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Acute gastroenteritis

• Definition : 

diarrhea (>3 stool episodes in 24 hours) with or without 
vomiting that generally lasts for several days.

• transmission : 

fecal-oral or through ingestion of contaminated food or water.

infectious or 
inflammatory 

processes in the 
intestine

affect enterocyte
secretory and 

absorptive 
functions





Viral gastroenteritis:

• Viral gastroenteritis is the most common cause of 
diarrhea in children globally. These illnesses may be 
associated with vomiting as well as diarrhea, have 
incubation periods of hours to days, and are usually 
self-limited illnesses lasting 3-7 days.

PATHOGENIC MECHANISM(S)ORGANISMS

Damage to microvilliRotaviruses

Mucosal lesionCaliciviruses (noroviruses)

Mucosal lesionAstroviruses

Mucosal lesionEnteric adenoviruses (serotypes 40 and 41)



Viral gastroenteritis:

• Rotavirus is the most frequent cause of diarrhea in 

young children during the winter months. 

• Primary infection with rotavirus may cause moderate to 

severe disease in infancy but is less severe later in life. 

• The rotavirus vaccine has resulted in significant 

reductions in the incidence of acute gastroenteritis and 

hospitalizations due to rotavirus.



• Viral gastroenteritis:

PATHOGENIC MECHANISM(S)ORGANISMS

Invasion, enterotoxinCampylobacter jejuni

Cytotoxin, enterotoxinClostridium difficile

Escherichia coli

Adherence, effacementEnteropathogenic (EPEC)

Enterotoxins (heat-stable or heat-labile)Enterotoxigenic (ETEC) (traveler's 
diarrhea)

Invasion of mucosaEnteroinvasive (EIEC)

Adherence, effacement, cytotoxinEnterohemorrhagic (EHEC)
(includes O157: H7 causing HUS)

Adherence, mucosal damageEnteroaggregative (EAEC)

Invasion, enterotoxinSalmonella

Invasion, enterotoxin, cytotoxinShigella

EnterotoxinVibrio cholerae

Invasion, cytotoxinVibrio parahaemolyticus

Invasion, enterotoxinYersinia enterocolitica

Bacterial gastroenteritis



PATHOGENIC MECHANISM(S)ORGANISMS

Invasion, enzyme and cytotoxin production; 
cyst resistant to physical destruction

Entamoeba histolytica

Adheres to mucosa; cyst resistant to physical 
destruction

Giardia lamblia

Adherence, inflammationSpore-forming intestinal protozoa

Cryptosporidium parvum
Isospora belli
Cyclospora cayetanensis

Microsporidia ( Enterocytozoon
bieneusi, Encephalitozoon
intestinalis )

Parasitical gastroenteritis



Mechanisms of Infectious Diarrhea



Food-borne enterotoxins :

• Food-borne diarrhea can result from ingestion of preformed 

enterotoxins produced by bacteria, such as Staphylococcus 

aureus and Bacillus cereus, which multiply in contaminated 

foods, and nonbacterial toxins such as from fish, shellfish, 

and mushrooms. 

• After a short incubation period, vomiting and cramps are 

prominent symptoms, and diarrhea may or may not be 

present.





Clinical manifestations:

• Gastroenteritis may be accompanied by systemic findings, such as 

fever, lethargy, myalgias, and abdominal pain.

• Viral diarrhea is characterized by watery stools with no blood or 

mucus. Vomiting may be present and dehydration may be 

prominent, especially in infants and younger children. Fever, when 

present, is low grade.



Clinical manifestations:

• Dysentery is enteritis involving the colon and rectum, with blood 

and mucus, possibly foul-smelling stools, and fever.

• Shigella is the prototypical cause of dysentery, which must be 

differentiated from infection with EIEC, EHEC, E.histolytica (amebic 

dysentery) , C. jejuni, Y. enterocolitica, and 

nontyphoidal Salmonella.

• Gastrointestinal bleeding and blood loss may be significant.



