sana o (a8 ol il [ocal Jiidy 4de paca b
Wil absorption 4 sy % © ¢ JB

70 cya JB paian Al I3 2 suigsal) Ll Jocal aaas s Sl il U La o5 A a

Ofisn 2 b s £ 98 accumulation W Jwaaaa cdgll aa ¥ renal failure caisal s & Ay
selective accumulation in kidney tissue Jwea; Ly & 41<1) 8

Sucralfate is activated by HCl and it act by binding to the protein of the
ulcerated tissue

By its action it lead to_decreas secretion and increase PG and preventing e
the irritation of H and HCL

HCL s bids ¥ 4NPPl o Ciyas ¥ o
Safe in pregnancy e
The most common side effect is constipation due to (Al) e

bismath compound_2

mechanism <«

the same sucralfate

help in H.pylori eradication e
some of it will absorped o
Pass BBB lead to cause encephalopathy e
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carbinoxelone_3
(liquorice)wsdl 3= 4l active ingredinet Uiz o
mechanism <«

stimulate mucus production from the healthy cells =
Increase healing of the ulcer due to increase blood flow =
Increase rate of epithelial turnoer in ulcer site then heal quickly =

side effect <

May cause salt and water retantion >>> steroid 4%

contradication <«
HTN and edema ad hivday (pbaal) () =

spironolactone ¢sS: L o« diuretic ) a3diul carbinoxolone «ww edema Jwas s

Chemical competition between them J) «iadl gliés

PG analoges_4

mechanism =

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 <

diarrhea due to increase mucus and water secretion

ALY Al ga o

In pregnency |EEGHCIICHNGICONAGHON
|

v
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H.pylori treatment-4

it A0l W) e JAS Gldle Gl it mucus coatd) (B st sl LSl g e
mucus barrier

Jard Al clay 31 W adla 145 g mucusdly sl gl mucosa G 4dile (A S

s & 5 gastritis and PU

el GLile 5 haad g (had daxe ) GaaasY) 352 b A2 (micro aerophelic) ¢S 2y o
as V& all Ve JeS i uprotocol Jasd a ¥ il by s

By P-CAT
(PPI+Clarthromycint+Amoxicillin+tinidazole or metronidazole)

ps )t Baal plusag lalua Jll (10 e Ml Gy sal) ing

COSTPPI Cuhaa 4l g2
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Video 2

GERD J) g sa9»

Gastroesophageal reflux disease e

Causes *»

diabetes milletas =
pregnancy =
some drug and disease =

/7

Symptoms «°

mainly morning heart burn

treatment <

life style medification-1

Yeom (s Jnd) datia oy el g ditad) Blady) Gany s

O

Lol )l duglaay o

darall (langa grax IS o

daual) udlall e daiy) o
Drugs-2

A-first decrease HCL by two

H2 blocker- v
PPI- v

JadN) oA 13 g

the best antacid for this patient is GAVISCON
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I sy (sSudlad) |
. . |
: Jadl Jia oala A g agall 14 Algenic acid - I
| NaH2CO3- :
: Mg triselecate- |
I AL (OH2) - |
|
| 33l s3a 5 Na Algenic ¢sSe agisall o 2% Algenic J) asts  gaviscond! qidi Lais |
| &sds o4l (uay g esophagus J oaeal) gl ) aday Cuag Sanall ad L35 68 11 g lall) p Jaas :

B-prokinetics drugs

_: prokinetics J) w28 v

iy e i A ) Ay lower (o Jidds #1930 OIS oY lower s upper saxall b dlaie sy
Oula laxative hs Jy) Jos Wl diarrhea Jes lower 2 Jaidy sl ¢) g3l oY prokinetics

J) gl deadicd &l Juady 134 5 [Drugs which work on the lower GIT are laxatives]
constipation

classes
5HT4 agonist -1
mosaprite cisaprite rinzaprite Jia
Stimulate serotonin receptor type 4 found in GIT and heart v
Increase (ACh) in upper GIT lead to increase motility v

It may act on 5 HT4 rceptor in the heart andCause v
increase QT interval ( tarsadogenic)

heart & 0S5 GIT (2 25350 £.53 12 5 &l ) £ 5ill Serotonin s (x
enteric nerval . ¢l sS Jalia) 333 2 08 GIT & OHT4 Jatisal) Jaidy Ladic g
system MOA

asidenteric nerval system & GIT i Al o dll o) djle il
S8 upper GIT sz 4ihial) 8 352 sareceptor J 13 iy motilitysu
lower (»

s ag gy (i 8l gél.mg\ 29> 5« receptor J ¥ AUiia Ld gda 490 g
oS JSLdia &iaal J okl Ladie g Johai QT psid Gl (B Julial) 4 GlaS £ 9 5

