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Abstract 

Hepatitis A Virus (HAV) infection is a benign, self-limited gastrointestinal infection of children. Autoimmune 

hematological manifestation is very rare in children. Here, we report an 11-year-old male child having HAV 

infection with acute liver failure, complicated with persistent thrombocytopenia and haematuria during the course 

of illness and eventually diagnosed as a case of HAV infection associated with immune thrombocytopenic 

purpura. The child was treated successfully with a short course of steroid therapy. 
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Introduction 
Hepatitis A infection is the most common 

cause of hepatitis in children (1). It is a 

relatively benign disease, with the 

incidence of fulminant hepatitis being less 

than 0.1%. Almost 85% of infants and 

children are anicteric, unlike adults. 

Hepatitis A with atypical manifestations 

mainly reported in adults includes relapse, 

cholestasis, chronic autoimmune hepatitis, 

arthralgia, and rash. Infection with hepatitis 

B and C virus, parvovirus, and Epstein-Barr 

virus are occasionally associated with 

extra-hepatic autoimmune phenomena. But 

Extra-hepatic autoimmune phenomena like 

immune thrombocytopenic purpura (ITP), 

aplastic anemia, vasculitis, and 

haemophagocytic syndrome are extremely 

rare in a case of Hepatitis A Virus (HAV) 

infection (1-4). We reported a case of HAV 

infection with acute liver failure which is 

complicated as ITP, for its rarity in 

children. 

 

Case Report 
An 11-year-old previously well boy was 

admitted with a history of fever for 5 days, 

a blackish red purpuric spot over his face 

for the last 2 days, and 3-4 episodes of 

painless frank haematuria in the last 1 day. 

There was a history of vomiting which is 

subsided on medication and the child had 

persistent dull aching pain in the 

epigastrium and right hypochondrium. 

There was no history of dysuria, loin pain, 

decreased urine output, rash, myalgia, 

arthralgia, drug intake, or history of 

jaundice in close contact. Initially, there 

was mild yellowish discoloration of the 

eyes which deepens during the course of the 

disease. 

On examination, there was no 

lymphadenopathy, edema, rashes, or 

arthritis, only a few blackish-red purpuric 

spots over the face. The child had persistent 

bradycardia with good pulse volume. He 

had mild tenderness at the right 

hypochondrium and epigastrium with liver 

palpable 2.5 cm below the right costal 

margin. 

Investigations revealed hemoglobin 13.4 

g/dl, TLC 5400/c.mm (Neutrophil 49%, 

Lymphocyte 47%, Monocyte 1%, and 

Eosinophil 3%), Platelet count 

25000/c.mm, and ESR  12mm/hr. Liver 

function test revealed total bilirubin 2.15 

mg/dl (conjugated 1.75 mg/dl), aspartate 

aminotransferase (AST) 1920 (normal:15-

45 IU/L) IU/L, alanine aminotransferase 
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(ALT) 1650 IU/L (normal: 5–45 U/L), 

alkaline phosphatase (ALP) 621(100-300 

IU/L) IU/L, total serum protein 6.5 g/dl, 

serum albumin 3.7 g/dl. Prothrombin time 

36.5 sec (control 13.2 sec), APTT 45.9 sec 

(control 33.5 sec), and INR 2.91. Serum 

electrolytes and renal function tests were 

normal except urine for routine 

examination revealed plenty of RBCs and 

mild proteinuria. Blood culture, peripheral 

smears for the malarial parasite, dengue 

immunoglobulin (Ig) M and IgG, Widal, 

leptospira IgM, scrub typhus IgM, and HIV 

were negative. Viral serologic studies were 

positive for anti-HAV IgM antibody and 

negative for anti-HAV IgG, IgM anti-

hepatitis E antibody, hepatitis B and C, 

Epstein-Barr virus, cytomegalovirus, 

toxoplasma, rubella, and parvovirus B19. 

His autoimmune profile tests like ANA, ds 

DNA, LKM, SLA, and ASMA were 

negative. Abdominal sonography revealed 

an enlarged liver with a span of 15.5 cm and 

a thickened gall bladder wall with a 

partially contracted gall bladder and mild 

ascites. Electrocardiography and 

Echocardiography revealed normal study. 

