ISSN 1009-3079 CN 14-1260/R

HFEELAEZAE 200658158 &£13% F£10E8 1231

« &6 R Z T .

HBV DNA X Z B E446 0 Z BFFF= 13 Bt Fn 2L a9 M B 44

ZFH, thEB, B, FAME, FME, 2= 4 0] )|

SR, BB, TAME, BHE, e, T ®EF IR F WG E R4t
LA EG T 330006

WkEL, THEFRE _WEERE S ZBHEHI T 330006
XN, =B EFRE ZHEERSTPOREE THEHI T 330006
EIRMEE: $250F0, 330006, SIFRAREMRER 1S, JIAAESMRE_M
BERRINER. 10lo0131@163.com

RS EER: 2005-03-07 S HER: 2005-03-22

ik B
By: 33 HBV DNA & E A7 &40 R £ (Hepatitis B,
HB) /= 4a - fe e SU i 2GR & L.

ik 51 6 TAF FHa R R % b2 & R A BB R (FQ-PCR)
Fa B BR 5, 9% B WX B (ELISA) AR ] = 4a o ik . B fe o 5L 6%
HBV DNA &% & LI Ar&EY, FFa-4 BT E B 57

LR 51 6) LA~ atein] TAT S 4 R 27 o 32 4 [abE
U 31 B, B bR B 3EF R E L(P<0.01); 57
doFo Ui B R TG AT M 45 R B R HBeAg FABF &
B, AR 79.4% F 82.3%:51 4] TAF 7 Jathml HBV DNA 4
¥4 % % HBsAg. HBeAg. HBcAb, Pre—S, B8 %3, K
Ao Fa LT 4 %) 2 76.2% F= 81.0%.

i T F4a x40 HBV DNA B X AT 47 & 4 A A
T LW TAT 8 A AR S, A AR ST 69 37 £ LR 3 &

SRR, D, BYIHE, FIME, =B, 4L, X/l HBV DNA RIAFREG
PR B IADSUS BN . tEFREEASBIEZAE  2006:13(10):
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LA 5 (HB) & — ™ H A 3 N\ SR A He i A sk v s, i
FEDE ST HERATIX, 4975 (Hepatitis B Virus,
HBV) #5715 4 5k 10-15%, S 1 0 0 S AP R I P
Oy, HBY [ = R I L AR IR, BT R
FLMRFER DAL, Ham AR DAL K )P TT i B
FUMRFE. RN, LR I3 27 b s BEPE PR BESR e A 7L, 2L
PR RS TR AR FATT 1 2002-06 FF U xd £ 3R
[ITE7 N SRR TR ST ol EN A IRTN 11 R RA W N PN AN
N CFERTEAZRERZ IR (HBV DNA) BEAT 7RI, IRAR 25 1 .

1 $RRIT5E

1.1 A 5181 ZRF =413 8 2002-06/2004-12 V1L V5 [E 2
B 25 B e = e 0 = R BE 8, AR 18-37 %, 1P
ERS 25 £2.4% . CRERA I  JFF ., [R) I s

= MR TS e AR SR 24 d N IIEL. {g = 10
X401, AEHS 19-36 %, “TFIgAERS 26 £ 1.8 4.

12 %%

12,1 SRl R i A A =) AR P2 16 SR LI
WA BT RV A w2 Pre—S, MM F &, KA
ELTSAVEH 7% F il ) i BH 15 ZE SR 44

1.2.2 HBV DNAZ 3 #m] B & b PRk R ik 22 2k
K2 W o2 ft, 51958 :P1:5 “ATCCTGCTGCTAT
GCCTCATCTT3’ (23 bp), P2:5 ‘ACAGTGGGGGAAA
GCCCTACGAA3’ (23 bp) : 6% 7514 : 57 TGGCTAGT
TTACTAGTGCCATTTG3” (25 bp). HBV DNA FyhsvfE i
PSR 2R 2 B P2 W R it T2 A% FR ) S U i 1
TR #AE, HBV DNA & 543 FH JE[H ABI 22w PES700 [ 3)
7296 PCR {X.

2 #R

2.1 LJFNTURGINES Fe 5149 4 FF =4 i 5 HBY (4-) 51
B, BEFLA 3161, i 32 4. LRt R AIAH e A AR
WEZES(PC0.01) , XALG 1] HBV %,

2.2 KR FaARRIIN S5 R 51 I BRIy 5F ifn RO FLv
1, HBsAg i, HBeAb fff (£ 1).

&1 BB HBY IEAR SHTMAIZLSTPEY HBV IEARLEER

s gl o+
HBV
n % n % n %

HBsAg 51 100 32 62.7 31 60.8
HBsAb 0 0 0 0.0 0 0.0
HBeAg 34 66.7 27 79.4 28 82.3
HBeAb 1 216 5 45.4 4 36.4
HBcAb 46 90.2 27 58.7 25 54.3
Pre-S; 31 60.8 17 54.8 18 58.1

2. 3 BRI o A4 Fh £ FFASE Y L e ok 5% 1 R0 BE LA HBY DNA
R, L HBsAg. HBeAg. HBcAb. Pre-
S, Wil iw i, HBsAg. HBcAb BRIk (R 2).

