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Correlation between hot spot mutation
in HBV PreC/C BCP and disease pro-
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Abstract AIM To study the mutants of preC/C gene and the
base core premotor BCP in 42 patients with different phases of
chronic hepatitis B so as to find out the relationship between hot
spots in different regions and the disease progress. METHODS
The HBV DNA of BCP and PreC/C were amplified by PCR from
serum samples of 42 patients with chronic hepatitis B and the
products were cloned into T vector and sequenced. RESULTS
Of the BCP double mutations the T1762/A1764 mutanis occurred
in 5 patients 38. 5%

30. 8% in the moderate hepatitis group and 11 patents

68.7% in the severe hepatitis group. The T1762/A1764

double mutations were not significantly different among the three

in the mild hepatitis group 4 patients

groups P >0.05 . A1896 mutation occurred in 30.8% of mild
hepatitis group in 46. 2% of moderate hepatitis group and in
50.0% of severe hepatitis group. The A1896 mutation was not
significantly different among the three groups P >0.05 . Of the
hot spots in the core region there were 23 amino acids substituted
in mild hepatitis group 33 in moderate hepatitis group and 40 in
severe hepatitis group. The amino substituted in the core region
was significantly different among the three groups P <0. 05
and the substitutes were increased along with the disease progress.
CONCLUSION The mutation in the preC/C and BCP gene is
multiple and complex and associated with chronic hepatitis pro-
gression and immune clearance.
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1.2.2 P1 CAAGGTCTTGCATA- HBYV

AGAGGACT nt1643-nt1664 P2 CTAACATT- 1 G1762T/G1764A C1673T/
GAGATTCCCG nt2430-2452 C1779G

1.2.3 PCR 100 pL K 1 BCP C

Promega - . n %

20 uL TE 5 uL PCR BeP c
94C 40 s 55C 40 s 72C 1 " ((";117766241;\/ %116777392 AI846T TISS8C GI896A GI899A
min 35 72°C 5 min. 5 pL PCR
10 g/L 1.

1 DI2000 marker 2 DNA

13 538 10 77 4 31 4 31 4 31 215
13 431 4 31 4 31 323 6 46 323
16 11 69 8 50 425 319 8 50 319

X 4781 5610 0.162 0.577 1.167 0.251
P >0.05 >0.05 >0.05 >0.05 >0.05 >0.05
2.2 C HBV C
HBV 1.
A1896 30.8%
46.2%

50.0%. A1896

810 bp .
1 BBV DNA PCR P>0.05 A1896
1.2.4 PCR PCR 20, 23 C HBV C
10 g/L 810 bp DNA AA5 AA27 AA38 AA60 AA87
AA97 AA130 AAI135.
2. 39
1.2.5 PCR 23 59%
PMD-T Takara JM109 39 33
ampicillin/TIPTG/X-gal LB 85.6% 48
40 83.3%.
. 42 126
1.2.6 DNASIS C
PROSIS GenBank
Adr P <0.05 C
SPSS13. 0
X
3
2 HBV C T1762/A1764
2.1 BCP BCP HBV
G1762T/ HBV C mRNA
G1764A 42 HBV HBeAg T1762/
5 38.5% A1764 HBeAg
4  30.8% . Chun
11  68.7% . C1673T/C1779G 2 T1762/A1764 HBV DNA
. G1762T/G1764A C1673T/C1779G
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Yotsuyanagi
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42
HBV 5 38%
4  31%
11 69% . G1762T/G1764A
HBV
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2 126 HBV/C n %
n=39 n=39 n =48
5 P-T/H/L/Q/S 4 8 6 18
27 L-V 0 4 6 10
38 Y-H 1 6 2 9
60 L-V 3 7 4 14
87 S-G/T 4 1 6 11
97 I-L 4 1 6 11
130 P- N/T/58/Q 4 3 5 12
135 P-Q/T 3 3 5 11
23 59 33 85 40 83 96 76
X 9.248
P <0.05
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