


s hecessary for

® Gastrin is prodt d by D cells throughout the stomach
.Ghrelin , is secreted by oxyntic ite acid secretion , appetite & gastric emptying.

®* Prostaglandins stimulate bicarbonate , with the mucin & trefoll factor famil rotect the
astric mucosa. NSAIDs prevent the protective mechanism & predispose to ulceration & erosion.

® Gut microbiota plays an important role in maintaining a healthy qut environment & function & vit.K

/ production.
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¢ 5-Diarrhoea, ¢

* 6-GIT bleeding : upper ( hemateme alena)due to | Esophageal varices, Ca stomach) & NSAIDs. or
lower( bleeding per rectum) due to( infection, hemorrh0|d ulcerative colitis & Ca colon).

® 7-Jaundice , weight loss ,anemia, features of liver disease, ascites or malabsorption syndrome.
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tic ulcer
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* 3-esophagec

®* The most important manifestations of esophageal disorders are, dysphagia( painful
or painless) , reqgurgitation, & systemic symptoms according to the cause.




drug induced, or cancer .

4-Gastric outlet obstruction: in chronic peptic ulcer , trichobezoar, gastric antral malignancy.

5-Tumors of the stomach , benign or malignant, MALT( mucosa associated lymphoid tissue) lymphoma.




hepatobiliary

-defe vired lymphatic duct
disorders, th phangiectasia, or TB.

® |t is important to mention that fooc astion starts from the mouth where adequate grinding &
mixing of the food is carried out by the teeth & saliva.

® |n children , malabsorption is one of the causes of failure to thrive , & any child with such condition

should be investigated properly to reach the specific etiology for the condition.
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Causes of malabsorption: 1 Malabsorption Syndrome
Clinical features

* Intestinal malabsorption can be due to:

1. digestive failure caused by enzyme There is increased fecal excretion of fat (steatorrhea) and
the systemic effects of deficiency of vitamins, minerals,

deficiencies protein and carbohydrates.

2. structural defects Steatorrhea is passage of soft, yellowish, greasy stools

~ i containing an increased amount of fat.
3. mucosal abnormality

' : Growth retardation, failure to thrive in children
4. infective agents Weight loss despite increased oral intake of nutrients.

5. systemic diseases affecting GIT
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* 5-Neoplastic disorde [eYele msymphomq MALT lymphoma

f ® 6-latrogenic : short bowel syndrome due to resection, blind loop syndrome, radiation induced .
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Jse malabsorption, blind loop
syndrome with bacterial overgrowth , &

* 5-Pancolitis for long duration >10 yeo_lr chronic fistulae between different parts of
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histological finding

predisposes the patient to the risk of colonic B EEReeRvEenitne bowel & Genito-
C urinary tract.
a.




f * 5-Motility dlsorders such as irritable bowel syndrome



- staging of
ography,

5-Motili

6-Hematologic & serolog “markers( CRP, ESR),ANA, AMA, ASMA.H.pylori Abs.

/- BiOS studies: for H.pylori, gastric Ca. colonic Ca. , diagnosis of inflammatory bowel diseases.




Esophageal Varices

Cirrhotic

Cirrhosis =» Portal hypertension =» Varices

Acute Management of Bleeding
« Hemodynamic resuscitation

« Octreotide

« Banding, Sclerotherapy

» Prophylactic antibiotics (e.g. ceftriaxone)

Chronic Management
« Beta-blockers
« Endoscopic variceal ligation









CROHN'S DISEASE ULCERATIVE COLITIS
PATCHY INFLAMMATION THROUGHOUT CONTINUOUS AND UNIFORM
SMALLAND LARGE BOWEL INFLAMMATIONIN THE LARGE BOWEL
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Hirschsprung's disease 4

Swollen, distended
abdomen.

Hirschsprung’s

3 disease
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