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LI A Jpi 73 2R T PR AN e 70 JE B BH %
LT R I+ v B 2 1 A i 1Y)
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FRA MEI RKWE' HA ik

[WHZE] Br IFMEREHEN BT RBET (HBV) RHPL)E (HBsAg) FIHBV efi/i
(HBeAg) XUPHE miHBVE & A2 10 R & LR @ AT HB VI GL BE B FH T 9T 2. 757k ik HN20074:7
H1HZE2017F6 H30H T 1 #ER K2 M8 L Iz E B =R 11237 R A & 1918 tEHB V&
PRI YR8 Zla R H Ay B ) LAE N A &, /0T LIS HBsAgFfIHBeAg X B P I Thfg
# . HBV DNA= 1 x 10°# Dl/ml, H3RAG 52 BERE VT PR Z2 0325001, ) 3% 78 4 75 JTHBVEE LR
Wr A IR FE 2R B, RREE A BRI, AR R GRS LR E, SREREH (150
B R4 (1006]) . FHEHREHFEEZF28H 8 DR K E600 mg/d, E4i)5E42 dik. X
HRAH B WA S TR B 25 o Rn U TR 20 52 3 72 2228 S AU 73 4 i) I JE HBY DNA# ED; W LL R
ERPEMRA G I RS, PAZRER S LG HZ . WEBE h); EHA6 hiN.,
LA FI6 A BT LS P 510 pg, BT HAENE6 hpI L F B LTS O sk E A &
200 TU. frdZJLHAESE6 hiy (T3 3 fe A A ik D A7 7 8 A HBsAgBH 1% % X HBV
DNA#&E. &R WA 0T E kw28 FHHBY DNAFE B EM T WA, ZERE512%
B (r=31.07. P <0.00) . FlFReHEX A )LHEA6 hN MiEHBV DNAFAPEZE (0.00% vs.
17.00%) ERELHHE N (F =27.36. P < 0.001) ; #EJL7ARREN, Bk EHHBY DNAKE
PR TG FBR, 4R ZH 22 ) LHBV DNAFH PR N10.00%. ZFisherfEiitih, X IR )L MR YR
BERTEHLIREH (12.00% vs. 0.00%) , ZRAEHITFEEL (P <0.001) o &K E M HEY
AR R EA R R, HAZHB LR KA A, 848 a2 WRETZ22 1 MEHBY DNA =
&, HBVE NG in. FFIfeEs . HBsAg M HBeAgX{ [HE, HBV DNA & #8411 241
N FH B b R 5 PUR B 1R YT P 3 PR IR G 22 (0 L TE HBY DNARCE:, A S(HITHBV & Py kg,
XTEFE Y B RIFH 24
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Effect of telbivudine on maternal-infant blocking of hepatitis B virus surface antigen and e antigen in
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[ Abstract] Objective To evaluate the efficacy of tebivudine in the treatment for maternal-infant blockade
of pregnant women with both serum hepatitis B surface antigen (HBsAg) and hepatitis B e antigen (HBeAg)
positive and high load of hepatitis B virus (HBV) infection in late pregnancy. Methods From July 1st, 2007 to
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June 30th, 2017, pregnant women with chronic HBV infection in late pregnancy (28 weeks of pregnancy) and
babies delivered in the outpatient Department of Gynaecology and Obstetrics, Beijing Ditan Hospital, Capital
Medical University were selected. Total of 250 pregnant women with both HBsAg and hepatitis B e antigen
(HBeAg) positive, normal liver function, HBV DNA = 1 x 10° copies/ml and with complete follow-up data
were collected. The pregnant women were fully informed of the advantages and disadvantages of the maternal-
infant blocking of the anti-viral medication during pregnancy. According to the voluntary principle, the pregnant
women were divided into tebivudine group (150 cases) and control group (100 cases) according to whether treated
with tebivudine. The pregnant women in tebivudine group received oral tebivudine 600 mg/d, from 28 weeks of
pregnancy to 42 days after delivery. The control group did not use antiviral drugs. The serum HBV DNA load
were detected in both groups at 28 weeks and at the time of delivery. The adverse reactions of pregnant women in
tebivudine group after taking medicine were observed. The infants of both groups were immunized with active and
passive immunization after birth; hepatitis B vaccine was injected intramuscularly within 6 hours, 1 month and 6
months, respectively, while intramuscular injection of hepatitis B immunoglobulin for 200 IU. The positive rate of
HBsAg and the load of HBV DNA in 6 hours after the bith and at 7-month of the baby were detected (venous blood
was drawn before passive immunization). Results Compared with the control group, the average HBV DNA load
was significantly lower in tebivudine group after treatment and before delivery, with significant difference (= 31.07,
P <0.001). The positive rate of serum HBV DNA in tebivudine group was significantly higher than that of control
group within 6 hours of the babies birth, with significant difference (0.00% vs. 17.00%; x* = 27.36, P < 0.001).
At the age of 7 months, the HBV DNA load of the infants in tebivudine group were all lower than the limit of
detection, and the positive rate of HBV DNA in the control group was 10.00%. Fisher accurate test showed that
the intrauterine infection rate of control group was significantly higher than that of tebivudine group (12.00% vs.
0.00%), with significant difference (P < 0.001). No serious adverse reactions were found during the follow-up
period of tebivudine use, and no birth defects were found. Conclusions With the increase of serum HBV DNA
load in pregnant women before delivery, the risk of HBV intrauterine infection increases. Normal liver function,
both HBsAg and HBeAg positive, high HBV DNA load with tebivudine antiviral therapy in late of pregnancy
could significantly reduce the serum HBV DNA load of pregnant women and block HBV intrauterine infection of
effectively. It is safe for both mothers and infants to use tebivudine in late pregnancy.