Jaa
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cholinomimetic agents-2

bethanchol Jia
Work on M3 =
long duration of action - bethanchol =
cholinesterase enzyme J: (i Sty b 43 MOA
GIT ® muscarinc receptord 4 z 913
urinary tension aaais il (ulil) adiiew S5 UB (8 Jid Sl il gl g
T Waly g darall & jau g M3 4l 7 90 4deddi) @il ¢! bethanchol &) =
AN iy lower y upper Jiids oo nonselective “iwdU Lall (i el U
: A T se
’ diarrhea 2 uaiall Jaxa
nonselective <YL G .z ¥ bethanchold) At
Erythromycin (antibiotic)_3
act on motilin receptor which found in the upper GIT lead to
increase motility
macrolides J' 4= ¢« Erythromycin J! T
(motilin receptor) 4l Jiiica o Jaidy 7 g & 92l 13
Upper GIT gl 4s all 33 a g8y Jiial) 138 dula 7 g 0 Latis g
reflux ik bay  (aiS n La JSV) 5 A8 juu (uadli Sanal) o gl
Used in emergency only (its tolerance is very fast) Uses
OS2 all g SR p sal) Gl sall (g Ladie ay aa A ju tolerance duasy
vei rapid tolerance J«an (halaidy b o S oail
D2 receptor blockers-4
metaclopramide- Jie
4 gl o
Dompridone ¥
Block D receptor blockers (D2more) =
D receptor are under control of sympathetic system so MOA
stimlating them lead to decrease motility and blocking
them increase motility
ARY%
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et

Metaclopramide
B —m

metaclopramide is not selective

nonselective sz s(D2 MORE) 1aad (el gall Jiia Jiby 7 9
dga9a &S] ?2?2GIT (B Omabagdll 292 5 Jo (S
sympathetic system & cswsa system ) Ao qowna Gualygall g qub
Gl g osill U (A9l QY ga Gmalagall
motility sllix L see sympatheticd)s ey ksl sill g el silla ks
sympathetic receptor &5 ¥ motilityd) JEL 42 GIT (2 225 13) Gl gl Dliieia ay
5 e e Ay lmotilityd) 255 138 ) (el gl JES ) iy

GIT & motility .*= Inhibitory effect of D receptor J«= metaclopramide

Stimulate 5HT4 receptors lead to increase ACh lead to increase motility-
ACh J) 1) zs ke s D receptordi Lie (4 motility L A

braind . Wis 7 9 i @bl Gea e centrals pripharal Jiidy s¢s) Ul Ua) ¢fgall 1384
Area postrema .2 5> <! (vomating center)4-<« medulla oblongata 4ikis 3 i,
Jany 7o Oxabisdl Jis 7 9 » metaclopramide J) Laisd D receptor W4

(antiemetic effect)

primperan®

mg Y+ (A9 0 5SSy g ad

GERD v

Gasteroparesis in DM v
. (5d) .
las) A& Glgdll A neuropathy < stomachd! 2 Jus Glalasiuy)

before endoscopy v
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before emergency surgery- v
Ghilsla (a yall ¢ (Y As L) ¥ @ dulaal) 38 & ey o Y Aules Jany Ladie (ay jall ny
Jadig refluxd) duasy By axleal) ¢ asill 8 7y 89 reflux duas: ¢ ala
(tracha)
aspiration W saw 4ala Jaxiy
Llaad) S8 Aol VY aguay sgdl ol all o annal Uiy 31 138
L35S a6k aspiration odis Juaa g aila (hiag didaad) JRa (g sall o)) Gaa ol S
Gastric evacuation J«i assi(primperan IV)uoy 48s a bl
aspiration pneumonia Jilasila g

Antiemetic drugs v

Blocks D2 centrally in-basal ganglia

4a gl Loy agaia basal gangliad = Extrapyramidal ¢s dgswe A
Juand  cpabigall  Jila zgp sledl 1A sl Ladiey dad Laie
ol e 4y Extrapyramidal manifestation

Akathesia .\

L L L L L L D L I I I T O (L ]

Dystoria .Y
Abnormal movement of the facial exepression
130 ) Juanl La (s38 5 4da 98 slgall Sy gl sl W J o) reversibly s ¢Sis|  Side effect
e A g gl ¥ o) gal) cdal

parkinsonasia .Y
Iy B o2 ) Ade )

Dyskinasia .¢

................................................................................................................................

limbic system lead to Altered emotions .°

piutitry gland lead to increase prolactin- .1

AV Joda | sllayy
toxic Soann U cpabigall Ji&y A £ 9] g cpaly gl) J8B) o) g3 cua Al g

