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[WE] B BHIFREFARAZEANTRNERANSIAAESRENEXE. BFE K
H£X BEN 8K 884 5118 1k 2, B AT % 5 B R Y A 19 I 7 AIE IR BT 8L, A PCR-RFLP Y 5 % & 7
FERNEMTR, AWARZE (D) RSRFRERMEXE. £8 SHFHEEB(20.77%) M C
(78.22% ) BEEBAFEH L 15 DEFR; A BEERYN B TH,CERBPNER C2 M
ClTH, LMK AEEEMY CHEER(83.62%)/C2 TH(90.32%), BEAMAENFERHS /b
FCEFEBAE(P<0.000), FAREHBEBEFNEMCERNMNLBRA, B BERNUMBELE
30 H BT 30~50 #0050 5 A EERB TS KART TR, B CERUNEELHRIMERE
#(P=0.000), Cl I Q2 URBENFRME. SEXNBEFEL.BZFNEEREREDHR
WmIER, BMCEEECLACQ TA)BEMNRERZBTES . B EE B E TR IE ML
BUESHEBRT CHAEZF(P<L0.05). it HHFHBRUCEEBAMC2 EE N E, BEEASE
MERBENFCEFEY, BAMCEERCI A Q ER)RENFHEREMRERZALET. B
HEE R HE TR E RS TSP BNTF CREE,

[%@R] CHFRRES; ERE; ZERTA

Clinical characteristies and distribution of hepatitis B virus genotype and sub-genotype ZHAQO Hong, LI
Jun , LI Xing-feng, SI Chong-wen, YU Min, GONG Wei-bo, YU Yan-yan, WANG Gui-giang.
Department of Infectious Diseases , First Teaching Hospital of Peking University, Beijing 100034 ,China
Corresponding author : WANG Gui-qiang , Email: wanggq(@ hotmail. com

[ Abstract] Objective To determine the distribution and virologic characteristics of HBV genotypes,
sub-type and possible association with the severity of liver disease. Methods 884 patients infected with
HBV were enrolled from 8 provinces in China. HBV genotype and sub-type was determined, using PCR-
RFLP method. Results The most common HBV genotypes were B (20.77% ) and C (78.22% ) but only
1 patient showed genotypes D. We found sub-type Ba in patients with genotype B,Cl and C2 sub-type in
patients with genotype C. Genotype C (83.62% ) and sub-type C2 (90.32% ) were predominant in
northern China. Patients with genotype B were much younger than those with genotype C. There was no
significant difference between patients with sub-type Cl and C2. There was no significant difference in liver
function and serum HBV-DNA load between patients with genotype B and C,or between patients with sub-
type C1 and C2. However, hepatic inflammation and fibrosis score in patients with genotype B were
significantly lower than those with genotype C.Conclusion There were no significantly differences in liver
function and HBV-DNA load between patients with genotype B and C,or between patients with sub-type
Cl and C2. Hepatic inflammation and fibrosis score in patients with genotype B were significantly lower
than those with genotype C. Genotype C/sub-type C2 were preponderance in northern China.
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KE 8 NHIX K 884 Fl18 MRS F B HBV XA A
R, 2 R (T ) B9 40 A L B BT I 9 78 4 A5 18
LIEZ %

MR 5FE

1R Bl - i 4B Tt 5F RS TR . B0
TN IS X T2 8 & 3L 884 B, ML VE
- 20C A& . FiRBEHITITINGE (&
B E B R LTS R IR AR R, P 166
FHAT BFHE S IE R

2RMAFE WA EREFE - ERRETEEN
PLOERE RECRMERECR) B K0 € B 7E TS
LB E AR —#KEANE T AR,

(1)HBV-DNA E & : LA PCR Kt EBEK
W, IHBV-DNA< 10° cps/ml g B,

(2) I8 5o & 2 46 b - FIHE S 20 /] B9 Abbott iR
3 £ A6 0 1 7% HBsAg . $1-HBs .HBeAg . $i-HBe.

