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5 Suppress acid secretion by non-competitively and
BETWEEN l:> = Pepsin. irreversibly inhibiting the H+ , K+- ATPase of the
gastric parietal cells.
::> * Prostaglandins.
AND S b - 3 Increase secretion of gastrin usually 2-3 times the
* Mucus gel layer adherent to the baseline with proliferation and growth of ECL cells.
DEFENSIVE FACTORS nmucosal surface.
* Bicarbonate. No carcinoid tumors were reported occurring in
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®= Regeneration of the epithelial cell layer.
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U Chronic Gastritis O Acute gastritis
* Characterized by atrophy of the mucosa of the stomach, with loss of the Signs and symptoms
secretory glands. >
. 2 S S * Anorexia, nausea, vomiting;,
h\drochlorlc acid in the gastric secretions) J Hcolatcxocsls. indicates ulceration md blccc.{mg in the stomach.
+(_Epigastric pain, cramps, or general discomfort:
: S e : ' : ¢/ Feyer and headache usually accompany infection. DoMdred
* Chronic gastritis is often seen in individuals with chronic peptic ulcers, « “In some cases, particularly with infections, diarthea may develop.
those who abuse alcohol, and the elderly. Autoimmune disorders, for 5 ok
examp]e, pernicious anemia, are associated with a type of chronic In persons with severe or prolonged vomiting, there is a danger of dehydration,
gastric att()ph)‘. clectrolyte loss,|and metabolic acidosis, all of which require supportive treatment.
e - .. Certain infections may require treatment with antimicrobial drugs. a
~* Many cases are idiopathic. - _ AEEES : ©
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PUD’ may occur in any area where acid and PUD J! gdlse «il gi Jb $us> &l 85150

pepsin are present. !Both lists are cprrect apd should be gastric e JI V egsd juas Jl ol ¥ on
Commonestsites: £ _stm <o (C integrated: while gastric and Lo Ulcer and duodenal ulcer
o " ol «= | duodenal ulcers are the most LES , a» JI gélgo &M (3 Ologdlully
Duodenum especially first part “duodenal e common and classic manifestations site of gastro jejunal anastomosis and
5 Jumer bulb”. of Peptic Ulcer Disease (PUD), the meckel diverticulum
Sites of . : )
Y \ Stomach especially over the lesser curve. $|I'_d_es nror!def(?orirfomereh nsive
& ¥ . clinical list including the Lower
“PUD Gt jejanal Other sites: Esophageal Sphincter (LES), the site
b anesfo mos;'s Lower end of the esophagus. of gastygyjejunal anastomosis, and
\ il YO e Site of gastro -jejunal anastomosis. Me(?k_el's leen[CU|Um- These‘
JsmV inbishet Vs w2 Opposite  to  Meckel’s  diverticulum addltngnaléocahqns Iare tet():hmcally
5 ,A:\(,'_.&p,q;) S8 (congenital diverticulum, is a slight bulge considered pepticiu EEPEEIED o CT =@
SRR in the small intestine present at birth) they occur wherever acid and pepsin pepsi )l ealllad R SUEES
Jheckd's diverFiodde B b come into contact with susceptible o P
mucosa-whether through reflux in the PM” N e

esophagus, surgical rerouting of the
bowel, or ectopic acid-secreting
tissue in a diverticulum. Therefore,
you should recognize gastric and
duodenal as the primary/most
frequent sites, but you must depend
on the slides' list as the complete set
of potential anatomical locations for
peptic ulceration in a clinical or exam
context.
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than 5 mm in diameter- not
penetrating muscularis mucosa. “ . EN N\

May occur in acid-secreting or

none acid-secreting mucosa.

Peristalsis is not affected.

Heals rapidly.
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U Acute gastritis

Signs and symptoms

* Anorexia, nausea, vomiting

* Hematemesis indicates ulceration and bleeding in the stomach

*_Epigastric paini, cramps, or general discomfort.

*/ Fever and headache usually accompany infection.