4
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Domperidone
e

r n — L | L n — || L n — || L n — || L n —_— L | L n — || L n — || L n —_— L |

Don't pass BBB o

MOA <
block D2 peripherally >
Don't act on 5HT4 >
it is also antiemetic >

$SBBB (i L sgsl Lilé Ualg 413 antiemetic ins

Side effect <

Increase QT interval tarsodogenic .\
in sever cases surgry .Y

|
|
|
|
|
|
|
|
|
|
|
|
|
|
|
|

Done by: Helal zabaan Amyjad alsabri




Video 3

complication of liver disease
hepatic encephalopathy and esophageal varices § sas (& a5 digu v/
(JSWal) 13 (e Aallaall g BN 5k o il

d o 39 Jakll b daa Laily ( superior mesenteric vein )sladd) & daie il ]
(splenic vein) |
CigSa pamy ra ) gaady Lad) dllad aalg JS e (K1 sl | gallayy aglS glaa¥l g Jadall e (A1 260
@ 'is sl (Portal vein) |
Jiid mesenteric area g% blood JS J:&u superior mesenteric veind i |
adll adly g a<l) JRan portal vein J@ portal vein s pan g ) 32a% Splenic veind!
liver ) staa¥) (e I
b4 Jasy clte st 48 z9x9 adll Judy portal vein J@ toxin gk Al slaay) g
| (hepatic vein) Gk o8 AU ally (panag 2l B g 55k 7, aallé (detoxification) I

r
l
|
l
l

I ualdy Laay circulation s ¢pang (inferior vena cava) 2 wwab £ 9 hepatic veinds I
I toxin o

chronic liver disease 4 Juaag Ll (ulil) (aany i o<1 )

cause increase of blood pressure in the portal vein

|
|
|
cause damage or decreasing in the entery to the sinousoid which will |
|
J

— ——
— . —

SmmHg J Jslal ¥ 480 jnferior vena cava 3! hepatic vein (2 biall (uls <l gl

mmHg9mmHg ¢ 3 L portal vein 4 buallg

portal vein ? s kil gaiud agl) 8 by 08 Gis blood J sing liver cirrhosis &as; Lt
portal hypertension s Gl \a &) Jsii )38 12mmHg A Jas L dly

Jand Sl (e Lgia g ASa (o) Cigdy gy A B AlCda oY daii ) B Lhay a8 (e aal) Ladiad
Left gastric vein & < (left gastric vein)4su! liver 2525« vein

Lower end of esophaqus 4 AStomosis Ja2 1! (e 7 a0 (lis

right gastric vein J! adl ol |eft gastric vein J) ¢uaxs

)
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left gastric vein  duan L pdl) anhll & o

..............................................................................................................................................................................
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chemical-1

Dilatation of venous plexus at the lower end of esophagus variceal bleeding

biochemical-2

normal flora e 4k L i slaal) A daie i)
olag (NH3)Lisad) adlaiy g LSty ) proteins J! formintation Jas oy Ao Jaids L ) o3
(GABA like) “asie W sacs il Jsh toxin 2 s aheals L Sl 138

Gamma aminobutyric acid
Agad 2 ga plually plaa¥) (B 33 ga gall LG aliy ladl brain (B 95 13) fladll 3 ek dals g2 13
pi ey () g Elanll ) dadag adll 5 e JA a2 GABA U

~ benzdiazpen like mediators g Ly
Lo Ul auhll oY) & CNS depressants Jaxi biukh CNS (2 Lpwptin 4oVl (10 48 gana o2
Leie iy 30 O g GlAlA

i ¢Sl astt aall 7 9 »» Patients whith chronic liver disease * ¢«

CNS effects of these substances
NH3 «

benzodiazepine like mediators <

Lol 400 10 g el Jsh aliy ke g J8 1y 43 B chronic liver disease gLy o sl o)) daiil)
<l

Hepatic encephalopathy OR portosystemic encephalopathy

Yy
Done by: Helal zabaan Amyjad alsabri




So the major tow complicatior of chronic liver disease are

4 4

esophageal varices hepatic encephalopathy

@ =

A-Treatment of portosystemic encephalopathy
f*encephalopathy J4s Al 43 cuk

Jhaa (e o ) e (RlES L st oY vegetable protein J: animal protein J Juiu g
animal protein ) <y saill

lactulose-1

lactulose J) paa (ishany La o3 Sl (e £ 58 not digestable sucrose sy s 54d #1313
(acetic acid and lactic acid) ' Jsad sl J 35 4 L J

alkaline ¢S slaa¥) gl PH  J) sa slaa¥) 3 Jgadll 138 diaay Ladie

dpaaa g N Jeadig J3 lactulose J) L Js) alkaline 4in Ao 8agia slaa¥) & ) Lasyl) ey
Juansd PH b s 2ind

G L gD gl Ly il
a5k dpdaan N ga o2 il LINH3WS gl slaal) 8 gaie Ulg o gyad(H) W s dpaslal) digall- )
o shiffting hassd aal) 8 ddle Ligal daie @il agaisal NHA O 550 Ligad) g a8y G g sl

.elimination \glaad slaa¥) ) asl)

1
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laxativ- .l

AT T LD O T G A TR

Antibiotic-2
Loacd) pdhas A b sal) i8S e Y slaaY) * locally Jiiis

Jia
Neomycin v

..................................................................................................................

Nephrotoxicity .l
ototoxicity .l

Metronidazole v

.......................................................................................................................................................