Laboratory and Imaging Studies

Blood sample:

• Initial laboratory evaluation of moderate to severe diarrhea 

includes electrolytes, blood urea nitrogen, creatinine, and 

urinalysis for specific gravity as an indicator of hydration. 

S/E:

• Stool specimens should be examined for mucus, blood, and 

leukocytes, which indicate colitis in response to bacteria that 

diffusely invade the colonic mucosa. 



Laboratory and Imaging Studies

S/E:

• Patients with Shiga toxin–producing E. coli and E.histolytica generally 

have minimal fecal leukocytes.(WBC  - RBC  )

• If the stool test result is negative for blood and leukocytes and there is 

no history to suggest contaminated food ingestion, a viral etiology is 

most likely.

• Stool evaluation for parasitic agents should be considered for acute 

dysenteric illness, especially in returning travelers, and in protracted

cases of diarrhea in which no bacterial agent is identified.  



Laboratory and Imaging Studies

S/C:

• Bacterial stool cultures are recommended for patients with 

fever, profuse diarrhea, and dehydration or 

• if HUS or pseudomembranous colitis is suspected. 



Laboratory and Imaging Studies

• The diagnosis of E. histolytica is based on identification of the 

trophozoites in the stool. 

Serological tests are useful for diagnosis of extraintestinal 

amebiasis, including amebic hepatic abscess.

• Giardiasis can be diagnosed by identifying trophozoites or cysts 

in stool, but this may require three specimens. 



Laboratory and Imaging Studies

• Positive blood cultures are uncommon with bacterial enteritis 

except for Salmonella and E. colienteritis in very young infants.

• In typhoid fever, blood cultures are positive early in the disease, 

whereas stool cultures become positive only after the secondary 

bacteremia.



Differential diagnosis:

• Diarrhea can be caused by infection, toxins, gastrointestinal 

allergy (including allergy to milk or soy proteins), malabsorption

defects, inflammatory bowel disease, celiac disease, or any 

injury to enterocytes. 

• Many noninfectious causes of diarrhea produce chronic 

diarrhea, with persistence for more than 14 days. 

Persistent or chronic symptoms may require tests for 

malabsorption or invasive studies, including endoscopy and 

small bowel biopsy.



Differential diagnosis:

Surgical causes:

• Acute enteritis may mimic other acute diseases, such as 

intussusception and acute appendicitis, which are best 

identified by diagnostic imaging. 
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توصیه ها در اسهال حاد

.ذیه شوددفعات تغذیه با شیر مادر افزایش یابد و ترجیحا شیرخوار به طور انحصارى با شیرمادر تغ•

.دهداس هم ب.آر.اگر کودك شیرمادرخوار نیست، علاوه بر شیر مصنوعى به او آب جوشیده خنک یا او• 

.داده شود( مانند سوپ و دوغ)در صورت شروع تغذیه کمکى براى کودك، غذاهاي آبکى • 

.از مایعات شیرین مثل نوشابه و آب میوه هاي صنعتى استفاده نشود• 

.برحسب سن کودك هر مقدار مایعى که کودك بخواهد تا زمانى که اسهال متوقف گردد، به او بدهد• 

ماه مصرف غذاهایى مانند ماست، تخم مرغ، غلات و گوشت و مرغ و همچنین 6در کودکان بالاتر از • 

.میوه ها و سبزى ها به خصوص آب میوه هاى طبیعى توصیه مى شود

اس و یا غذا هاى مایع باید به کودك آهسته تر و در.آر. در صورت مشاهده استفراغ بعد از خوردن او• 

.حجم کمتر و دفعات بیشتر غذا داد



.ودکودک دچار بیحالى، خواب آلودگى، بیقرارى یا تحریک پذیرى ش• 

.اسهال کودك شدیدتر شود• 

.قادر به نوشیدن مایعات و یا خوردن غذا نباشد• 

.تب کند• 

.خون در مدفوع دیده شود• 

.استفراغ مکرر داشته باشد• 

.تشنگى زیاد داشته باشد• 

علائم خطر نیازمند مراجعه فوری
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