He was gradually improved clinically by 

decreased jaundice as well as hematuria, 

and biochemically by decreased liver 

enzymes, improved coagulation profile, 

and thrombocytopenia by 2 weeks. He had 

a sudden worsened status by low platelet 

count with hematuria during discharge. For 

persistent thrombocytopenia, he underwent 

a bone marrow aspiration study which 

revealed normocellular marrow spaces with 

megakaryocytic hyperplasia and immature 

megakaryocytes suggestive of ITP as 

shown in Figure 1. However, Antiplatelet 

antibody couldn’t be done. He was treated 

with oral prednisolone (2mg/kg/day) in 

divided doses for 7 days. His platelet count 

was gradually increased thereafter and his 

clinical and biochemical profile normalized 

after 4 weeks. 

 

 
Figure 1. Hepatitis A with Immune 

thrombocytopenic purpura showing increased 

number of megakaryocytes (H&E 400X) in 

Bone marrow aspiration study. 
 

Discussion 
HAV infection is a benign self-limited 

infection of children. Autoimmune 

hematological manifestation is very rare in 

children (1-3). We reported an 11-year-old 

boy with acute HAV infection manifested 

as acute liver failure with 

thrombocytopenia and haematuria. His 

clinical course was complicated by 

persistent severe thrombocytopenia for 

which a bone marrow study was done and it 

was suggestive of ITP. The baby was then 

treated successfully with a short course of 

oral steroids. HAV infection is the most 

common form of viral hepatitis in 

childhood. It is caused by Type 72 

enterovirus, which was named Hepatitis A 

by Mac Callum in 1947. It is mostly in 

benign nature. According to the literature, 

atypical manifestation of HAV infection 

includes cholestatic hepatitis, relapsing 

hepatitis, thrombocytopenic purpura, 

autoimmune diseases, acute renal failure, 

fulminant hepatic failure, etc. Among them, 

ITP manifestation is very rare in HAV 

infection. Very few cases of HAV with ITP 

have been reported in the literature (1-3,5).  
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However massive -haematuria, mild 

proteinuria, and acute liver failure as a 

manifestation of HAV infection are not 

reported. In multisystem involvement and 

renal predominant manifestation, we did 

work up for autoimmune disease and 

glomerulonephritis, which was negative. 

According to some pediatric reports, the 

thrombocytopenia may be due to bone 

marrow depression, disseminated 

intravascular coagulation as a result of 

increased platelet consumption, immune-

mediated peripheral destruction of platelets 

in the reticuloendothelial system, or virus-

associated haemophagocytic syndrome 

(VASH) or hypersplenism (3-4,6). Immune 

thrombocytopenia occurring during the 

course of HAV infection may be due to the 

presence of transient anticardiolipin 

antibody (ACL) or antiphospholipid 

antibody (APLA) or antiplatelet antibodies 

or non-specific deposition of immune 

complexes at platelet surface (7-14). In this 

case, there is no evidence suggestive of 

haemophagocytosis hypersplenism or bone 

marrow suppression. However, increased 

megakaryocytes in bone marrow study 

along with marked improvement in platelet 

count after a short course of steroid therapy 

suggested immune-mediated peripheral 

platelet destruction. Treatment of ITP even 

in the presence of a very low platelet count 

may not be required because the risk of 

serious bleeding is less and the outcome is 

favorable even without treatment (15). 

Currently, there is a trend towards 

conservative management of children with 

ITP (15). Most of the case reports of 

children with ITP due to HAV have been 

treated with IVIG with or without steroids 

and have shown good clinical and 

hematological responses. In the index case, 

steroid was preferred over IVIG due to 

financial reasons. There was no history of 

relapse and the child was symptom-free 

during follow-up. 

 

 

 

Conclusion 
Therefore, we concluded that ITP is a rare 

complication of HAV infection. 

Thrombocytopenia in a case of HAV 

infection is suggestive of a possible 

generalized immune dysregulation. In the 

differential diagnosis of jaundice with 

thrombocytopenia, HAV infection should 

be considered and a bone marrow study 

should be done to find out the etiology of 

thrombocytopenia. The Outcome of ITP 

due to HepA infection seems to be 

desirable. 
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