* In some cases, particularly with infections, diarthea may develop.,

In persons with severe or prolonged vomiting, there is a danger of dehydratio

clectrolyte loss, and metabolic acidosis, all of which require supportive treatment.
.. Certain infections may require treatment with antimicrobial drugs.
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Helicobacter pylori

Gastric Lumen

Urea - NH, + CO,
Ammonia provides a neutral
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(Severe Burns) sauwds 3oy ope Gsiba cndll (i)l sie &uat  gaslonadll Gl

:(Cushing's Ulcer) misdiS 4a,3.2

Sblal g Gusilag il oudy bl tie Baad 1 gaslsadl] ol +

.(Brain injuries or Head trauma / Neurosurgery) &t/ & daladl sbilaall 57 g Loall gf ul,l]

¥ (Differential Diagnosis) (6L jaaa il W[

. Stress Ulcers P oy \ar geivd na

syghen

Develop in response to major physiologic stress.
> +Curlng \o. Rutng
£ue) (Stress Ulcers) sl 2,3 lsii :(2) Jsar

People at high risk for the development of stress ulcers include:

: Ssllinit s il steill el PRRTEY]
atients wi = NACE-ATe s s (Curlino’s ulcer). s sopi .
[ patients with large—surface area burns (Curling’s ulcer) » (Curling’s Ulcer) gishs &5 (Severe Burns) sxuatdl ggsal onts 5amall slaan) (Ischemia) dsoall &gyl ol
() p;uicms cxpo\‘cd to trauma, sepsis, acute respiratory distress syndrome, severe S5 Blsudl plazd
liver failure, and major surgical procedures. . .
(Cushing's Ulcer) zisdsS @3 Head trauma / Brain) £lewls pull Sblol $38 Las (Vagus nerve) Sl cuasl juiss 3obj
i (surgery el slog byis 51,5

3, People admitted to hospital intensive care units.

Location of stress ulcers is in the fundus and body of the stomach and are thought to
result from igschemia to the mucosal tissue and alterations in the gastric mucosal barrier.

*Another form of stress ulcer, called Cushing uleer : intracranial injury, operations, or
tumors.
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Gyl aay (Gastric Ulcer) suall da 53 (Duodenal Ulcer) e oY1 éasi

Eonid! legass Ji .(Most common) @Mb¥l e legass xisYI

JsL bl Spbleo JSHI amy Tysd @IY sgbs Esadl ie ol (Olebw 3-2) 8,38 JSYI amy @31 by
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dgiandl Jolg=l! J81 ux byl Jeudl aie w,559 «(Family history) Gblell gyl ,us bls)l

H. pylori (Diagnostic Methods) LSy anaid 3,k L,._‘IJ

:(Non-invasive) il 5al j.eq (Invasive) Ll il 3,k oI jans il QJJQ il ala

:(Invasive Methods) sl 5ay! 3kl .1

.(Antral gastritis Jis) Gl adse wanty (palls Slaadl 4,0 wenl Jao) ((Endoscopy) @slall Uil «
dinieay Dealys Joad yuincall Letlou,) g o Usstl o B5T jlaadl mocsd oye |..L; § pis duc JA (Biopsy) deyadl
(Cancer) ailbays Jsad sgag iy LIS asag o0 ST (Histological appearance)

:(Non-Invasive Methods) L3l ,5aY] e §,kI1.2

:(Urea Breath Test - UBT) L5l udSS jand e
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(osdiilly 51l yans Jis 8y Eradication J1 saay ¥) Le liall 25 daas Lla) o Wlls
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astric biopsy and staining.
* Culture of the bacterial specimen.

Diagnosis/ of * Tests using urease enzyme in
Helicobaéter bacterial specimens.
pylori Non-invasive:
infection
¢ Urea breath test. o

* H. pylori antibodies.
¢ Stool antigen.
* Salivary antigen

i G (e A Y] Ll A liagas .3
| /.I JAF A3 m..tl ﬁjwul sals L,A.ull oy (Barlum Meal / Barium Sulfate) <aill as ;L) daag sanid ©
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Zollinger-Ellison) ¢yseul |- yaialy) do3die agags clall Jla o8 als faall (o8 cpayiaulall ggie yand

sl 3,80yl a9 e ST (Syndrome

(Management & Complications) < licLally goall 4o : [P

1w ellal ol 13) Zajall 8 el il Lall

laadl 68 & gendl duc ¥ JSG :(Severe Bleeding) sladl iyl
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Clinical picture is suggestlve but not diagnostic.

