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1B ZBIRFRBhGTEE

W ZMHRERE T WHBEERRZ—,
PEBEANRSKERE, Bt —LHEBEZR
JER T, LW MNRTT, SEEZLFR¥ S
SMPREEESRRRESLHARNERER,
EZH ENIM R R EER b, & REIE
BB EL, ®ITT (BHZRFRIHRERSE)
(AP RifR (3618)), H s 2 0L BT AR 4 (e 48
9 3 RH 5 AMFRY, P URES RS
OHFERT,

A (#87) REFHELN ZEFRLIT MM
BifE L B RR, NEBBI MR, WA TR
IR ZRF RSN PR A, E, I
REA S SR BRBER, MRS T HARHN
RAERKIEEMARETRR, FELELSERE
AR R ERENER F, RIEA SRR
2%, HTaENBIT R, B TREZAFRY
DET R, A () KHRERE RS ER A
T,

—., R

ZEJFRFEE (HBV) B DNA HHER
(hepadnaviridae), ZEFEAH K4y 3.2kb, 2 W EE
IF4K DNA,

HBV AN, SAFMME E M2 HRES,
MRELARE, FAFEREN, RERERT, B
WH#FIR HBV DNA i AP, 18£8 6
fERT, LifilE DNA MHEAIREKIES, B ERE
PR X, RN S F R DNA (cceDNA),
BRI UL cccDNA WA, ATEFE RNA BB I M
YERT, B BJLFA AR K8 mRNA, Hb
3.5kb # mRNA & HBV DNA /75 b &34 {5
B, WARZERA RNA, J&& # A K400 51N
B, £ HBV 3% RMERA T, & B4 DNA;
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LA 8% DNA B84, 7 HBV DNA B&M/EM
T, A BIE% DNA, B 7R85 4 B 3R
DNA, &/G3E L 7ZEE HRY, BB EFHMA,
Ji B o T ARER 43 SUEE IR AR DNA ] 3k A BT 40
BN, HFE B cccDNA FFEEEER H, cccDNA ¥ 7
(%) WK, REMEATIIRER,

HBV & 4 R4 EEMHFHIEMEIE (ORF),
Blgi S/S X, BiC/CIX, PRMX K, #i S/S K4
BX (F5S1, BTS2 X S), o (HFs2 &8y, /b
(S) 3MAEEEH,; B C/C X %H HBeAg X
HBcAg; P XHIBREHE, X X%E X &M,

Bl C KFMEAZLHESF (BCP) WAEFH =
4 HBeAg AtEZRAK, B CEBRE LM ER K
G1896A KR, MK IEBEBF (TAG), ARE
HBeAg, BCP X& % LT RE A1762T/G1764A Bk
BERE, EFEME AT C mRNA MH S, KK
HBeAg A 8.,

PEELRFELT POL/RT ZEE B (349~
692 aa, BP rtl~n344), HEFREERITF, BER
MERAR-ZEEAR-XIILEBR-XIRER
(YMDD) 7 % , B} & YMDD % & ¥ YIDD
(rtM2041) Z YVDD (rtM204V), &M nlL18oM
AR5, B2 AYEETEE R R % RR K e T 2
REHEACT),

SEREAR ] FHE M HBV B (occult
HBV infection), KB I #% HBsAg B4, HFAT
A HBV /K FEH (M HBV DNA % < 104 ¥
N HES

WY HBV 2R FF %7 =8908 S X EFF
F1% 5% =4%, HEIHBV 24 A~H 8 MEE | %
HRB XA AR EARTI, A ZE N
HREEXNTHRRGITHMERGT D ERNE, B
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ENMSFCERE, AWDERBMNETFBMC
HERG(]), BERBERZZWERT (B) X049
TR R E

HBV % &5 . £ HBV Y& kN, ®F
A= EHR R ERHRRERIRERE, RNE
M (quasispecies), HBVIBIGRE LA HiE—5
IESE,

HBV MY4RHT J 558, 1H 65C 10 h, & 10
min BH EESHFKE HBV, SEHH, FE2
e, KB dECMABREUE BTN RIER
& ’
= WATRY

HBV B &t A 5T, HAFH K HBY &
RETATHREZRRA, HHRADEHLRE, &
R 202 NG Gt HBYV, Hd 352 A vigp
HBV B, BELHH 100 7 AFET HBV M4
BORRT R | FREAL AR R WA 4RI (HCC)™),

FEHRE HBV BLE AT, —M& A K HB-
sAg FTER K 9.09%, M SKREMZBFREE
N B B9 HBsAg FR 2 47 31 4 4.519% 1 9.519 ®
(I, BERTHHBY MERNFTELR adrq+ﬂ
adw2, ZHN ayw3 (FERTHE, AREMNS S
HIRX); BRI FEN C BH B HO),