3 e

CAURTEPE R R L th QB R s 7RG S 1R, B A L
CHT RIR TR R AR R Z R R, FEEL)
WAL, P2 R TR A AR IR IR LR R T g
(1) ZHAARE ; (2) 23 W b BE AR 3% i ) LA s 2595
YL 2E KT B2 IS (3) 7 i L5 7= BEAE IS LA D) e fir,
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&2 SMZFFER HBY DNA MNIAFIN. BINSERER

HBV DNA
HBV n
gt % S0 %

HBsAg 2 1 50.0 1 50.0
HBsAg. HBeAg. HBcAb 10 7 70.0 6 60.0
HBsAg HBeAb. HBcAb 4 2 50.0 1 25.0
HBsAg. HBeAg 3 2 66.7 2 66.7
HBsAg. HBcAb 1 0 0.0 0 0.0
HBsAg. HBeAg. HBcAb. Pre-S; 21 16 76.2 17 81.0
HBsAg. HBeAb. HBcAb. Pre-S; 7 3 42.9 3 42.9
HBsAg. HBcAb. Pre-S; 3 1 33.3 1 33.3
ait 51 32 62.7 31 60.8

W FLVE S VR RAMESE. REREAE A 150
N CREIR TR  4r Wh, 2073 100 5 7 AR B2 L 4.
B L AR IR TE AL T e 2 52 1) 5 SR, (i
TR — AN KT, B A — 28228\ R VF 218 1
HBV /K HLtii = [ KA 93 i e, T AR R AR IR L™ 3R
(RS PEHBV S Ty 32T th T 224 LSRG i ar 1) S i 52
PE. O N PR T R GRS A B T PR H A%
R R AR TR ) LB P T A R4 BT HBY
07 R R 7= I A B AR T N AR BRI R LD, o AR 1
(1R 2 DRT 2% B T 7 0 PR b 205 T A S 00 P o AR
95 T T8 I i A B R R IG LT N R S i
HBVL 5 b i 2 BH A D)2 73 AT HEHBY £ A B ™ HBV 1 fif
BAL IR AR HVE BRI . Sharma et al" 38 HBV [RIIG 4
A& 3% A48 7 10 HBV 1) 52 38 BRAR BEAS [ TAN ), = 3] ot
4l HBsAg PIPEILEL L2 K G R AR, 2920 50-60%, 4
& HBeAg BH LB HBcAb BHME NG AL X 2%
Tt, ik 88-90%. AWFFL KK, £ 51 I HBsAg
PEP= 40 K38 2 ) L If P HBsAg (R4S L% 62. 7%, HBeAg
FIRS K R 79. 4%, HBeAb FOKS K Jy 45. 4%, HBcAb
IR K 58. 7%, Pre=S, AL % Ky 54. 8%, Lificxt
BEifn b4 T8 B 7 5. 51 6 S RF = 1045 32 il fi ifn. HBV
DNA B At 3 2 62. 7% 1t B ™ 41 HBV A28 490 BH 4 L5 I
1. P ) HBV ka4 A K HBV DNA FORS: 246 5L i B R — 2K
PE, X RRALTC 1 &Sy, BB HBV DNA O™~
PR AL A ) i, SRR R R B HBV RS e, L
Jf LA R e ™= B 1 i W e 8 186 s 4 4 T el
V200 R e = 0 HBY DNA S 5222 Yk I g B 428 HL
DY REJNA B B o AR, R I AR YR
OIS A BEALAERR v B — B B 45 A\ L HER
R ) 2 —. T S T AR A A B 44 X HBV. DNA
B = 0 e A7 EAT BEFLME SR, [ Bx L& — AN 43U il
R AWEFR Y 518 =80, AEFLIT i S FibR EP )
#4351k HBsAg A %k 60. 8%, HBeAg MKt
K )y 82. 3%, HBeAb [ th 4k 36. 4%, HBcAb Iy 1

A 54. 3%, Pre=S, RIL AN 58. 1%. JLFLiT T HBV
DNA BH A %k 60. 8%, 6 BHILAE g ko, ANrifEhRE
FLEFE. Gupta et al"'HESR LN K T a N HBV &
YL L A8 by JLHBV AL il A 7 AR B I G G 3R W BSR4
HBsAg BH Ik B2 JLIE YL Hy 17%, 4k HBeAb PHE, %2
JUIE G AR 9%, W12k HBeAg BHPEN] 1 a J5 %2 JLAYA 73%
IR YL, ARl BEFLMETR AL H R ) L AR R
SREC A, K ) $E A8 A BEFLIR TR, 1™ 0 ] 247 /£ HBV J%
gy, TR g e A, Ft R Ay, R
VP HBY DNA, I 5 6 30 i MR T i 42 A% H 4 28 L
W, T JLEAREE, KT HBV AL TI3E BR ) B3 IV A i BEL
IR @A, 20 BEFLMETRIN O N TSR,

