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Figure 1. Changing seroprevalence of anti-HAV during the
recent 20 years

0,
HEV (9.1% Others (3.6%)

HCV

HAV (56.4%)
(18.2%)

HBV (12.7%)

Jeong SH. Korean 1 Hepatol (2007)

Figure 2. Etiologic distribution of acute viral hepatitis.
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Table 1. Extrahepatic manifestations with acute viral
hepatitis A

Acute renal failure
Aplastic anemia
Arthralgia

Ascites
Cholecystitis
Cryoglobulinemia
Encephalitis
Exanthemas
Guillain-Barre syndrome
Hemolysis
Myalgia
Pancreatitis

Pleural effusion
Purpura
Thrombocytopenia
Urticaria
Vasculitis
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Figure 3. Clinical and laboratory features of hepatitis A.
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Figure 4. Age distribution of the patients with hepatitis A
(n=222)
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