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ABSTRACT 

Background: Hepatitis A virus (HAV) is a common communicable disease acquired from feco- oral route. It is 

endemic in fast developing urbanization areas. Poor sanitation is making this disease stay despite good vaccine 

availability. It may present with a range of clinical manifestations, from asymptomatic infection to fulminant 

hepatitis. Aims: To study the clinical profile of children with Hepatitis A infection. Materials and Methods: It’s a 

retrospective analysis of children having Acute HAV diagnosed by IgM hep A in 6 months to 12 years of age in last 

one year in tertiary care hospital. Clinical features, complications were studied. Results: 27 cases were enrolled in 

our study. Mean age was 6.5 ± 3.9 years out of 27 cases. Fever (92.6%), gastrointestinal complaints (59.3%) and 

lethargy (37%) were the common presenting symptoms. 12 patients (44.4%) presented with irritability and altered 

sensorium. Physical findings were hepatomegaly (96.2%) and jaundice (100%) in all children. More than 4-fold 

increase in level of Aspartate transaminase and Alanine transaminase were noted in almost all cases. Prothrombin 

time was deranged in 12(44.4%) cases. Serum Ammonia was raised in 8(27%) patients. 8 cases (27%) developed 

fulminant hepatic failure out of which 2 cases had co-infection with dengue, 1 case had a history of consumption of 

nimesulide and 1 case had chronic liver disease & 7 cases (25.9%) succumbed to death. Rest 20 (74.1%) recovered 

completely. Conclusion: Though hepatitis A infection is a self-limiting disease, presence of co-infection, underlying 

liver disease and consumption of certain drugs can cause severe complications. Hence, all cases should be followed 

up till complete recovery. 
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INTRODUCTION: 

In India, Acute Hepatitis A (HAV) has been identified as the most common etiological agent for sporadic Acute 

Viral Hepatitis, especially in the pediatric age group.[1] However, no age is immune to this virus. It is a common 

viral infection and is spread is principally via the faeco-oral route and due to poor hygiene and sanitation is still 

endemic in many developing countries. The clinical spectrum of acute hepatitis A infection is varied. 

 It can either be asymptomatic or present with a range of clinical manifestations, which may include 

atypical presentations like relapsing hepatitis, cholestatic hepatitis, and extra hepatic manifestations in children.[2-4] 

Over the last few years, number of cases with atypical presentation of hepatitis A in children has also been 

increasing.[5,6]  

Generally acute Hepatitis A infection has a very favorable outcome but unfortunately in our study the 

incidence of children developing acute fulminant liver failure was very high. Hepatitis A is is a self-limiting disease 

but presence of certain risk factors such as faulty dietary habits, consumption of certain drugs, coinfection and 

underlying liver disease can cause severe complications. Hence, all cases should be followed up till complete 

recovery. 

Hepatitis A virus and hepatitis E virus infections occur both in outbreaks and sporadically. The spread of 

infection has been documented both in domestic and institutional settings. The common implicated factors are 

consumption of contaminated food, water, milk, or dairy products propagated by poor sanitation and overcrowding. 

Both HAV and HEV infections are self-limiting and provide lifelong immunity [7].  

Children with AVH most commonly present with nonspecific gastrointestinal symptoms in addition to 

fever. The visible yellowness of the eyes and urine (due to high bilirubin) is followed by abdominal pain, vomiting, 
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nausea, and appetite loss with variable frequency. Rare manifestations include fulminant hepatic failure, aplastic 

anemia, and prolonged cholestatic syndrome [8,9]. 

Routine vaccination for HAV is not advocated by the Expanded Program of Immunization in Pakistan. This 

is likely due to insufficient seroprevalence data, particularly for pediatric population. The assessment of the need to 

vaccinate the high-risk groups (such as pregnant women, those with chronic liver disease, and young children) is 

essential to make for HAV vaccination and preventive strategies for HEV infection in children in countries such as 

Pakistan. Against this background, we conducted this study in our hospital to understand the epidemiology and 

clinical presentations of acute HAV and HEV infection in children.[10] 

 

AIM AND OBJECTIVE 

OBJECTIVE:  

1. A Clinical spectrum of hepatitis A in children 

 

MATERIAL AND METHODS 

Study design:  A Cross sectional Study 

Study setting: Department of Paediarics, Vedaantaa Institute of Medical Sciences, Saswand, Tal. Dahanu, 

Study population: The study population included all the patients with hepatitis A virus infection admitted at a 

tertiary care center such cases were included in the study 

Source of data: all the patients with hepatitis A virus infection admitted at a tertiary care center such cases were 

included in the study 

Sample size: 27 

Inclusion criteria:  

1. Patient from age group 0 to 15 years presenting with signs and symptoms of acute viral hepatitis 

Exclusion criteria: 

1. Patient managed on OPD basis were excluded from our study 

2. Not willing to participate 

 

Approval for the study: 

Written approval from Institutional Ethics committee was obtained beforehand. Written approval of pediatric 

department and other related department was obtained. After obtaining informed verbal consent from all patients 

with hepatitis A virus infection admitted to pediatric department of tertiary care centre such cases were included in 

the study. 

Data analysis: The data were entered in Microsoft Excel and data analysis was done by using SPSS demo version 

no 21 for windows. The analysis was performed by using percentages in frequency tables, Correlation with various 

variable p<0.05 was considered as level of significance using the Chi-square test. 

