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The biology of hepatitis B virus: a review
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Figure 1 Molecular biology of hepatitis B virus
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Figure 2 The life cycle of Hepatitis B virus in liver cell
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Genotypes Serotypes Subtypes Geographic location
A adw Al Sub-Saharan Africa and India
A2 Northern Europe and India
A3 Western Africa
B adw, ayw Bl Japan
B2-5 East Asia, Taiwan, China, Indonesia, Vietnam,
and the Philippines
B6 Alaska, Northern Canada, and Greenland
C adw, ayr, adr Cl1-3 Taiwan, China, Korea, and Southeast Asia
C4 Australia
C5 The Philippines and Vietnam
C6-11 Indonesia
D ayw D1-6 Africa, Europe, Mediterranean countries,
India, and Indonesia
E ayw Restricted to West Africa
F adw F1-4 Central and South America
G adw France, Germany, and the United States
H adw Central America
I adw Vietnam and Laos
] Japan

Figure 3 The geographic distribution of Hepatitis B virus genotypes
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HBV markers Liver disease

HBsAg Biochemical parameters: ALT

HBeAg/anti-HBe Fibrosis markers: non-invasive markers

HBV DNA of fibrosis (elastography or biomarkers)

or liver biopsy in selected cases
HBeAg positive HBeAg negative
Chronic infection Chronic hepatitis Chronic infection Chronic hepatitis

HBsAg High High/intermediate Low Intermediate
HBeAg Positive Positive Negative Negative
HBV DNA >107 IU/ml 10%-107 IU/ml <2,000 IU/ml*® >2,000 IUiml
ALT Normal Elevated Normal Elevated"
Liver disease None/minimal Moderate/severe None Moderate/severe
Old terminology Immune tolerant Immune reactive HBeAg positive Inactive carrier HBeAg negative chronic hepatitis

Figure 4 Natural history and assessment of patients with chronic HBV infection
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Acute infection

Early recovery

Late recovery

HBe-Ag

Anti-HBe

Total anti-HBc¢

Titre

anti-HBs
\
L | L] L] L] \I L | .I L} L] ’
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Weeks after exposure

Figure 5 The description of serological and molecular HBV infectious markers
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