Diagnosis best by endoscopy.

’, . {

Barium meal is less helpful (infusion of the

“contrast medium barium sulfate, a radioopaque

salt, coats the lining of the digestive tract,
allowing accurate X-ray imaging of the

~ esophagus, stomach, and small bowel).

B f\t‘!_t” v\ Y ‘ 30 <

Serum gastrin; indicated if Zollinger-Ellison
syndrome is suspected.

JEvaluation for H. pylori infection.
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Gastric ulcer should be b10p51ed to exclude
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:(Eradication Therapy) 5/sall gl daa .2

Complete) JolSI Jlaiiw¥ | jlacal 4l 4 (I 3 oo dian Jash (S o) @ Basg e H. pylori J1 g
(e el e (First-line) Jsi bas <y g < (eradication

(Omeprazole si Lansoprazole :Jic PPI) (ysigsnll daal lafie el mon ol iadliall Lup Il cléalgs ©
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In vivo, sensitive to the following agents:

amoxycillin Rare after the introduction
tetracyclin Surgery for of effective therapeutic

Eradication clarithromycin PUD agents except for
therapy for Metronidazole, tinidazole comp]ications.
HPleI‘l bismuth . b o j s i wahe

Ul

PPIs ("pioF" T

Second line drugs: Levofloxacin, | f

gatifloxacin, rifabutin
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H_2 Blockers Jls PPIs JI 507 cp dacaall L¥ suenll &5, 50 1Yy
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:(H_2 Receptor Antagonists) 2-caelicwgd] cdlidie o lile .2
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Sl %70 ) Ll
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Aaniladl Gale¥ls 350 ¢
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HISTAMINE- RECEPTOR

ANTAGONISTS (H2-Blockers ) H_2 blockers 11 dysul PPIs JI uSe oo JSY ae L3031«
Act through blocking Hz receptors in the parietal cells. ¢ . FX 2% T -
: : : : ¢4AA:\9|J§Y|J\9..;\9.3 L@J\g.’.s.ofl_sig ‘LASQ:J_QC:LLL.«JJA.L:

Suppress nocturnal acid secretion by more than 90%.

:u:"l’”;r“ 24-hour acid secretion by 50-70%. ." K ". ~9 éda 35}9' IJ;! ;l l I LA g) '; ,l“l 3 » .
Side ctfects :

CNS effects: headache, mental confusion.
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* Unfortunately, stomach cancers often

are (asymptomatic) until late and early One of the leading causes of death in the
C—? female J! I male Jb B :
detection is usually dlfﬁcult e STcatiaos 2'“:‘ Sk united states.

It exhibits a male to female ratio of 2:1.

Cancer
of
stomach

* Symptoms include:

* Indigestion. —p &4 B

© avi " 3 Ay ) ) oy : . P
Anorexia nervosa. —y gt * Genetic predisposition.

* Carcinogens in the diet (nitroso compounds found in
smoked and preserved food).

¢ Autoimmune gastritis.

* Gastric adenoma and polyps.

* Chronic infection by H.pylori act as a cofactor for
some carcinomas.

* Weight loss. —y ouslb ol
* Epigastric pain. 5 saadl by s

* Vomiting. —» Bois

* Abdominal mass. —y L s, i by S b e

Cancer of stomach

~I/Diagnosis is accomplished by:
Barium x-ray studies.
Endoscopy and computed tomography (CT)-scan.
Biopsy and cytologic studies of the gastric secretions.
JTreatment:
Radical subtotal gastrectomy is the treatment of choice. o+ <= Jlaiinl Gl
Radiation and chemotherapy may be used for palliative purposes 3
or to control the metastatic spread of the disease.
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Inflammatory