(Q)EF(E) A B EHERRZR; kA
B4 M R N-BRHI R BK B £ A (PCR-
RFLP) Hik & E & H G )& Br A5 4 F 5 i)
XL EAELAAER. BaEAMHK
Mizokami Masashi # # = W, B & ¥ A 10 6
Ear] Alw 1 .Ase ]  Nci 1 .Spe T .Mse ] g H
New England BioLabs A F],

(4) RSB FRY) R i B AL B M S B
K HALER R4

3.4 F S AT ERE LS
E(x£5)B "z + s/M"RR, EB A HEAERA
t KR HFEMT AR DERITRAMG L, TR
AHERPEBITESHERE, TR RN LA
¥ KB a4 £E K IE ¥ 5L Fisher MBI R 5. R A
SPSS e it #k {4 K SAS BIF #1751t 204, BT A
B 40K I 59 R B R 56, P < 0. 054 8k A fi
BRMNERAELIT¥E L,

s R

1 — MO WAL I L R BT R IS
TN IR X T2 B 3L 884 ], 4 BE 2005
ERAGMEEZRIFR (18 ZH) LW, 851 4
(96.34% )& K18 ZHF .23 1 (2.55% ) K FFEEAL .
10 B (1.11%) F RIERBEHF E,96.4% KW BEFH
HBeAg(+).82.4% N A HRE. FEARENE
B47.528 )ABRFEBLIFBE(3L.93%,P=

0.000) I TCRER HHF & (35.00% ,P=0.003),182
AR EWERE CHBE5 . BIHE
EWIME ALT KFHE®E THELRE (P=
0.008) i JC i R # # & (P= 0.011), M V&
HBV-DNAK-H B & F HF 8L 3% (P=10.030),
HELERBEHFELEN(P=0.168), BHFEYE
FREEERU CERE,BM CHEFEIRG KL
NAFRZAFRE, L BEZ B H RS D HEHA,
X &P Ba WA C HERF LU C2 BRI FE(E2),

#1 PCR-RFLP 7% EEFF) R BT HK 5955

VHEREMEY 5191575
SX
>1Isl 5'-AAGCTCTGCTAGATCCCAGAGT-3’
% B A
>PS3 5-GAAACATAGAGGTGCCTTGAGCAG-3’
Pre-core X

1* round
>BAHBF 5-ATGCAACTTTTTCACCTCTGCTTA-3’
Ba WHI % E
2" round
>HBAS4V  5-ATAGGGGCATTTGGTGGTTCT-3’
>BAHBF 5-ATGCAACTTTTTCACCTCTGCTTA-3’
>BJA-RV 5" TTCTTTATAMGGGTCAATGTCCATG-3’
Pre-core X
1% round
>BJHBF 5'-ATGCAACTTTTTCACCTCTGACTA-3’
Bj W& % 5
2™ round
>HBAS-4V  5'-ATAGGGGCATTTGGTGGTTCT-3
>BJHBF 5'-ATGCAACTTTTTCACCTCTGACTA-3’
>BJA-RV 5 -TTCTTTATAMGGGTCAATGTCCATG-3’
Pol gene X
1" round
>HBV964F 5 -ATTAGACCTATTGATTGGAAAGT-3’
%% ClC2 B R
2" round
>HBVI1274R 5'-AGTATGGATCGGCAGAGGAG-3’
>HBV976F2 5'-CCTATTGATTGGAAAGTATGTCA-3’
>HBV1274R 5'-AGTATGGATCGGCAGAGGAG-3’

2. REEMMEE TR 1884 HlEENEE
RamA&BIEAHE(F3), bFHX(GLE T
JE AR AR BB ) 83.62% I R R C BH A
HBV,B i X B EHEABEEAE L Ty
(34.9% vs5.15.7%,P=0.000),55.07% &7~ &
HFREBEFEBMHBV, AE6HEENBMCIER
RREY 4 BIET R 2 BIFES M. EFEERHT
16 D R GE, xtH+ 585 6 B % FHPCR-RFLP
WS eRETA, A 1156 B EHNEEEY
N Ba TR, REHB TR, H& 470 64 CEH
RBRE, LXK (JERE W4t EAK)90.32% W&
¥k C2 R, WA MAUA28.57% [ B & BRI