HBV EZL 2 F i il & . B2 BE A S Bk
MERE R MR, BE () BEELETE
BB EE X, £RTETBA %M HBY P&
ERMBAAEREE ([), EHBFEAREE
RAETHRARETRESOEFS#M, Fi#. #
AMEZIFRIERFRL O 2), LLREKANEA
BiE (1), Rt R, 8%, ILEHAL, &
FANRTAEF R ESNREE | IR0 1 R R4l
gk (W), 5 HBV FHEEEREM, BHUEEZ
MEREE, HRLHVHWERHEABES
(I), B FXTMRI 5 SEHE ™48 B9 HBsAg T2, £
i i SR VR R SR M HBY R BB &4,

HE LAERAGFHM, WR—-HIAZLE (8
W BN E A RG), BF . Wi, FE—
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A, [F—% T R4 035 70 B 5 X I 90 % 58 1 48
M, —RASERHRBY, 2BMEBHR (W, R
48y (B R BIESE

=, HR®

NIEF HBY J5, WERL 6 ™A MRBER
ERRAE N HBV Y, BB A A S B 1
e R EBEREE, EBAE (7)) ML) LA
R HBV W, SH9F 90%H 25%~309%4 & & .18
PERRGII(T ), H HBV B AR S — B nl 4 W 3
N BTG RET A2 HA | G T BR A AR TE s SR
(Ak) ZHB0D, GRS A4 SR HBY EHE
Bk, 1Y HBsAg Al HBeAg FA¥:, HBV DNA RRE&:
B (10 /mL), MEFRAREEEERE (ALT)
KFIER, FAKHEXHBRE ., REFRYERN
I HBV DNA W >10°# N/mL, H—BIEF
REWZH, ALVRITXEARELEBE (AST)
R RS E, FHARANRERESER,
BEE AR () EHRYIEIN HBeAg BIM:, Hi-
HBe FA%E, HBV DNA #MIAZE (PCR ) ZE T
KT, ALT/AST KFIE¥, AL 2ERE %
%E

EHDEMBRAY RS HBV #H | L 5%~
10% K ERIENH, — M EREMZH, R 46
REGR, RAWESEBEZ L, FBTH
EESEME () BEHE, FRERRE®, Ttk
B4 () MABYILEHE, SREHFFEMBA
BRI HBY &, HAEWFRME (k) ERm
HBV Bt &b HoaBENAHGES, B3
HBeAg FH#; BIAAM CRCREHFAR,
HBV H ¥z, 15 HBeAg Witk , PIE B HRI G
SR Z AR,

JLEHURA HBeAg HMEIBM L RIF R B E P
TSHEMI0FEFERRERIEFDRME (k) B4
B B4 5 509 F0 0% -3, [T-2), TERE
AL A M X3S BTG B sk R (FE) & #1118 7% 1BV
BYEARLMHARMARS, HERRER, X
BEENAEFRRELES, Xt—I 684 HligM:Z
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ROBF 45 BB H LORTREAE DT R, B MIFA B E
R ENFFEALM AR AR N 21909, 55—
%t HBeAg BATE@ M Z RF R B & AT FH 9 F
(1~18.4 %) WA, iR R AFELLA HCC B R A4 %
S50 23%M 449067, RAFEAHREERRL
FHREHRES . HBeAg AL | ALT KFEHIT
HEsh, W, 43 HCV., HDV 8 HIV B 1)
(I), HBeAg Mt % 10 FT R 1L & 4 % % F HBeAg
BAfEF 08I [-2),

B MR BES, FEARRENFRE
Y39, SERITRERL 16229 (1), BHED
BT 4 | AUEEIA LR AP EALRY 5 R sEER
BIH 0%~2% . 14%~20%M 70%~86% , F&WiHE R
AEER . mEAEAMBLRKT, /AR
MR KZ00([-2), AEERERRERTE
HBeAg ML %% #, H HBV DNA #Z5HF1 ALT
RS IEH & R RB e [,11-3,),

