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Abstract

AIM: To investigate the role of mutation at site
1896 in hepatitis B virus (HBV) precore region
in the pathogenesis of chronic severe hepatitis
B and its influence on the immune response of
patients.

METHODS: The production of interferon-y
(IFN-y) and interleukin-4 (IL-4) by Th1/Th2 and
Tcl/Tc2 cells in the peripheral blood from 31
patients with chronic heavy hepatitis were as-
sessed by flow cytometry. The serum concentra-
tion of IL-4 and IFN-y were examined by solid-
phase sandwich enzyme-linked immunosorbent
assay (ELISA). HBV DNA was amplified by
nested polymerase chain reaction and the pre-
core/core fragment was directly sequenced.

RESULTS: The mutation at site 1896 in HBV
precore region appeared in 8 of 31 (25.8%) pa-
tients with chronic severe hepatitis. Of the 8 pa-
tients, 4 (50%) were confirmed with the mutation
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at site 1913. However, of the 23 patients without
the mutation at site 1896, 1 case was detected
with the mutation at site 1913. The level of Tcl
was significantly higher in the patients with
G1896A mutation than that in those without
G1896A mutation (t = 2.407, P = 0.023). The lev-
els of serum IFN-y and IL-4 were not markedly
different between the patients with and without
G1896A mutation (P > 0.05). The mortality rate
was also similar between the two groups.

CONCLUSION: Tc1 level is significantly en-
hanced due to G1896A mutation and plays an
important role in the pathogenesis of chronic
severe hepatitis B.
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1.2 7k

1.2.1 Th1/Th2/Tcl/Tc24m i kifi2 mL, AT
YUk, 100 uLi%l @ 1A 164055775, 8
2], IMANREFPM AR Ionomycin, fifi &K
325 wg/LAI mg/L, [F AN LW K
10 mg/LIFJ40H 7 Monensin; A HIIJ00T R U
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AR FR20 uL, £94°CHiAEYE3 min)G, $#%94°C
45 5, 58°C 45 5, 72°C 45 s, fEFR25IK, ®Jm72°C
5 min, BUZ™ W3 pLAESE 2P CRY S FIBIAR,
M #%7K9.6 pL, 10 X Buffer 2 pL, MgCl, 1.6 pL,
dNTP 1.6 pL, Taqf0.2 uL, FINAGI#P3, P4
%1 pLEATE2KRPCRY 1E: 94 CHiAE %2 min,
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SE I GIAquickgifbiEatifh. gtk =4 P54
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DNAB F AT 7510 5
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