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{Abstract] Objective To determine the distribution and genetic relationship of hepatitis B virus
{HBV) genotypes and subtypes. Methods HBV genotypes and subtypes were determined by PCR and
DINA sequencing among 280 chronic HBV carriers in 25 counties of 4 provinces (Hunan, Guangxi, Henan
and Hebei) in China. Results Genotype B, C and 1) were detected in these regions. Genotypes C and B
were 1he majority genctypes of HBV with 190 out of 280 (67.9% ) genotype C, 82 (29.3% ) genotype B,
and 8 (2.9%) penatype 1. Adr, adw2, ayr, aywl, ayw2 and ayw3 subtypes were determined among
these carriers. Adr and adw? subtypes were the leading subtypes of HBV , taking up 64.3% and 31.4%,
respectively. Adr subtype was completely encoded by genotype C while majority of adw2 subtype was
encoded by genotype B. An average rate nucleotide substitutions of 2. 94 was seen ameng 280 Chinese HBY
sequences. The average rate of nucleotide substitutions of genotype B {adw2 subtype) was 5.63 (5.48),
but only 1.6 (1.51) for genotype C (adr subitype). Conclusion The results suggested that there were
significant differences in geographic distribution of HBV genotypes and subiypes; genotype B, in which
mostly consistent with adw? subtype, was a higher variable than genotype C (adr subtype).
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1.HBV ## £ 554 . 280 Fl4& 4 HBV 4 &
H M FsR AR s g, R BB (2 #) . T
T (60 B) W mE (48 ) #img Jb (80 )4 & (B )3t
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Hp o7 flgaHE LTl eBeRE, 1~ 14 F8
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BB AR E). F0 2155 (FH7.8
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2.HBV RESUEERMRABER T HH
BEmEgRE o w xRV RENELRS
B§ % LR (net-PCR) 37 B 4 B MR A M %
AR EER. SEZTRY 3 HBVA09:
3"CAT CCT GCT GCT ATG OCT CAT CT(HBV
at 409 ~ 431 )8 HRV703A:5'-CGA ACC ACT GAA
CAA ATG GCA CT (nt 680 ~ 703 ) net-PCR ¥ 1§
1979 2) 9 X HBV458: 5-GGT ATG TTG CCC
GTT TGT CCT CT'(nt 458-480) 1 HBV686A: 5'-
GGC ACT AGT AAA CTG AGC CA (nt 667 ~
686).
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40 pl FIA 20 pl 3 1538 % vh iR (420 mmol /L
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DNA F R ¥ 8 (HBY ntd494 ~679),1999 £2 F A
% E GenBank 8B/, B#EE RS M AF198683 2
AF198963, BIFS GCG %49 HE HBV 2B
FIEN%S S, B HBV HBsAg DNA FHHESH
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. HBV $ERMN a6 " HEV ik ERE A"

AERK RMnHK B C D adr adw? ayr/w
L] 92 52(56.5) 37(40.2) 3(3.3) 35(38.0) 51(55.4) 6(6.6)
I 60 25(41.7) 31(51.7) 4(6.7) 27(45.0) 29(48.3) 4(6.7)
#HE 48 4(8.3) 43(89.6) 102.1) 42(87.5) 5(10.4) 142.1)
#i 80 1(1.3) 79(98.8) - 7695.0) 3(3.8) 1(1.3)
& 280 82(29.3) 190(67.9) 8(2.9) 180(64.3) 88(31.4) 12(4.3)
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ayr/w(12) 5.7222.40
4 i 2.94+2.24
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