HBV &% R HCC WEZEMEE R, HBsAg
HBeAg ¥IIHHF 1 HCC K4 EBE S T 840 HB-
sAg FHEHE2I(1-2), HFELEBHE RE HCC HEfE
AECFESH, 4k, BE, BlER, 4 HCV
K HDV B4 | SR FFIERAE | #5% HBeAg M
K HBV DNA fRZERKF (=10° #% W /mL) 00
(1), 7 6 FLURMZREMATED, 4 25%F KT
B & R U LA HOCP(T-2), HAESRS S
HBV B MK R HCC B &L ELIER, HCC K
BEMEMEXEAE, HERENBREERT, HBV
WRRBENEE(]-3), '

m .
(—) ZRATREET

Bl L BURT 4 2 BT HBV /3 19 B AL
Fk, BETART 1992 FHZHFREHHA
Wl B, WA LR ZRFREH
EEEEALERBFATHRKIM,; A 2002 £8&
ERPAT R GRgE | xHHTA R 4 LGB HF 2 BT
REW, HREIXEMBE, H200556HA1HE
B ok N
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ZRIFFRBEW R EMX R EERHAE LS H
VARG AR EAR (WEFAR, £% Eh
WHAR, HAHMIHEAR, BEBHEEE, 2
FEFMOKnEH&E, fENREKTE, X
MG | HBsAg FIHEE B R EERL L . B
RAES T EMBERNENERES), B
REHEBEMIL 34, BB, 1. 6 MAEF,
B ReE 1 SR, M1 Rke MHEHE 2R
36, Bl LB QBT R EE SR AT
FORTEM BT 24 h &R, BTAE LR MY
KEERTEBSMUALA A, JLEFMBAN B =/A T
RWLAI PSR Z I 5 0 v LI £ SR A HR 1Y
RIFEN 87.8%>( 1-3),

Xt HBsAg MRMEBF FEMFEIL, MAEHAESE 24
h RRBEEHZHFRGEREA (HBIG), &I
FEHA)E 12 h W, SRR =100 TU, [F8EREH
PrHERF 10 g A B 51 20pg T A B0 B4
(CHO) Z BT RFEW, W% 352 m i O B A% 4%
RRR 713y, dAIFEHESE 12 h WSt
1 #F HBIG, 1 MAJRHEESEE 2 4 HBIC, R
FERFFR LR 15 10 pg EAB I 20ug CHO
CRIFF SRRV, R 1A 6 N 4R 2 ISR
3EH BT RER (K 10 pg E A B3 20pg
CHO ZFRUFF RWHHB, JGHEAWMETE HfE, HH
RPREFRE, HAELERAE 12 h WHES HBIG
MR FFRBEWIG, T #% HBsAg M MR A
?L[Z’S](M)D

%t HBsAg BAPEER BRI # £ LT F Spg EHEE
B 10ug CHO Z RUBF R E 8 S, X3 48 JLAT
KEMIAFREGHIILER ST, AER
Spg EA BN 10ug CHO Z AT R H ; WA
B AP 20ng B A B 5 20ug CHO 2 RIFF 295
i, NGB REAR T B B, O Y
FRRIBAIENR, W 3 H BT ERUEE A R
34, HFE 2 WEM 3 LB RERF 121
F R 103 = 5T -HBs,

B LA R S A DU LA B R P RBCR
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—MELARE 24, B, ~BABAFEMH
FTHU-HBs MW B I3 S e, fE0 5 £E R AT HEAT
Hi-HBs ¥illl, WMH-HBs< 10 mIU/mL, 745 T g
"R (I,
(=) fBHREmp

KO RL2EN (BREHRIMER), XF
FLasml, NESEITFBANKET, ESARN

1 RS B R R P AR BT B RN, FE AR

B, PR R iR, R TEE, P IR
EREEE, RETIETHEL, &K, BH. F
RF % ARG HEE, FRMATE, A
AP FBEN G, #ITERNERT, &
PEREIE N HBsAg FAEE , NEM BT RER,;
XNAEEZMEHEENEHEE, NREM,
B 2%, % HBsAg PFHMEM 2210 Jr bk 4 2 B
R, FE SRR, iR B, R
B EIIBRETEMANS,

(=) B2 HBV EH ™

fE B AME AL HBY B F B M AARS , Al
R LUTF ik Ab

1. MiEZAEM RS B W HBsAg, #i-HBs.
ALT %, HE3I M6 MTHANESE,

2. ESh MM s R WEEMISZEFRE
#, HERBi-HBs =10 mIU/mL &, A R#ITRIR
ahF, MAREMSZBFREY, SEBENHTZR
R FEW, {BH-HBs <10 mIU/mL BHi-HBs KFEA
T, BLaz B S HBIG 200~400 TU, [ A 7E AN A
RO | S 2B (20ug), T1M61MA
RS AIERRSE 2 R 3 B ZAF RIET (K 20ug).
(M) *BEMEHENER

HREFAREH SUEREEZTITFREE
B, DR N R EG YR BIIRE, KAt
B LR R R (CDC) R, FFRE R
AMZ R RBBEZ BT R, B BE R E
I R B A % D) B2 fik & 47 117 HBsAg. $i-HBc
FH-HBs A, HXWHPHHEE (%3 Witk
WA E ) BFCRIFT R,
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XA CRFR A, R H R
ERBEBCRAEZIRIT, BE AL M BT RN
B (ks #HRE, FABW, MR &
B, BMAGL D ERSKSE) MTEES, LR
JOF SIS X LTS e W i T T AL B