B-Esophageal varices

*These varices will cause sever bleeding

fresh blood transfasion-1

\F:
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o) Al Jglra g pa s A (5 9ad daad (Saa Glag LV 2 dskad g PP padies el

give any drug causing V-C in splanenic area like vasopressin-3

CpaiilSan Al S (90 ¢l 132 (ADH) 0522 s& vasopressinds
antidiuretic effectd«xy kidney 4(V2) Jsitica o Jiidy 7 95 5 00 (S-

G 352 se Jaliual) 138 () 1938 s vasoconstraction Jexs i) 134 3(V1) AU receptor Jls-
mesenteric vascular bedd'

portal . . adll 4 24888 vasoconstraction Jew asiivasopressin Ji badl i Lasiad
nonselective i vasopressind il o8l J& Ciy3ill a 688 J85 yveneus flow

(myocardial infraction) Jax B JSUia Jaryg
Jard oldde Nitrate4s sass ¢ 4ala o) vasopressin gs @i el dlidly
Reduce systemic and coronary VC

(Terlipressin)Jd s 4ic Sua asdivy il 5 non selective 4 vasopressind! asiic ¥ LWiE
(glypressin) ) as 43aly

Terlipressin
ool (A i e gl AL Ymg IV 8 8
HAV.C Jaxa 7 52

mesenteric vascular bed

these drugs will stop bleeding v
in 20%of pateints

portal veneus flow Jiiy

\/

endoscopic sclerotherapy-4

Yo
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s3a) 5 0 4 al 2 33l g ceftriaxone Ji« Prophylactic antibiotics clall gtike mdi ¥ 1305 o
Al V Baal agdl B

Prophylaxis treatment W sau 4353 Ao dpdiady Sl 7 9 3 s el Ladic

beta blockers-1

JE elaa¥) A I adll 4aS 2 683CO Jl&s 7 9 2 Propranolol
Jary Lyl g
indirect VC by blocking B2 receptor (the patient have sever fatigue)

Nitrate-2

Jid Venodilatation Jaxi Nitrate J) o) Ja) Ao flua s lalua 4o ganall 538 (pa daly o) Ao Andia
Blood flow J! Ji# CO

metoclopramide-3

&
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Video 4

Therapy of Cons

w
i
©
E_S
e
(@)
-

CIC chronic idiopathic Constipation-1
this is the most common cause of Constipation
£ 5ea) B i pa EB e JB) alaad) JAay 400 Sy Ladla a9 Adut 0 (568 dda oSy LIS () ny

Chronic idiopathic Constipation Jsh e il &l ya EDG Cpa JB) (53 A

pregnancy-2
(The uterus compressor the intestine lead to decrease motility)
motilityJ Ji&é slaa¥) o hila 58 an )l o Constipation ¢» Sidi pregnancyd) -

lack of motility-3
Constipation J) ¢« (Sl ) Guldl) ) aa g el Jsh qiilsall o (paslBl) (uldl) Sl

Jardy Alaad) o34 & Al Lexic g abdominal muscled) i & atiy Lagl el oY (hsS adule agdy
slad) 028 Cida La (S AT L Jlgdll Jgh o83 Latie (81 reflux stimulation peristalsis

alus¥ Tumors-4

gie U) dlfyg satall dllly 3 Ly €9 4ilia 43l 53 Constipation J) dliy ity cadies o >
f*%investigation 4is clkiy 3liia =il Constipation
A investigation Jeu glall Ga il Jiga) E30 AY) Y AlaY)

sudden onset-!

Adwe s 36 cladl S (ala 53 Constipationd) ¢f 4B sa ¢lall o

Bleeding and wieght loss-Y

history of colon cancer-¥

YV
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First Non pharmacological treatment-
The most common treatment of Constipation <! J8y s L) Jiigw Gladiad) 8 iy 1)
Non pharmacological Jsk s il

Non pharmacological J) 4tk dlaa¥) (a Aoy ) Glad) gllaia ) gal) (7 8 0 Sagy
AL ) alia

excess fluids v
Constipation | sl a¢¥ minimize coffee and tea v
as JS <y EXeErcise v’

i d99)) 5 (s o3 il Jfndi La Alla b

Second pharmacological treatment -¥

LAXATIVES

Bulk laxative-1

They increase the lower GIT motility and enhanced
intestinal evacuation iy o

J) Jadds
Dietory fibers v
Bran v
carboxymethyl cellulose v

classification

Lallla g ana Jaaty 2y bulk Jexd J34 non digestible WAL 4ala )
Jaxd a g8y aaa Jas

Distention in the mucosa of Small intestine and colon

Adany Ll 138 Lasic g(strech receptor) Ji 4¢sia Jsh o o

local stimulation of peristalsis Je asiistimulate mechanism

Lly Waterd) sl 43 bulk Jad 3l clalal) Ly 1S Guy i
Coxn dlwal) o) gl laxative 4alS Ao solua slaad) 2 1 swaterd)

YA
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abdominal bloating =
decrease digoxine absorption =
may cause intestinal abstraction =