« 76 AR ATR A 2007 4 1 A% 28 5 L ] Chin ] Epidemiol, January 2007, Vol. 28, No. |

C2 WA, JLH A g R EL C2 RN £,

w2 BE-RBR
. ZIFiE 18 HBV
EE ool HWmk mwx
(n=23) (n=10)
FHER(S) 31.93 47.52° 35.00
Hik 705(82.8) 17(73.9) 6(60.0)
HBeAg( +) 830(97.5)  16(69.6) 6(60.0)
ALT ULN(x *5) 4.35+3.06% 2.62+3.62 1.86+2.26
H%Y()ﬂjgln“ts) 7.30+1.23° 6.74+1.40  6.76+0.89
HERER
B 180(97.8) 3(1.6) 1(0.5)
C 664(95.8)  20(2.9) 9(1.3)
B+C 6(100) 0(0) 0(0)
D 1(100) 0(0) 0(0)
HETH
C1 46(93.7) 2(4.1) 1(2.0)
2 396(94.1) 17(4.0) 8(1.9)

YE RS AMECHR R, TS BRI (% )5 5 ZF
BEMLLP =0.000, 518 % HBV ##FE ML P=0.003; 5 ik
B MEKP=0.008, 5181 HBV ## E ML P=0.011; 5 F 4L
MEMILP =0.030, 5184 HBV #H# FHLLP=0.168

3.FAFIRBERYE HBV #H (E)HKER B
B E A B E AT B4R (29.05% £9.08% ) B B/
FCEERHZ(33.31% +10.75% ,P<0.000), Cl
5 C2 WA B8 ¥ M 35 F 1% H I (32.00% + 10.49
# 0s.33.13%4 +11.514), 41.7% W BEER A
FH20~30 % ;TM63.6% K C KB B E H20~40
&, BPCLMC TRIBENERSHEL, P=
0.895, B BEHNBMBHFE 30 5 LT 30~50
150 % DL b = ANME R BEPRT O Y L B B T R
(27.3%.16.3% .5.2%), MR C EFBMK R E

He ) S B AE S R (72.7% .83.7% .94.8% ), P =
0.000(H 1),

B@c

100
80|
z
g 601
g 401
20
0 1 : : I I
30~5
AERYAL(S)

H1 R—E#%58BMCENEZ KRN

4 ER(E)RSHBEMRR: LK 2, BMC
HEEBAFWME ALT MBI E MEFHED 8
MR HBV-DNAT B LB EHEEH, C1 M
C2 W AU [6] 4 1L 7§ ALT. 8 JH 40 % | 98 ¥ B B2 G .
HBV-DNAE EHM LT EBEHEF E C2 BE TR E
EFHOEAEAHERKTCL TRBE(P=
0.015),

5N # R B R E I R BRI 0L R 4.
3t 166 #ALT >80 1U/L HHBV-DNA> 10’ log,, cps/
ml ) HBeAg ( + )18 Z i & W IF A L iE K 47
Knodell HAL %4y, Horh B & N & 30 41, C HH A
136 B, 17K A FBIA T8 805 /it py A2 P A
SEVESRFE Bk A AE AT AR R RS s AR
B(HADFATIE . B B FH R &8 761 B B &
SRBE /N PN AR P kL SR BT A 4R AL R I HAL
FTEAY 3 B B AR T C AL, P<0.05; 7 fk R iE 5
BEHRXBINEFAERITEEL.

