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Abstract

Acute diarrhoea is an important cause of morbidity and mortality in children in the developing countries. It is caused by 20-
25 pathogens. Dehydration is the cause of death. Treatment involves correction of dehydration, judicious use of antibiotic and 
feeding. Sanitation and safe water are important preventive measure. Vaccination is an attractive disease prevention strategy. 
Oral, effective and safe cholera vaccine has been developed.
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Introduction

Acute diarrhoea is prevalent in areas where sanitation is 
poor and safe water is not available. Acute diarrhoea is an 
important cause of morbidity and mortality in children 
below 5 years of age. 2-3 episodes of acute diarrhoea occur 
annually. It is caused by 20-25 pathogens. Treatment consists 
of correction of dehydration and judicious use of antibiotic. 
In this communication, treatment of acute diarrhoea is 
briefly discussed, particularly cholera and shigellosis.

Magnitude of the problem

Dehydration: In acute diarrhoea, salt and water are lost from 
the body. In cholera, the fluid loss occurs in the small intestine 
due to the action of an exotoxin known as cholera toxin (CT) 
elaborated by the cholera Vibrio. When this fluid loss exceeds 
colonic absorption, diarrhoea is manifested. This results in 
a clinical condition known as “dehydration”. Dehydration is 
classified into mild, moderate and severe. Mild to moderate 
dehydration can be treated with WHO recommended Oral 
Rehydration Salt Solution (Table 1). Severe dehydration 
requires intravenous fluid. The best intravenous fluid is 
Ringer’s lactate followed by Normal saline.

Ingredients Standard ORS Hypo-osmolar ORS
Sodium Chloride 3.5 g. 2.6 g.

Potassium Chloride 1.5 g. 1.5 g.
Tri-sodium citrate dehydrate 2.9 g. 2.9 g.

Glucose (anhydrous) 20 g. 13.5 g.
Osmolarity (mosmol/litre) 311 245

Table 1: WHO recommended Oral Rehydration Salt Solution.

Cholera: Cholera is caused by Vibrio cholerae O1 and O139. 
Cholera causes sporadic cases, epidemics and even pandemics 
[1]. The current pandemic is the 7th pandemic which started 

in Celebes Island in Indonesia in 1961 and spread all over 
the world. Majority of cholera cases are asymptomatic. A 
small percentage of cases present with severe dehydration. 
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In 1992, a novel strain of Vibrio designated as Vibrio cholerae 
O139 Bengal appeared in Gangetic delta and caused massive 
epidemics in Kolkata and Dhaka and spread to many parts of 
the world including some developed countries.

Management of cholera is essentially correction of 
initial fluid deficit and maintenance due to ongoing losses. 
Cholera stool typically looks like Rice-water stool (flecks of 
mucous suspended in fluid). Antibiotic is indicated in severe 
cases only. Antibiotic reduces the stool volume, frequency 
of purging and excretion of pathogen in stool. Antibiotic 
of choice are many, e.g. tetracycline (500 mg 6 hourly for 
3 days), Ciprofloxacin (500 mg 2 times daily for 3 days), 
Norfloxacin (400 mg 2 times daily for 3 days) or doxycycline( 
300 mg single doses). Oral antibiotic is preferred. Antibiotic 
should be given once the vomiting stops. Tetracycline 
resistant V. cholerae has been reported. Charcoal and kaolin 
or pectin is ineffective and not recommended. Anti-emetics 
cause sedation and hypotension and may interfere with 
Oral Rehydration therapy (ORT). Feeding during and after 
recovery is important and prevents malnutrition. Children 
should be given an extra food daily for 6 weeks.

An oral cholera vaccine [2-5] has been developed 
which gives protection up to 66% of the vaccines for a 
period of 5 years. The earlier used injectable vaccine has 
been discontinued because of low protection rate and 
reactogenecity at the side of injection.

Shigellosis: Shigellosis is manifested by passage of loose 
bloody stools mixed with mucus, and associated with 
abdominal cramps, fever, anorexia (particularly in children) 
and tenesmus (incomplete sense of defecation). Shigellosis 
is caused by Shigella spp. There are four serotypes, e.g. 
S. sonnei, S. boydii, S. flexneri and S. dysenteriae. S. sonnei 
and A. boydii cause mild dysentery and occur in developed 
countries. S. flexneri causes moderate to severe dysentery. 
S. dysenteriae type 1 causes the most severe dysentery and 
produce epidemics and have also caused pandemic. This 
stain causing dysentery is associated with fever, convulsion 
(children), arthritis, conjunctivitis, toxic megacolon, and 
Hemolytic Uremic syndrome (HUS). HUS is a triad of 
hemolysis, thrombocytopenia and renal failure.

Management: S. dysenteriae type 1 is multi-drug resistant and 
causes therapeutic challenge [6-8]. Currently, ciprofloxacin 
is the drug of choice, but even S. dysenteriae type 1 strains 
resistant to ciprofloxacin have been reported. Ceftriaxone, 
though given intravenously, is effective. Children should be 

encouraged to eat. Oral rehydration therapy is beneficial as it 
gives fluid and electrolytes.

Traveler’s Diarrhoea: Traveler’s diarrhoea is a common 
occurrence when travelers from developed countries 
travel to developing countries. The commonest cause is 
Enterotoxigenic Escheria Coli. Traveler’s diarrhoea due to 
Vibrio cholerae O139 and Shigella dysenteriae type 1 have 
been reported from Kolkata.
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