 
 

 

 

Result and observation 

A total of 27 patients under the age of 15 years attended the department of paediatrics in hospital with acute hepatitis 

A. The average age of patients was 6 years in our study (1-12 years) and most cases were in 0-5 years age group. 

Male patients were predominant. Most them had history of consumption of outside food. None of them were 

immunized with hepatitis A vaccine. One child had a history of consumption of nimesulide and two children also 

had dengue as co- infection. Demographics according to various age groups from this data can be seen in Table 1. 
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Table no: 1 Demographic profile of study participants 

 

  

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Signs and Symptoms – The presenting complaints of the studied subjects were variable and are given in Graph 1. 

The most common presenting complaints were jaundice (100%), fever (92.6%), dark coloured urine (81.4%) 

gastrointestinal complaints like diarrhoea (55.5%), vomiting (22.2%) and pain in abdomen (59.3%) and lethargy 

(37%). 12 patients (44.4%) presented with irritability and altered sensorium. There was overlap of many symptoms. 

Most common physical finding was hepatomegaly (96.2%). One patient (3.7%) developed ascites. Eight patients 

(29.6%) suffered from fulminant hepatic failure. All were treated by conservative management in ICU set up. Seven 

patients (25.9%) unfortunately succumbed to death out of which 2 cases (7.4%) had co-infection with dengue, 1 case 

(3.7%) had a history of consumption of Nimesulide and 1 case (3.7%) had chronic liver disease. There were no re-

admissions. 

Laboratory test – Along with the confirmation HAV IgM test patient’s other investigations were also sent such as 

CBC, liver function test, prothrombin time and levels of serum of ammonia were also checked in patients with 

altered sensorium. The values of the various laboratory investigations were variable. 16 cases (66.6%) showed 

leucocytosis (TLC > 10,000/μL). Total serum bilirubin and direct bilirubin was raised in all children (Serum 

Bilirubin >1 mg/dL). More than 4 fold increase was seen in Alanine Transaminase (ALT) and Aspartate 

transaminase (AST) was seen in almost all cases (92.5%). Low serum albumin was noted in 2 cases (7.4%). 12 cases 

(44.4%) had deranged prothombin time of more than 15 seconds. Serum ammonia levels were done in patient who 

presented altered sensorium. 8 patients (29.6%) showed raised levels (normal 30 – 86 mcg/dL). Laboratory 

parameters are given in Table 2. 

Table no: 2 laboratory parameters 

 

 

 

 

 

 

 

  

 

  

 

   

 

 

 

  

 

 
 

 

 

   

 

 

 

   

 

 

 

  

 

 

 

   
 

 

 

 

 

Recovery – From the 27 patients, 21 cases (77.7%) showed complete recovery. 8 cases (29.6%) had developed 

acute fulminant hepatic failure and unfortunately 7 cases (25.9%) succumbed to death. Only supportive treatment 
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(diet, bed rest) was recommended during the course of the acute illness. Patient who had developed acute fulminant 

hepatic failure were treated in ICU care. 

Discussion: 

In India, HAV continues to be endemic and the most common type of acute viral hepatitis where it was 

found that out of 172 studied, 111 (64.5%) of children were found to have suffered from HAV.[1]The symptoms and 

signs of acute hepatitis are varied and are not very diagnostic in distinguishing between the different hepatitis 

viruses. Hepatitis A itself presents as completely asymptomatic to fulminant hepatic failure in the paediatric age 

group. In our 27 hepatitis A patients, fever was the most common presenting symptoms in 92.6% and diarrhea in 

56% of cases which can give a hint to the paediatrician in the diagnosis of a child with HAV. 

 This finding was similar to few studies which showed fever and diarrhea to be the presenting complaints.2-

4 Many children initially presented with low grade and had attended on OPD basis for acute febrile illness but 

eventually developed jaundice hence slightly delaying in the diagnosis of acute hepatitis A. Jaundice (100%) and 

hepatomegaly (78%)were the common physical findings. Ascites was seen in 1 patient (3.7%) which could be due to 

the presence of low serum albumin.  

A study done in India reported ascites to be an atypical finding.5 The mean presenting laboratory findings 

such as bilirubin, AST, and ALT levels in our hepatitis A patients were similar to those done in the other studies.2-

4 Patients with high bilirubin levels, had a longer course of illness and it took a longer time for the bilirubin to come 

back to normal levels. 

 The raised level of AST and ALT did not determine the severity of the cases. On an average it took almost 

2 weeks for the patient’s biochemical profile to reach it normal levels with one patient taking almost 8 weeks to 

completely recover. There were no relapses of the infection in our study but the children did frequently complain of 

abdominal pain during the recovery phase. 

Generally acute Hepatitis A infection has a very favorable outcome but unfortunately in our study the 

incidence of children developing acute fulminant liver failure was very high. It was seen in 8 cases i.e. 29.6% of 

patients. Even mortality rate of the patients were high as 7 children (25.9%) did not make it. This number is quite 

high compared to other recent study from India where the mortality was just was 1.3%.6 Such results could be due 

to a short span of time of study with a small sample size which was a limitation of our study.  

Also the children who presented with fulminant hepatic failure had history of seeking late medical 

attention, one had history consumption of banned drug like nimesulide, two cases had presence of co-infection with 

dengue and one patient being a case of chronic liver disease who had presented to us an relapse of the HAV 

suggesting these could be the risk factors for children with acute hepatitis A. 

Conclusion: 

Though, Hepatitis A is is a self-limiting disease but presence of certain risk factors such as faulty dietary 

habits, consumption of certain drugs, coinfection and underlying liver disease can cause severe complications. 

Hence, all cases should be followed up till complete recovery. 
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