LAXATIVES

osmotic laxative-2

side effect

J dadug

lactulose

polyethylene glycol

sl zldl 44 Mg sulfate and Na salts

b Leadindia (i LIS (g0 ALl
Treatment of chronic idiopathic constipation
.Rapid intestinal evacuation Je cailal lgasdiuia alall 2

classification

Its not digestable
not absorpable

mechanism
Lead to increase osmotic pressure inside the intestine
lead to water secretion to the lumen
(epson salts) if there is injury or ulcer in the intestine-
may lead to absorption of
Mg lead to Arrhythmias e
Na lead to Na and water retention e
hypermagnesemia J«: circulation & JAuMg J) (Sea An
Y5 slall (ubiad) Jaasi g adii 5 &3S Nadls arrhythmias Jass s
lactulose o
Islarn Jg28 acetic acid and lactic acid,l slae¥l & Jgas side effect
osmotic pressured
Lead to water secretion to the lumen
d) @l & <t Abdominal discomfort Jau s 4age Gada (e
sk 491 J8) yiay Jactulose
polyethylene glycol e
hypokalemia Ja 132
¥4
Done by: Helal zabaan Amyjad alsabri




LAXATIVES

irritant laxative-3

J) Jadu g
senna v
bisacodyl v
Gastor oil v

classification

Cause local inflammation on irritant to the mucosa and
inhibits Na/K ATPase this lead to

direct stimulation of the nerve plexus =
increase local secretion of water =

Jaxd AN B gl yiad 4y 91 (e A panall g (f Baadls 4y 9 JS 5 !
peristalsis J Direct stimulation

mechanism

63 A4S ganall £ g8 JSI AS jidia Adla () o) Aad 4
its not used in

abortion slew a¢lS pregnancy lead to abortion e

lactating lead to catharatic baby e

snnsmatannnnn O L N e e e e L T e 1 DO T L L L L L L L L L LI LT

menstrual lead to increase blood flow

in chronic use lead to

Laxative habbite and catharatic colon .\

Complete evacuation of the colon .Y

b J8da alaad) JAy Glaadl g (AU My lde g Q968 (¢ sina pan £ AL (ry
allenY (ha zliaa

Ladie g olgdll s gina JS § 8y alaall JAay laxative ) ) geddll cub
AL asid Constipationd) 4dla o) JSin abl o MY (a0 43 Liamy (ulay
Olale 488l B o e Jllaxative

side effect
4l G2l ey
4 i)

Al
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pdind Laie OS] ok alaadl Jadg Slasa (el slll allY Al o jua of OY
Complete evacuation of the colon 4 J«# |axatived)
W sacud o e Jsh laxative Js bl s ladl A 0 e AU

(laxative habbite)

(catharatic colon) Wew! 4ala dliasy <) aa 13 188 e
stimulant Jas L Sy mucosa irritation Jew LSS e Sy

Degeneration of qut nervous plexus J<as:  peristalsis

ey Okl 138 Jhay (adA ) LS 8 Lagad g degeneration Jah: Ll
$199 o) daslway € alaal) JAam hacla

Gastor oil has bad test

senna lead to urine discoloration

bisacodyl

enteric coated tablet 2 osles S Al frritant sale S (e 02 ¢ gall
o4

.......................................................................................................................

axa 3y a8l 133 bisacodyl J) 3aby A glad) o) didka ol L) Y
alkaline i3 Antacid J) ¢¥ 3ushd Ay g2 Al b (Antacid)
sever irritation Jad s2al) & 5 bisacodyl ua f sainé
Ulceration * gbadl JA ¢Sy PHJ) 2550 pgiid

side effect

LAXATIVES

lubricant or stimulant laxative-4

J) Jaddi

paraffin oil ()

paraffin 3L Wl glally non digestable s
paraffin J 454 GITJ) 2 a3 ) Judle non digestable o2 paraffin J)
Jety a9id GIT (2 Aila sala Jshad

¥
Done by: Helal zabaan

Classification

Amjad alsabri




coating the fecal matter
Lead to mucosa con't absorpe water from the fecal matter

>4 F4(anal fissures)s) (Uxlsdl piles) padis A (ulill daladin (Sagd
chronic Constipation J! 4> fissuresd

sever astringe J«xx very hard s2= fecal matter J) alaal) Jasle Js
sever pain 4k slaall JAy Ll (idille chronic is g alls g o Jed

and bleeding
adsl) Walaa adiy hacls surgery W a0¥ chronic 44 ¢ anal fissures Js
4lS 52

Glycerin suppositories (¥
Jar 03 glycerind! hydroscopic material s

Stimulate water secretion lead to Iubrjcation of anal conal
Jalsall g JULM el yiiny glycerin J)y

evacuant enema (*
For evacuation of the intestine

LAXATIVES

chloride channel activators-5

lubiprostone 4aw) Laa ¢ g2

used for CIC e

Classification

 chloride channel i Jiidy 7 g #1930 13
Apical pole of the columner cell

Mal a2 chlorid channel ¢ g153 Wb (52 slaa¥) gl LYAY apical pole J

(CIC-CL channel) wsas:| Mechanism
&b water secretion J 293« a5k 2 channel J) Jada g 502 #1920 Ladie
alaall Jird reflux stimulation of peristalsis bl
vy
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B —_—

rthe General Uses of laxative

: Cic (»

i gases and feical ¢ +ils abdominal J ¢y abdominal X-ray Jes (i &y |
: laxative ¢! olball o35 5l enema bl daxi o ¥ matter -
I Hepatic encephalopathy (lactulose) (¥ .
i Painful anal fissure and piles (¢ l
- Fastest the secretion of toxic substance (° |
| -