[Key words] Telbivudine; Hepatitis B immunoglobulin; Hepatitis virus B; Hepatitis B surface

antigen; Hepatitis B e antigen; Maternal-infant blockade; Intrauterine infection
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CRF R 7 (hepatitis B virus, HBV) &%
RAEFAMAFENAL T AEMERSZ —. H
A& ERA 20/ NIEGEHBY, H A Z)13.51¢0 N N1E
P ZRIRT R B Ge g, WIMHBV Y b 4o IR
HYINALT%~47.6%" . RIFZHBVERE L X,
HBVTEZ I 457 5% ~10%, HH130%~50%
2 VEHB VIR et il B B L4 . A HBV R
Jii Chepatitis B surface antigen, HBsAg) [H %[
i P HBe Ag i 1) RF B AE 15 R 15 90% . BEBAE
#ENHBVIR G 3 2L ikt 2 —, AR SR
HBVE PGS )L)LT-100% K & A 18 tEHB VI i
F, HBVE NIRYN T EHBVHE T KA ISHI 1]
HEF K, HBVELE TR/, Mg EHBY
WA E LS, H B EME R 2 S B 5 S
R R A BT A A 1 b 2R T R R AR

TFFEHBV B2 [H Wy (4 B 78 J Sk g BoA 83 .
LK Bt HBV B} 22 [H W7 (1) 8JF 50 55 55078 T BE T 7= B &%
PRI E WAL . BT Sy 4 it F 7E B W HBV B 22
fEFER, CAMTHBVIREREE N, FHbrZny
1590%, (HIE G2 10%:87 A8 ) L 50 5 BH W 2K
W, WA N SHBVE NIERGA K. H20074
tb k% (telbivudine, LdT) THEW EHEEHE
IR 2 B J8 b it b3 2 e B IF 4 3 FH LA TREAT 22 B
WHBYV B 2L FRFH 0 78, S0 T VR4 2 0 3 A
U BE 23V IR 9T B S He e Ak, g v B 22 BH I A%
R, BIRABHBVEGLE, Nt —PRINE MK
PePR AL IE U B2 2R o AR FEN X D R IR
HBsAgHfIHBeAgxX{ [H:, HBV DNA & # & IF Ik
Wi 22 0E N LA THUR 52167, #128 PFA LA T RH I
HBVEFEHE HALRR N7 2, IREDT.
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BREFE