4K, HBYV Pre-S, |IAMWIARK L, %% A
IE, AR HBV Pre-S, & [15 HBV DNA, HBeAg,
JHF AR 2 AL A 45 28 A A 25 D) 1) 5% 3R HBVI 73 35k (KT 401 £
WEE A AN FEEIFBORASAESE, M E 4 S, Cy Py
XX, HBV Pre-S, & [1)E S EEX M —& 7, 4
T TR R 0 A B e R P Neurath et a/™
TAJHBV Pre-S, 2% [ R HBV &Ll % VIAH G, AT 4E 4 HBV
SEHRIRNE SN PE R R bR, ARG 5 145] &7 4 % R RE 2L
i Pre=S, I 4 43 5k 54. 8% Fl 58. 1% Ly [ ML 41 L4
AAEH B EM R (P, 01), [, FRATHE TR B4
“K=PF1” LjHBsAg. HBeAg. HBcAb. Pre-S, FAFfH
AL A BEFLHBY. DNAFK BH % 0 (2 i T b A =X &
P A7 45 HBeAg. Pre—S, 2/ 7 S 04545, HBV
DNA MIE R g 7K1 — P ESE T HBeAg. Pre—S, —ff
PR S W R RE LI AT 4R FR. HBY Pre-S, 2R
1524 HBV 52 THIFIAR 44 1) — IURUR 48 A5, U1 HBV Pre-
Sy ET TR, A AT 2 W IR 1, 2 Sy i [ U0 4% 4
3L, HAS TR E.

B, PEEHBVHE VIR S BEEME R R R D). H
L 7N IR 2 5 AR IE A HBV DNA F9 52 o b Ji 1. &5 5%
FLRRS HY, T DUE 3 St ™ 4% et s g9, 2617 ks
HBsAg BH P F= 101 () it ) L& A= 7 A I e £ B R G, [+
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W 45 3 BEFLME TR 0L T nl S 4 H. DRIk, 5 £ 3t
*~febr (HBeAg. Pre-S;) BHPE, HBV DNA & &&= 4]
I RSB SR ERCHE e, T DA B A B B2y JEk e
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BA9: IR F o S MR K IF A LI AL B 8 U5 RAFAE R
Vi 6 75 ik

Fik: %t 5T ARIE 1996—01-01/2003—12-31 #4645 1161
5] SAP B2, F &K Elibd ke 3346, FHEHmTF
B Fouk Bl 4E, xR oA L s R A AT

£ SAP R Ll h oy R A E A 284%, KA d
Nt 12 4] (36.7%), 3—7 d R 4 4](12.1%), 7-14 d &
f2 345(9.1%), 14 dJEH e 14 B (42.1%); E )5 1 d AT
K 54.5%(18/33 #), 3 d R FH 81.8%(27/33 #)), F
B T Ay 87.5%(14/16 49));T-HA 40 3 o AT 48 BRI A 49
1% R 2B T W 20.(75.0% vs 23.5%, P = 0.003); 884040 & o
WFAREZ T EHL(70.6% vs 31.3%, P = 0.024);8.H284%
FEAEFEZTIMEA2.5% vs 64.7%, P = 0.002); B R84
B AFEZTIEHEGB7.5% vs 88.2%, P = 0.004);4% .
KAZ ., Bl AM B MIERIEEHBRLEFE LG TTHAEG.
3% vs 76.5%, P = 0.009).
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033 . HFREAEILZYE 2005;13(10):1233-1235
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FE SPEBR 4 (SAP) 2 W S EZ —, HWIFR I
T A TE L F R 2B AR AR AN, (L X, BET AR AR

B A RO B R 58 I BT IBCA ¥ SAP
I LA A TE i 9 1 33 3B T

1 #RR075E

1.1 A 1996-01-11/2003-12-31 Ik Llicia SAP 1161
B, WFEE Bk T SAP iz WibrdE, 55 695 4,
L 466 ], TPALAERS 48.5(8-87) %, APBitJn 4B U
PURGL . AhR e, B R, g A ME R .
XPIESCRRIRIT M R 24 “LRR R Rl A,
I 5 vt TCU PRI AL P IA YT, H B I s 1)
LREAE NN BRI IE ARG MBIk A BRI
TR e AMRETFARIRTT . JLAE T 118491, G NARHE : SAP K
Ji BRI oy B REAE, ZRRAX A7) ARG i 556 % B A AT