——

r contraindication of laxative

undiagnosed abdominal pain _1

clis 3B L U dliyg Constipationssis o) & agii abdominal pain siie obe by Ay
O Sia Lbaay ally motilityd) 4 3554 a5l laxative 4ala o) e il a 858 ol Any ) (I alaal)
Oladl cuae g dlalil) o0 halis o8 il Acute appendicitis ¢ acute abdominal pain

A Jaaa A e Jliisls @il g Acute appendicitis s ol g laxative

J¥l Al i W Y laxative ¢ il i ade § sias

organic obstraction _ 2
Jaria ol Ao iil) Jaxative ax Leic g tumor i Alsiia slaad) ()5S Ladic tumor e

EEE NN NS EEE NN NN EEEEEEEENEEEEEEEEEEEEEEEEERY L\

vy
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Video 5

Therapy of diarrhea

s Ll EDEY aaf B 5% a3¥ Juaad Glde Lol B gl
23 intestinal motility o) Wl L v/

<) water secretion sl v/
oS ol et b slaai ol 5l v

1_infection: viral protozoal bacterial (the mostcommon type)

2_Hormonal diarrhea
sl (aliaial (e JIE a5 olaall 38 ja 035 e o s clava 8 2 55 <l e jell Ladic
sl s serotonin  leew) ) sl allay tumor J) o= g 53l 138 5 carcinoid tumor S o)
water absorption J& s Intestinal motility J) 2 » (See

3_ Bile acid malabsorption:
chronic diarrhea (o Sty Glas Y o+ S (e = chronic diarrhea J) @Y (e 70 S Jaay
Bile acid malabsorption paxic 70 8ia
z A3 bile acid ¢ uassidl gallbladder J) ¢» z A% A A bile acid J) o
wabaial b selud L Wil absorption of fluid (e 3ebud L) 3aaaa ddua g Lgd
o) dalan (AU amad) JAXT (A a3 (dra (AU a2 5 aY oS Ggaall
Enterohepatic cycling
i Enterohepatic cycling V) U (ina ) Lo slaa¥) e <l 335 5l 62 bile acid J) = ©
Ul Jeasa o3 jrritation Jls very irritant &) <852« bile acid J\s intestinal (Sirritant Jeads
Bile acid malabsorption i+«ié abdominal pain and diarrhea

4 _inflammation bowel disease

5_iatrogenic diarrhea
A 92Y) Al 5 gt e e Jlgsd (Sny

Laxative Mg contain antacid  Cholinomimetic drugs Antibiotic

a8 £ gl g i Ciulall a5 6K Cile b (g gall daall Ay gl 8 il Ul 435S il 1 Antibiotic
098¢ Juany ) 4y oral 1S5l La sad 5 Candall sl 5 (0555 (5 50 Slma a2iie Ul Ladie 5 Ly i<l

L L L L T e e Ot anfasnnnssndnaduabaraa s iannn i annnnnnnnitannnnnmnannnnannnnndinnnnnaMwannn ana A annnn

S & sl Dia Bial (g gaal) Slaall aladiind) day (i yall B clostridium difficile W) A sg < gan La
i G i 3 gl e

v
Done by: Helal zabaan Amyjad alsabri




& clostridium difficile J\s Killing leakas flora LSl o) dagis Jeas (58 38 Jlgu) 122 =
intestinal mucosa ! _ Jazaa 23 5 o gans adlal i L sl 3¢t A and
diarrhea and abdominal pain Jerxa 4udi s
<ylad) @3& 0 g ilelua g
pseudomembranous colitis 3! Antibiotic associated diarrhea
g Sran slawl) B3 5 clostridium difficile diarrhea )

eefclaa ol Al gl g b

G5l aall 138 4d) AalSig dagdiig 4nle 4335 4 3¥ Antibiotic obe ¥ QS Lal 4l Y v
aall s Glde ALl 8 alS Glas o) diarrhea Jar 138 a gy 2y (Say &l 4dig )
oald 4l gl gf g gual)

et Ly iyl S clostridium J) <3 & gal eﬂ il Mad plaall Glias ) v
metronidazole 4« ¢) s & <y gnaerobic
lincomycin el Joll 48 3latie A gaie S5 Gimdi b 4 v/