—. HHRXR

HEE20074E7 H 1 H 201746 30 H T 14 #E
BERZ M B A st IR BB | T2 8= R, TR
P A A 18 MEHBV B G 22 40 Je H o W ity 22 )L
PENRFF AT % . 18 HEHBVIE YL Wi ks i 2 162015
FEEEZRETRGIGTEE) Y IERHBVE
. HBsAgtHBeAgXUBH 1 &b T 4o 92 i 52 HA (1) 12
PEHBVIE Y220 563 19841, [ 35 78 40 15 S0 4 44
HBV BEZL[H W7 FH 24 () ) B, AR 45 501 5 R s,
T8 B E 2 E RS R E, it AA
94145, FHorh F IR AR o e 22 1a349%1, R ARZ
095921 . FEREVI SRR, PR 200 AR A R ]
R OB AELBE VIR T AR A IC&R 77 = e
TCVERE Y R JE AN BB L A R R, iE R691
BT FN GR VT BT BRI AN A . IR e B
B V7 BRI TN R AE250%1, ik mA; AR
RE R EMZELISON (BhREd) , KR
ZAA100%] (AL o Bl E]125202.29 N4,
SRR N A R0.81 N4

1. NkbruE: OBMEHBVEYLZ11d, HBsAg
FHPERR S I 64N B, Z228 AT AT IhREIE &, ik
HBeAgPHE, HBV DNA= 1 x 10°4£l/ml, AT
TR R A PEIN 2 @Z JAA B HAbh 25500
B, RPH G PEEIIEI . BE R TS ER SR DL A B
W2it; @RH (ZE=378) .

2. fHEBRArdE: OfiFEE S, HBsAg. HBV e
¥ifk (HBV e antibody, HBeAb) . HBVZ Uik
(HBV core antibody, HBcAb) 35454515 A 145
@Z 28R IRE T H s @A HZ I F A
kg 73 PR I 3R & N ZR A (apid plasma regain
test, RPR) [HtE. $i-HCV. $i-HIV. LK SR
(toxoplasm, TOX) . AZJiE (rubella virus,
RV) . E4ifisiE (cytomegalo virus, CMV) .
FAl 2N 5 (herpes simplex virus, HSV) JE&4
PRI @HZHTR (2 9k S SR e ) LR TE; ©
WG Z i ©F B O E ) LEErE
B LR B,

=\ ik

1. PRERBEVT: ZEEREEMEVI 277 fE60E, 2L
EREEBE VT 2T H o 8 bR g AT B2 22 1 Bl
VimTAIAE A s 22288 Z20a 5 iy o B2 )L H AR I

PLAT AR . BEV 0L HN20185E1 H31H .
tHAE6 hpy B AR ) LA I A1 & i ik i HB s A g BH 44 JF:
HEERTANH, BN HBsAgRH M 807 H i
HBV DNAHYE, FlEANE NG (A HBsAglH
PERTHBeAgFH A A & X, H4iHBeAgfH T2
W X, B9 RESE o e i 22 ) L AR B R 43
HBeAgt NP, #UN TR IHBsAg) »

SARGREZASHAER R, BRTHR
T 228 J8 U 1R 5 LK 2600 mg/d, ANk
HESGEORFE L, BERANTERTE. Bke
A 25T AR B R A i AR N8 g R &1,
B U7 A e 0 FH B B R S A A BB K AR
R, W IR 20 [ 2228 F JE A IR AT T Hm 22 24
v, IR TSR,

N ZEX R L A R 852 . #ishix
A, BITEHA 56 hNATLH B UL VES 2T
TP EREE 175200 1U; 7EHZE6 hy. 1H 6 H
WS LRI S 2 P T %10 pg.