Bowel Disease
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(Ulcerative Colitis - UC) ol oyslsill Ll

hias (Mucosa) abball dib e juaids
.(Restricted to mucosa)

JSido aians (Rectum) pudiumall (o Lesls faw
ks (Colon) pgleddl J| Juoie
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i 30 w999 cluddl oo BloW dbye ST
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(Crohn's Disease) 3is S ,a,e

(Transmural) eleodl jla> Olid guax §yisy
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N @il o0) ouagll el Go cjr ST ey 08
.(Skip lesions) dshaic OLlol juaisg «(Z il

el Bl wsay) O3 o %15 s> JSio
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B 130 0g) g Lasl pudl (S )l Coay
.(Growth retardation) gaill
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.(Progression)

39 ol> olael couw ] @8LsYL UC J aylie
aigall cleodl Lol s Jiab¥l gai

o3 (Non-curative) Léls Y Cuu a1yl
00 3T Cuiazuw 1 S ek of Jai w3 Llgudl
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nonspecific

(IBD Crohn's vs. UC) sl &yslsdll Jilie 339, idulgil¥ | clan¥l (20500 .2

mﬂqmmatori* bowel disease of unknown
etiology that affects the mucosa ()f the
colon and rectum. \

* Crohn’s _ disearse:' : nonspecific

inflammatory bowel disease that may
affect any segment of the GIT.

* Indeterminate colitis: 15% of patients

with IBD are impossible to differentiate.
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No special diet is indicated but
adequate fiber intake is
recommended.

Avoidance of offending food such as
Treatment fatty and gas-producing foods, and

alcohol. Caffeine-containing
beverages could be beneficial.

e
Pharmacological ~ therapy  includes
. (antispasmodic _and/anticholinergic™

drugs.
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Treatment

Treatments focus on terminating inflammation, promoting healing, maintaining adequate
nutrition, and preventing complications.

Nutritiods diet rich in calories, vitamins, and proteins is recommended, fat is better to be

avoided.
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Medical therapy'included: ’
Corticosteroids (suppress acute clinical symptoms).
Metronidazole (treats bacterial overgrowth in the intestine).
Immunosuppressants (azathioprine, 6-mercaptopurine, methotrexate and cyclosporine).

Monoclonal antibodies (anti-TNI agents) for severe disease. (Etanercept, adalimumab,
infliximab).
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Ulcerative colitis
Clinical manifestation

Marked by attacks of diarrheal that may persist for days, tweeks, of months
and then subside,‘diarrhea usually with blood.
Anorexia, weakness, and fatigue.
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In severe disease, fever, anemia, \hypovolemia and hypoalbuminemia| are

common. p
Lot
In children, failure to growth

s Cancer of the colon is a common complication of ulcerative colitis.
-
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Colorectal carcinoma

* Colorectal cancer affects about 1 million persons worldwide.

¢ It peaks at 60-70 years of age in patients with: "SK
* Family history of cancer. %rg o
© Persons with Crohn’s disease or ulceratiﬂolitig/

* Persons with familial adenomatous polyps of the colon.

* Diet including fat (increase bile salt synthesis) and refined sugar are harmful, while
fiber intake (increases stool bulk and removes carcinogens) and vitamins

such as vitami \an@are of great benefit in neutralizing carcinogens.
© Aspirin has shown some benefit in prevention by inhibiting COX-2 which is }’:v ® ®
overexpressed in colorectal cancer. 7 Colorectal carcinoma
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* It can be detected by barium enema or colonoscopy, CT scan, pelvic magnetic
resonance imaging (MRI), and ultrasonography can also be used.

U Treatment:

* The only recognized treatment is surgical removal. =t me 3 g 4

| Colon cancer may present for a long
| period of time without symptoms.

e
(2 Preoperative radiation therapy may be used.
e

Bleeding is the symptom that causes the

Colorectal person to seck medical care. "Postoperative adjuvant chemotherapy is used. &l
carcinoma , 55
Clinical Change in bowel habits, diarrhea or |/ oace oy S nmacliomé (o5

constipation, sense of urgency, or & Al r e s [ clawotraeRy

incomplete emptying of the bowel.
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