Acute self-limited

Chronic diarrhea Acute diarrhea .
diarrhea

slrachronic Jsti hds | Jde A Juay alaall Glall Jgia (San o laa LS W Juaady gda
e S cpdia) L asll 2 & e Baal Al Jlgwd dagi A0
LJMA#@JJU:\QJM‘ ohj@ﬂﬂeﬂastu Y¢
weight l0ss @ | Ay O sl 0 8 Lgita A5 525 @ treatment s/ (2 (e

Jaad (San Y B phd

dehydration

electrolyte Yol dala Jaxi (Saag o
Ll 4i¥hypokalemia |&aibalance
Jary GIT J) Jlgs) oy

Secretion very reach in potassium

“finvestigation glaidiarrhea J) J&

Yo
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Stool analysis .A

Macroscopic i

Microscopic .ii

Stool culture and sensitivity test i
Endoscopy .B
Radiology (barium enema) .C

Treatment of diarrhea

1_maintenance of fluid and electrolyte balance

parenteral sloral L b (8 sy Gball gabaiFluid and electrolyte J) v/
Sia yomiting Jhstina Gladl OIS 13 oral J) adadud v

Lgan) dala Lei Lt dlif \aa A4S diarrhea ¢ (i (Al Lelidy 3 ) i ol

o $$20RT J
Sodium chloride potassium Calcium Magnesium

JuSsls e Y slaa) (e palias e agadguall Y 23] o3 g S gla ot AS Al A 3Y S ela aa0d IS
oral 4%alay Jabll 4paigela Ja Yoo B 49X gORT J) oS 33U diarrhea ¢ (A Al Jikll o) a6

J ki ORT i 28 (s Vomiting sxis ¢Sy dehydration eis (S g3 phi Al 13y v/
Intravenous solutions

S OV o gl gl 5 o gad gual) (laS W (g Jkal) a0 8 PH (il Lal W) (52 lSal) Janli £ glaa v/
diarrhea and dehydration atic 5 sas JULY) (e laa

J) Lss Al sdehydration with hypocalcemia or dehydration with hyponatremia ¢S 48
laa fSfluid Fomd) A Uaie Ualg dilla Guldy Jfluid

g clala duic

Normal saline
Ringer gloil dlidia Mg | Glucose 5%
Isotonic hypotonic hypertonic

Mw&k&ﬁ - M Aall sl fluid d\JGﬁAQﬁ&SJﬁS&\JﬁL@JQ\LﬁJﬁ\M\ v
ddrall o589 KY¥9Na ' PH J) A uilli Le 433 o685 g dehydration and sever diarrhea ¢
3ab ) Jary a gl o gad ga ila 438 Saline J) Saline 4 s 44 25835 hypocalcemia sdis Al

LW PR 2..,31.5:3\ uﬁ G gan g AR ddday Al gl uﬁmﬂ hypocalcemia J) (=
¥l
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2_ Non -specific treatment

uad) e B 2k diarrhea J) <@ g 4 g0

Jaic
Cimetidine charcoal kaolin pectin Smecta
pectin or ilS ¢l sumolecule J) gabasd) Lpau (1o Lglas 4ga Alnll

chemical active 2 kaolin

B ) jah galaady) o 5 a8l A1 Alilad) 038 (ha (552 ol O 1slsdy v

) paddd) AUl g 4oy mbadd) AStoxin Jlg 4usal) (e 4]
molecule J) 4lilall g3a ta & sl AL W diarrhea s
toxin J) Ll g (g2 4 jhally 43 9!l cidiia

side effect 135 £33 YAdsorb Jawm &) 4458 (a9 (X

Adsorbent-1

o) &l U gpeptic ulcer J) b 4 Laaubismuth J) Y5l e
protein J! &= z3ua Acomplex Jaxibismuth J) <ils
HCl J) (s >3 gphysical barrier schemical complex Jaxiy
slaal) B aMSl) (i pa S

O OSan 9 55 Ay slad) B 553 onie Gl ) o1 @
slaal) & Jary Barall b Jae e Jia bismuth
L=kt scovering and physical barrier Jexd
il g Gl A Jsadi g sl J 34 Lasie subsalicylated) o
anti-inflammatory s (sl &) Jijle

Bismuth subsalicylate-2

43lile gAtropine J!
Ji& Leaic gmotility J) 05 Hyme il A M3 slaad) A Ji 7 9
iy Ly gdiarrhea J) < gismotility J) JI&6 g8 M3
Antispasmodic

Anti-cholinergic drugs-3

J) e 798 A dllal Jaad &) jadal) A3tile g morphine J) A

e Jsg slaal & iy M plexus » Y enteric nervous system
enteric nervous system (2 Jifiua o Jai& 7 g 5 &) jadall G

( L Mu- delta ) Yau!