2. K5k IMiEHBVEE . HBVEHbrE
W e AR B 5585 T R AR R AL i
5 B K 56 L 58 i . HBV 2 TH bk 38 M0 K Ml iz FH ks
Ti%, RAHERF20004: H 3l Kk 6 i (3
FEHEES AR fobi 745 Kk JeiE ki, HBsAg <
0.05 U/ml, HBeAg < 1.0 S/CO. #i-HBs < 10 mU/ml,
HBeAb > 1.0 S/CO. HBcAb> 1.0 S/CONRH .
HBV & &kl K H 7% 6w ®PCRIE, A& A -
ERHEAEY TREAR], BACRIIME S 95004 Ul/ml,
Bl << 500%% DU/mUAAYE . BFIhREALIIAE F H 37.7600-
020 F A4 H A, WakoikF &, K FH g 27 1
BRI . WA RAZEL TR (alanine
aminotransferase, ALT) FlK[T&RREILELEG
(aspartate transaminase, AST) 1E#{EHH0~40 U/L,

=, R

1 EARTR: BFAAER. BRRTA. o
Wi RS i 07 sSURIBC AR HB VIR e 25 B A L
PER). AR, ApgariFirEs.

2. MiEFR A4 R 22 (E 2228 A R 43 W bf
Kl EHBY DNAZ & KHBVEH bR E; 2L
HAJE6 h (FEFE. sl nisb sk « 71
W IRIHBYV K 457 £ 4 XHBV DNA#% &; 4210
el AR BEHBVE H bR EY) SLHBV DNAZ &

VY. St abs

I FExcelsg N4, SRHISPSS 18.04¢ i1
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VS S A s o 1 W ) YA B 11D e o a A AP
B, thETR (GFERE. HAEMRE. MiEFHBV DNA
WELEMNEEA) BRIESHA, xts®mn, W
S T) B R BE R ks 56 o s THEBE R O R
Jetb ol K iEHBsAg 7 2) #iAH H 77 LR IR,
P 2L 6] E 30N FH 246 36 A Fisher ks B AG 56 . K6 56 7K
HNa=0.05, LIP < 0.05HZRH G %E L.

# R

— BT R FEA TR

1. PR ZREM — BT Rl: B bR e 5 0 e
HZAEFIR. D). BEFER . TEHBVEX
PER TR RN (PH> 0.05) , FHILE
1.

2. BULBEARRHE: LGS . PEIATH A 4
HEETHR, K& R E106 E XL,
XTHRZH A E X)L CERUbR#E: #ra L A4k
H=4000g . MAZILBRBZERE SR X
(P <0.05) ; PRAHZ)LMER. PR AAEZER
BTGt E L (P> 0.05) , W2,

. Pi4LIMEHBY DNAJK

1. 2215 MFHBYV DNAJK-: X B 2H 245 4228 J]
i IMJEHBY DNAKHR T & R EdH, ZRE ST
EN (=271, P=0.007) ; MR E 2
1GHBV DNA/K-F-, P2 MEHBY DNA & &
HBV DNAIE TG T BRI bl 22 3 Geit24 5

(P)<<0.001) , W3, k#2015 (1E % AT
RPFIRTEFEY Y, PR R R AR bR A2 N P
FIAIT ), HBV DNARRE= 10°8% Dl/ml, AHE 7%
b e 4142 IEHBYV DNA R F#39> 10°4% Jl/ml, Ef
PUREEIRTT A 2 1]14100.00%.

