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Mutation of hepatitis B virus basic core promoter in 132 cases of HBV in-
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[ Abstract |
tients, Methods The serum samples from 132 HBV infected patients (all were HBV DNA positive) were collected.

Objective To study the hepatitis B virus basic core promoter (BCP) mutation in HBV infected pa-

The gene covered HBV BCP were amplified by nested polymerase chain reaction (nPCR). The PCR products were
sequenced directly, and the mutations in BCP T1762/A1764 were determined by sequence analysis. HBV genotypes
were also detected by restriction fragment length polymorphism based on S gene PCR products. Results The muta-
tion rates of BCP T1762/A1764 were 27.45 % in 51 cases of HBV infected patients with HBeAg( +),62.96% in
81 cases of HBV infected patients with HBeAg( —). The mutation of patients with HBeAg( — ) was significantly
higher than those with HBeAg(+)(y* =15.79, P =0.00). The detection rate of B gene mutation of BCP T1762/
A1764 in HBV infected patients was 33. 85%, which was obviously lower than 66. 15% of C gene mutation (' =
24,25, P=10.00). Conclusion The mutation in BCP T1762/A1764 generally exist in HBV infected patients and
common in genotype C.
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Table 1 Clinical data in 132 cases with HBV infection

217 % 8B /2 (i) AR () HBeAg FHH:/BAPE () ALTIU/L) HBV & (log # Il /mL)
HBV #43% 31 21/10 31.73 26/5 27.24+5.29 7.59%0. 83
18 1 2 BB 5 33 27/6 36. 29 12/21 243, 28 + 244, 38 6.93%1.35
T4 P hE AL 34 28/6 42. 47 10/24 128.23 + 144. 26 6.68%1.25
JE M 34 31/3 53.53 3/31 87.40%78.13 5.83%1.35
At 132 107/25 - 51/81 - -
HBV #4718k 2 BATR TR AT A 5 5 & e e 6 HBY @A b 08 = 2. 97, P=0.04;1=4.14,P=0.003;:=6.34,P=0. 00

F£ 2 BCP T1762/A1764 A5 5%+ 5 HBeAg B 5 (Bf) Table 3 The relationship between genotypes and mutation

Table 2 The relationship between HBeAg and mutation in

BCP T1762/A1764 (strain)

in BCP T1762/A1764 (case)
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Table 4 The relationship between BCP T1762/A1764 muta-
tion and level of HBV DNA and ALT

451 HBV & f (log #£ 1 /mL) ALTU/L)
WF A Bk 6.91%1.52 89, 47 £ 88. 45
AR bR 6.57+1.29 119. 50 + 141. 15

t -1.32 1. 46
P 0.21 0.43
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