35343 Peristalsis J) 48 a 585 Mu receptor A& Jaidl Ladie )
segmenting non propulsive movement

39 Yila & & 2% claaY) A2y segmenting non propulsive  Jls
alaia¥) Jia 13 13 Ladic g Absorption A5 A gseal) 48 jal)
U aa g slall Ada alas g food JI (e ks a gy

peristalsis J! (& WiSa (8 Jaswalls food J) 4S_as ABdle Lgllag

enteric nervous J (-2 delta receptor J s Jaidy Laric ¥
water absorption and water secretion J) Ji& a & system

Synthetic opioid-4

vy
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Cholinergic o' .2 Ach release ) JI&i & jaiall Lasly o
A M3 JI JE Ay enteric nervous system - neuron
slaay) A

O i AY aniiag ¥ oS JSUEAY) (o gl () gall O pana w
J) g5 (1985 La (s gall (ha Ay 900 ) griea (819 ad) i 9 BBB
Diphenoxylate Jis 4 ¢)sally Loperamide J' Jie BBB

cannot cross BBB a¢-! 13l ¥ 5da g

ALt ClaSy (w BBB gDiphenoxylate o) Jsii JIgdl A oS!
asleiud g 4t (Wil Diphenoxylate J) < <ilS pdld) Lalg Jaa
diarrhea atiis Lo A Ao faa 3 s cilay
098 S ey 0 o<y 4

Diphenoxylate J)!shis | gald 5 a) A Jaad Sl D A 13
Cmaad Jald) 138 1 slas (lomotil®) Atropine 2=
) B S ilpaSy 033L a8 el of (Y 0 sSigiay (riadal) pidi 3
(decrease liability for abuse) 3_xS Jsliu JaxAtropine
J) 89 m3 Jiky 43 Anti-diarrhea 4«ii saAtropine .b
Motility

Ll (2l ey

Addiction

Anticholinergic side effect .

Precipitation of toxin megacolon

O San g Lt e 2 siBile acid A o8 slaad) ) 50 Latie
A9 O Baal g Al B andiy Cholestyramine-5

Bile acid malabsorption «diarrhea J' (S ¢

o'nC'Eno

3_Speific anti-infective agent: _
Liie degall clalall (e

¥A
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.Antennal® ¢l 4aul Nifuroxazide

4 _inflammatory bowel disease: _

0l pal A Jiad o

Microscopic colitis \ Ulcerative colitis \ Crohn disease
gl A jpa aglia | (& usl 081 Crohin ol (o O panagd) Slgad) (2 dlhaila (o] (A cilgdl
microscopes <Y >3 small intestine inflammation J) W8 Saay AN (ghlial) gl
J) A 3l agiall Lad) J sga d) gsmalll intestine 2
large intestine Ol gilay (i) (ulilld o liall Slgad) Lialad oo
antibodies (45 a¢=«> Crohn disease
small J) palgs o 685 quto antibodies W gews
narrowing Je L) < gll aa g intestine
intestinal obstruction &g (Sa g fibrosis

bloody diarrhea § ueka Oladl i 058 &) crohn and ulcerative J)3)x o
watery diarrhea § ueta: s (& Microscopic colitis J) <l jiaay o

abdominal pain J) &8s agd aglsy

Sliall jlgally ABe Lt 4y 93 (e Al ) ey COL JSLEA oo AlSH Ladie g o
Sulfasalazine .i

Corticosteroid .ii

Immunosuppressive agent iii

¥q
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uars pa Gl Ladl da) g ) 93 Glia 03
5- Amino salicylic acid + Sulfapyridine
Uar g (il 93 08 B ke A AN sulfasalazine W) A1 Aad) AU Ladie 4
T 2alg IS Codl gal) oAk juhy Ladie g s slaa¥) A azo bond J) a sk
immune suppressive and anti-inflammatory Jex £ 5-ASA 4> 4
slaal) B I L AS iy antibacterial i Sulfapyridine J)y | Sulfasalazine .A
S (e 43l
Jstiiall Lgdb GM
(S-XVO-R]

ry

pgaladinlg ®
Active ulcerative colitis J
Rheumatoid arthritis i

Ll o2l ey o
Jary 7 51 Sulfapyridine e dudladl (&l oY) alire i

Marrow depression  .i

Decrease folic acid leading to megaloblastic anemia  .ii
5 mesalazine Jie ki 5ASA 4d 58 o) 9) aanal b JSUiall g3l Jad)
megaloblastic = ild j sulfasalazine axdiud jhlia &l 19 olsalazine
L g2 folic acid 5mg 42« —iva anemia

e Jary Ladly olall Jlgadl i cra aall B aalad oda Corticosteroid .B
?Jﬂdyal\\gwﬂ“;éf-bd\ua,\a chuai S Gha d) g
Azithioprin i Immunosuppressive agent .C
uaadia S 1 g Cyclosporine i
inhibition of T cell *

% autoimmune disease £3a5a B i ) Gaagiall 3 o) J gl 4y l5 b o
infliximab < &« (Tumor_necrosis factor alpha) TNF J!

N.B.

Metronidazole may be used in Crohn's disease to eradicate anaerobic bacteria. =

Aspirin and indomethacin may of value in acute diarrhea because they |[PGs =
synthesis —tabsorption and |secretion of intestinal fluid.

Clonidine (a2 stimulant) can be used in diabetic diarrhea to fintestinal water =
absorption and |electrolyte secretion.

2 7
At/
I
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