2. HZHEL )L iEHBY DNAZK - (HBV DNA<
50095 J/mUAAR T4l R - %A tH AR HBY
DNARHYEL761 2 )L HTHHBV DNAKPKT1 x
10*52 Ul/ml, 74152 )L¥)F7H #FFHBV DNAJK
PRI T A IR A 12 L )56 hiN
HBV DNA/KFH1.22 x 10%% Jl/ml, 7517 3 81
HBV DNAJKF [ 2R T N FR, B REZ
A IHBV DNAFH 4 17451 22 ) L3845 (47.06%) 7 H %
INTHBV DNAZK-F-F 22 S8 TRl T PR . X e
FA 1558 ) L A FTHBYV DNAZK AR T4 R R,

=1 PIAZRIOISEARS L

151 1% W B (%) ] b (Ris, %) W [ (%) ] EL[EH(B/V;E‘%
BHekEd 150 135 (90.00) 27.07 +£4.33 48 (32.00) 2 (1.33)
Xt HE 2 100 91 (91.00) 26.21 +£4.15 38 (38.00) 4 (4.00)
Giit& =007 t=1.56 7 =096 —
PfE 0.79 0.12 0.33 0.22

VE: * Fisher B IHEZR 1, Wi ES €

=2 S LRI AL

5 ke a#s Ee (38395, %) SV (%) ] PEIHMAARE (2 °
BrrhREdl 150 24.00/43.33 80 (53.33) 3386.7 (2500~4100)
gLl 100 43.00/48.00 57 (57.00) 3448 (2800~4 450)
1 — 0.33 —
Pl 0.0065" 0.57 0.1800°

Fe s BORFRTENE (BME~ R KME) 5 °: Fisher LR “—7 o EHIEEHRE

%R 3 W44 1% HBV DNA #&

SEHIMIEHBY DNAJKSE [x+s, log, % Ul/ml]

HBV DNA{E T4l F R

415 1%

KIRZGHT (Z228f) MRZ5)5 COript) [ (%) ]
Hreked 150 7.41 £0.46 417+0.78 37 (24.67)
it B A 100 724 +0.49 7.07£0.57 0 (0.00)
St t=2.710 t=31.070 7 =28.950
Pl 0.007 < 0.001 < 0.001
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H7 H & HBV DNAZK V8 g FH 1, BI7 H 8w
HBV DNAPH M2 410.00% (10/100) .

Bt e e 4L A B 7 A B4t Il HBV DNA
FH % 24 °80.00% (0/150) , PHHLHZE)LHA)56 h
W K7 H B FTHBV DNAFA MR 2 R G Gt 22 &
X (P¥1<<0.001) , W.E4.

= PZHEE ) LHBsAgSE It Fl [ #4545 1.

P20 )LHBsAgE . HiA6 hiy, FHhRE
AHi4E ) LHBsAgPH MR B R TR, ZR7E
Gt (P < 0.05) ; THEN, B REd
B )LHBsAg¥ AR, xR 15412 ) LHBsAgH
P, (EHFHE3FE L6 hWHBsAg NN, 7
H S 345 22 JLHBsAghs A BH M (b3 514 R e
PG E SCRT IR ) 5 7 3 88 I o IR AL A Ry
15.00% (15/100) , BFmTEHHREH (P <
0.001) , WS,

P2 LT H B MG HBsAgBl & Bl : 7
HESES, 3261 %f B 22 ) LHBsA g%, [N
72.73% (32/44) , FHLLR e )L HBsAgH i =%
N100% (45/45) , WEETAEH, ZRAESHT
HEN (F=14.19. P<0.001) , &S,

U9, PAHZ)LE N IERGLE O

e L AE6 hiy 41 # ik M HBs A g FH £ H. b
WERINH, FXRKNHBsAgPH LT H % i HBV
DNAPHME, HENENBEGRE, SR eEHLE
JLRAEFENIERG, BHNERGEZ50.00%; XA

