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bleeding J| $o5i oSao igdlai o 13]

:acute gastritis & buwi
e infection - microorganism Jie bacteria gi virus

e allergy oo o0 &394 food oi drugs
¢ alcohol ¢S Oy
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cyclooxygenase b aspirin o¥ Sulcer lgauus NSAIDs 9 aspirin gis
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Diagnosis of H. pylori:
1. Invasive diagnosis @b o< endoscopy:
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2. Non-invasive diagnosis:
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Complications of peptic ulcer:
¢ bleeding

e perforation

e obstruction

Perforation i = ulcer il i x> wall | membrane.

Goals of treatment in peptic ulcer:
¢ relieve symptoms
¢ heal the ulcer
e prevent complications
e prevent recurrence
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e H. pylori

e GERD

e Stomach cancer

e Colorectal cancer

¢ Irritable bowel syndrome

¢ Inflammatory bowel disease
e Crohn's disease

e Ulcerative colitis

Gastritis
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e aspirin
e NSAIDs
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Aspirin [ NSAIDs JU lgidieg ulcer
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.major burns Guuw Oasy
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1. Antacids
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Proton pump inhibitors
PPl dJl=d iS3lg (59931 ob.
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e acetylcholine
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H2 receptor blockers
H2 receptor blockers blJ,l lg=ios histamine g¢ H2 receptor.

PPl (o J3i pgind 29
:dliol
e Cimetidine
¢ Ranitidine
e Famotidine
¢ Nizatidine
Side effects Jowii (Sow:
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e confusion
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¢ infertility
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Antacids
Antacids dJled J3i.
ezl
ol lglgnio o
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.minutes 20-10 bid (55 lgdgnis dé ¥ samo Lle WdsT1d)
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.hours 12-8 o=>v PPI o

H. pylori gMc
.eradication therapy gU>u H. pylori gie
100 USSR dole
e PPI
¢ antibiotics
so

e Amoxicillin
e Tetracycline
e Metronidazole
Alxiwlg severity > second-line @ first-line glisu 099

1o (§)31 A9l pasiinw (Koo 1648 sy A od| i @ 19]
¢ Levofloxacin
¢ Rifampicin
des WL antibiotics 9 PPI 03 ulcer L8 pasuiuws Lo 1oL d>1 =l
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.esophagus JI stomach (- reflux =
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1 s\ conservative treatment :§9iGERD e
smoking «ui>J e
alcohol uou
fatty food iU e
coffee wuicu e
spicy food iy o
flat pgidl poc o
semi-sitting Lusogs poill o
:medications : U
e Antacids
e H2 receptor blockers
e PPI

.antacid &e alginic acid pasuis (e Glsi

Alginic acid ddub Joss foam G99 acid: JLisd contact o acid 9
esophageal mucosa.
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Stomach cancer
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e H. pylori
e chronic gastritis
e smoking
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e diet a9 preservatives | carcinogens
e genetic factors
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stomach cancer yol i
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18231 Gl golrol duicd polyei jagldi 039
* nausea
vomiting
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loss of appetite

J33tio LSS 4 colorectal cancer (o igwi WL prognosis <UdJ
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@b O ol

CT scan

e MRI
endoscopy
biopsy

:surgery Os W Ml

subtotal gastrectomy
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Juadi ZMall 95 (Ko 8,0 Stages P
9i chemotherapy i 3 039 ipalliative 090 WL M=)l istage 4 2
S radiation

Colorectal cancer
Colorectal cancer d=iliJlg dogall GUW ] (.
180 opbs W
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e family history
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¢ radiation

:radiation 9| chemotherapy (s (Koo
surgery J49 o
surgery o= gl o
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Irritable bowel syndrome | IBS
10959 W99 ;bowel movement P jusi Gusy IBS P
e constipation
e diarrhea
e cramps
¢ lower abdominal pain
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e anxiety
e stress
e depression
Jactose intolerance (& 43,4 pj
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Treatment of IBS
caffeine iy o
irritant food v e
diet cubbii o
diarrhea & L 13| fiber o
fiber J& .diarrhea oaic 1] o
anticholinergic drugs e
antispasmodic drugs e
Anticholinergic J.&; bowel movement (¥ parasympathetic oo
digestion s movement.

Antispasmodic J\& cramps.
Inflammatory bowel disease [ IBD
IBD Jowisa:
i 1. Crohn's disease
2. Ulcerative colitis
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Ulcerative colitis 9 Crohn’'s disease o § 2!
Crohn's disease
Gl tract (» sj=> Sl way (Koo o
Jel Claub JS oy Koo @
transmural o ) o
segment i L jgby (Koo ©
Ulcerative colitis
colon and rectum oy
bid mucosa layer WL sy o
Crohn's disease (» Llel cancer pbs> o
colon 8 vguw 4 Ayl ax e (Koo

IBD ol el
e diarrhea
e abdominal pain
e naused
e vomiting
e weightloss
e anemia
o fever
¢ blood with stool
e hypoalbuminemia
e hypovolemia
e growth retardation in children

161 21> 151 0K lgUdl
¢ joints - arthritis
e eye
e skin
e bile duct



Treatment of IBD

fluids

electrolytes

sodium bicarbonate _? 13] acidosis
high calories

vitamins

proteins

avoid fats
corticosteroids
metronidazole
immunosuppressants
monoclonal antibodies
anti-TNF agents

Ulcerative colitis notes

females
diw 30 (0 J.Si
white population 4.5 S|

.inflammation Julii J] Wogi lgls

.oral contraceptives = b 09
sl el

diarrhea ygil 9i gulwi gl pLT jodiuws 03

Sa) o bloody diarrhea

severe cases lg+9 anemia, hypovolemia, fever
.blood si bowel movement changes . 13| malignancy o lewiw! woy

Cancer risk ® ksl ulcerative colitis - 4)lioc Crohn’s disease.
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