#®3 EEE(EH)SHEMHXR

5% B C P C1 2 P
Z (n=184) (n=693) (B vs.C) (n=49) (n=415) (C1 v5.C2)
FHER(F) 29.05+9.08 33.31+10.75 <0.000 32.00 £ 10.49 33.13+11.51 >0.999
HBeAg( +) 180(97.8) 665(96) 0.275 46(93.9) 396(94) >0.999
ALT . ULN(M) 3.04(0.4~22.3) 3.22(0.5~31.9)  0.961 3.10(0.7~9.6) 3.27(0.5~31.9) 0.651
TBIL(gemol/L, M) 13.90(0.3~98.1) 13.4(0.4~33.4) 0.633 13.90(6.1~160.5)  13.35(4.5~334) 0.775
ALB(g/L,z t 5) 44.62+4.24 43.53+4.83 0.07 45.08+5.55 43.00+4.86 0.015
AKP(IU/L, M) 73(32~620) 75(4~311) 0.62 97.6(34~154) 82.5(4~311) 0.168
HBV-DNA(logyocps/ml,Z +5)  7.40+1.16 7.27+1.25 . 0.203 7.64+1.06 7.64£1.20 0.988
*4 HFAEFS Knodell HAI ¥4
& L 5 Lk C ¢ 18 Pl Z 18 Pfa
4% K ERFES 1.40+1.43/1.00 2.08+1.71/1.00 -2.289 0.026 -2.303 0.021
I 4 e 1.58+0.97/1.00 1.99%£1.02/1.50 -2.042 0.047 -2.059 0.040
CaR 4R 2.25+1.07/2.50 2.50+1.18/3.00 -1.086 0.279 -1.411 0.158
Ei A 1.35+1.21/1.00 1.84+1.27/1.25 -1.935 0.055 -2.031 0.042
HAI® 6.55%3.63 8.41+4.25 ~2.224 0.027 - -

“rxts/M; bzt
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5T & 9L, 884 B8 M HBV B HE H,78.4%
BRET CEEEBM CERNMNSHAWENE
hrEER AR FEENBE JLHFMEC
B, DA RBFIT R R R R A A, A
W&, BEM CRAEENLE ALT BELER.
F1E LR B R B R HBV-DNAK - R ¥ L H &
5,

AW 4T 166 B8 2 58 & 0 I 20 o B TS
iR B BB E T BKIRFE /Nt R AE £ 4E L
HAL {488 B K T C BB & ;W HHF R+ 87%
WZ G R C BE A, HiF L.
CEERE BEREEREJEAR,

ATRFREBREAMYBEFRABNT C
HERFH R BERNUMEE LABERNER
TRk, CRNAMNMBMREBE RN R BE
HEWREHREBEITREST CEREEE, N
B HEXHBRECEAMNBERERRE
B HEAR, FEAAER B CEEEMZIRE
JEH N S R P T G 4 A R R TR AL, TR AL B B
RN EER BASRARERENINESR, R
AR B RERR,

Wit ses IR EMERTREAR, Ff
1154 BEERY N Ba WA, £ £ 3 B LA,
90.32% BJb F X (Lt b AR BE A C2
TR, TN A 28.57% B9 B & R Y C2 WAL, VLA
MEBBRENMUCQIERENFE, EEMWHARTELRE
w,C2 ERIZ T X, i C1 W 2 0L F w0
X, XA A4S B.CHRER KN HAEF LM
1oL, 4EL 1 R 1 28 R TR A I B R 75 5 el R O R R
HIFBEPFRELAYHARIT R AR EHR,Cl
A C2 TP B BB B0 A Y 4 A AL, A AL 2 R0 M v P
FERBRZRUEAIT¥EL, C2HCl LA
EZHMEAEARARENET ¥R, HYEE
HHBEZHERMEEENAZ, MIEKRMESFEX
Ak, BFBEFRRAS CL R FHKD, KIE
il 25 2 s 8

AR PETENBZIFRE NELBINE
P TAE R & . RAEFEAMIESEEN (W) A
SRR 40 R 45 8] B FE S

ABEAEH#E—FIEL T UEXT HBV #H
U R [5) 1 B8 40 A R -5 0 15 AR O o RO i 45 , T L SR A2

T HBV % () B ) 38 43 A7 B AR 625 1L H A
SRR AL . M TFARZEE ()R 5 %%
BRI AT R A A RO, By RAEEA Bt —
EHRM A, ¥ F HBV HEH (L) BHHE,F
BRI R AR T R =
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