2 B LR A E R, BN 12.00%
(12/100) , BF@mTEHW KT, LFisherkHf
K6 2 8 St L (P <0.00D) .

Fi. BHREAAEAKA KRN

B 15 R A e TR I B LR e 4 A 0 T D R
fetr: ALT. AST. KAHVFER (total bile acid,
TBA) FIJLERI S (creatine kinase, CK) 7K°F,
MRZ5 524 A ZAEBE R B Dhag, 5. 8. ZoKF,
KRB EANHAB LR ERHBIEE. mHEIA
Fedf. =71, kI SRESERER, BCKM™E &
(> SEEIEWE) , BEUDRRERGE™EAR
SN, IRA R IZ AL A LR

o

BREALFR R HBV R L i 1 #H Lk 12, B
1T ORIk LT e B EE 1 B THBV £ 22 4%
ROV A T, U9H Z910%:8T A2 )L B 22 FH
R R PR Y E NG, WEUHBVE A
G R, BB 5 IR G TR K
BELIT & A, X PR AT LA A ik BT r &
T . HBVRREALFR LT el 5 A G 1
AR BHT, HBVEFZFH W i E 275N
GBEIRIT PR TEIRIT

HArN I AH () KU & 25V BLIfTHBV
B NI AR AR T i, — 5T, FERE R

&4 PIALE LIS HBV DNA 2 [ 6] (%) ]

HBV DNAJH#:

A s HE /6 b7 T
Blreked 150 0 (0.00) 0 (0.00)
o REZH 100 17 (17.00) 10 (10.00)
PR 27.360 15.620
Pl < 0.001 < 0.001
7: HBV DNA = 500 #% Il /ml J9BA1E
=5 W% HBsAg @R PR [H] (%) ]
HBsAgfH HBsAgRH#:

1 % —

HA 56 hily TH# TH ¥
BrrugEd 150 45 (30.00) 0 (0.00) 45 (100.00) *
X 20 100 44 (44.00) 15 (15.00) 32 (72.73) °
1 5.130 23.930 14.190
PlE 0.020 < 0.001 < 0.001

7E: HBsAg = 0.05 U/ml JyBHE;
72.73% (32/44)

BrEL RS )L 7 AEE HBsAg 553 7y 100.0% (45/45) ;

°: XTHEALIB L 7 H kI HBsAg BI%6%
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BN, ZE (BB KIUn Y ae R ICEHAHBY
DNA#Z &, MMicb#H 4 LG HBV 1) & Fe 14
U7, @ FECEHAHBY DNARGE, [FI {2
HHBeAgBl e K DhRe 2%, A R dil BEA T 15
{EAERAF LAGKSE, I8 m] i # H HBV & il Sk ek 4%
XL S % ThRe A, AN G % £ FE e LA
TBEFRHBV. BT H 2 P06 2 40 H B AR
Flig. BbIE KKK E, EEEmA M REE
P 5 (food and drug administration, FDA) ¥ if
A 3 B AN LR 8 A E AR IR BRI 24, ThK
KB NE NIEURIACIK 25 Za s AR L% AE
SRR E TER, MIAZYIRIT X A AR HE
LU T BoR, B e R HBV #1812 BT
REFHHAG REFIITR, BaE B2 AR
BEWTZ54 5 20 2050 18 4 HB VK e A 2 g 1 o
RRHE (BB A 41t 1 [ B A Fe e i, 24
WG S0Pl P 7000 B8 24 40 N 38 o 2 1 L 7 3 RORE 1 K
A, REWIRILENKE, AGIEAE LT R
KAER, W ERBEME R EHMPURREZ
VI T HBV 2 % 1 BE 22 BH B 1) 22 4 PR B0 ot 22 4
1o

Bk EEHNLE: HBV 2 REEE A=)
N—FRIRBIB AL T, A AHBV DNAHT,
AR RS 5 EHBYV DNABES A 1L, AT 4
HIHBV il [FIEH 40 2 Rk R B LdTE S5
HAEAE, LT AR IE 5 40 i A% R o s
W, [Al S LAT 2 4 e 7o R B L o 80m . Toist
R PE DL R AR TE R, T R Ay B, Bk
5 )LEFEELAT PN %4, LATEEAR RN A
MIENER G (CKO A EF 9857 B /LN R
i, Sk, B0 KRS S, REN 2 I
i w2 AR L B SUA R SR A 1E, AT
Z 75 B RIS A E (multiple organ dysfunction
syndrome, MODS) HZEFET!",

AHIE T LR E A3 R R IR A L AR R
B, BE DT R R4 00 B B bR e I H IR
2. WINIRE. =, k. kB2 EARKRBL, T8
FPEECKFA S, LEDIReREI%. FHHBY
DNA /5y & 4210 M & b IS v A 2 PH T HBV &
PG, XREJLY R BRI Atk St
XTHBVIE G 2200 JIg FH & L e i #9697, HoBk
SEAGR LIS 2 A gt — 3.

HBV & WERHL R 522 A MEHBV DNAR R

EIFA, ZHHBY DNAHE < 1 x 10° [l/ml,
HBV T B AL 3 R K80 3%, 122 HHBV DNA#;
B> 1 x 10 IUml, 5 R k43% B
T I T SR, AY T I HBY DNA# & i
H, B NERGLREK, (H52%210%28 §FHBV DNA
W HZRD k. KIS R FREAN,
HBV REE AL 3 £ B R & 5 4 W57 42 1d 7S HBV
DNAZ A K, WA 20 R4 P HBV DNA
BT P W R AR R DR B . BB AT R AT
Bt EHBVE S (28F) M
BreksE, wASEMEHBVE S, Bk FCHBY
DNA# EH BA RIFr 24t RIMEZ28F A4 JF
GIRAE L RE, BbRe 44 HHBV DNA &
B RFE> 10°45 Dl/ml, U #9697 7T 100% 6 24,
Hr T HBV DNAZ & 5 5 4 & 23 2 A G,
HE5RF LR

AT A A 1 22 )L 2R 56 h W HBV
DNAZ & AN1.22 x 10°% Ul/ml, {HILAETH
HBV DNA#EAL TR PR, %384 L AR B
HBsAg[fI:, {HHBeAgh 410.94 S/CO, HER&4y
W HTHBY DNAZE B 28 I A BT ft i, %#E
JLHBeAgt M{E#m, HHHBVE#E—H, #2
INE NG 5 HBV DNAR R /K UEASE, (HIF
BN G — s WibRitE; AT N R
AT RN, B LHER HBsAgPH M 2 FUR &
PRGN 1] BER (T HE b o

3WITHB VR BH Wi it 78 79 73 VHBV DNA# &
6 log,,#% Ul/ml. 7 log,,#% Ul/mlF17.62 log,,#% Dl /ml
KNFLA, 4HBV DNA#E < 6 log, # ll/ml. < 7
log, #% Ul/mlEk < 7.62 log,#% Vl/mlit, HBVHEEEERH
W7 S MR AN N 1.9% 5.1%F10%; 4HBV DNA#L
7> 6log, ¥ Dl/ml. 7 log,#% V/mIEY7.62 log, % Ul/ml,
HBV B} B2 [ W7 2< W 0] 43 i) 23 .4% . 26.8%All
32%", BRI T RHAHBY DNA#H &
ETHBV g G 15 22 [ W 2 e 28 AH O

H AT & A 2 DR 18 22 B 500 55960 97 97 A0
=, eV, (B2 MR TRIE, K
ZHRLE IR G A, BRI BEE . S
i, EEARILEW . BoEEP' ™, Andimang™
IWAZ8~ 148 3 8UG ) LW T () = fa 3, 0 ek
PLHIV S K Dhae (& ™ AR, UKy
BT HEIR B A L 2 . R FL R HHBV
R} 28 [ W A2 75 R 119 = 2 IR 3 BT 0 06 T 2 4 of
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