XT84 HBV #5 F K HRsAg W & (LA
(TRFEY “F, WGIRZW), BRAREMR I A M E &K
B R ERRRB, (R ERE) 4, AIREE
. ¥IMIAE, HEMRFEV,

CHRFFRBEMBETE O ERESK, FTER
P I HBV DNA KF, T 5 I i ALT, AST
BB EAKFELRK, W RAFREBEMEH &R
VIRA (M) = | —. BEMEY,
iR )7 3774}

BLBFRE HBsAg FRE ST 6 A, W
HBsAg #1 () HBV DNA 34 FR¥EH | T2 Wik
84 HBV /&%, RIE HBV BRPFHIMER ., KE
¥ EAFRB R IGR RSB RESR, E
18 ¥ HBV B4 .

(—) Btz A%

1. HBeAg MR Z BT & I 15 HBsAg.
HBV DNA #1 HBeAg FHYE, $T-HBe BT, MME ALT
REBRETE, RFHAERERFRBAE,

2. HBeAg FAHEB M Z BIFF & 1l 7% HBsAg
HBV DNA [H{E, HBeAg Fe&Fit:, Hi-HBe PHIEZ
BAtE, mif ALT HREHRERE, SFHAERE
HIFRIAE

HRYE 2 A5 S0 B R H At G R R 4 B R A 45 2R
EARFAUBYE R R A R P E
MERE (W 2000 4 (RFHEFRBIRTEY)D)
() ZHEIFR TR

LAV R EHELBFREENER,
AR RH R kB R BN, P
O[] B L 2% 7 BEAE R LR B,

1 AREEBATEE  — & Child-Pugh A %, 7T
HREZS, BHRWORSE KR, ALT 1 AST 7]
S, HMTWH B RRRRERI, TAT#EK
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B RAE, GNARTIRE TS R R TR R 3K
B B R bk kB il | TC MK A4 i
W,

2. RANEMIFEE  — BB Child-Pugh B, C
%%, BEFEEEE RGN RBR L W, TN
. KSR R, £AWBHTFDRERNAE,
1M ¥ F & B <35g/L, BHLE >35umol/L, ALT Al
AST RRIBEF &, BEEEESIE (PTA) <60%

IRATBIR 2000 F (REBHIFRBATE) KR
A R AR A A PSR P 4 A T 3l e Ak
(=) Bk

1. 18 HBV ¥ # 1§ HBsAg A HBV
DNA Mk, HBeAg Bifii-HBe PR, {H 1 P ZELE
BEiH 3 LA b, IMTE ALT #l AST B4 IEH M,
FHBRFERE—-RLTHERE, Xl HBV DNA
MY Dizh R HMAFFRRE, DEE—SHE
AT HRIIAIT

2. JEIEZ T HBsAg #HE 175 HBsAg Tk,
HBeAg Bt . #i-HBe PHMESHAME, HBV DNA Kl
AE| (PCR ) sk FREACKM, 1 FNESM
W3I3WMUE, ALTHEERTEE, FAA¥KRER
7. Knodell FFRTESTEEL ( HAL) <4 SUHABAYE
BRI RGN ERM,

(M) BRIEMEE I Z BIFR

I 3% HBsAg BtE, (HILER () FHHAH
HBV DNA P, JFAREZBFRNIGRER,
] PEAT I 75 Bi-HBs, HI-HBe M () #-HBe
B, B4 209K B 18 b 2 BT R B FR HBV
DNA PH#ESN, HA HBV M4 £ h AN, 2
Wi HE R T R R ER R RRITH G,
N, ERERE
(—) EfhFiE

1. ALT #1 AST I i& ALT FI AST 7K-F— ]
RBEFF A BR R, RAFH,

2. MO R E% MEEL KT S FHERE
BEAX, B S5 WAMASMET R 58
gERABEY, FERAZMFEELRTRR, 2
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TS, SR LA FEEHE LR (TLY),
H =10xULN; tal B BAHLT % 5 ALT A1 AST 705
L,

3, %I EG IR AT (PT) & PTA PT 2 BLAFIE
BN A R BE M EE AR, PTA 2 PTWEH
HH R F R Ek, TR R kR K BUS B BOR
8, 4R PTA HATHREF 409% L0 T HIFEE K
BEEUHREZ—, QLeERRBEAR, I°E
FREBRAREM L (INR) RRR TG E
INR EHFA S PTA I T FBEA FHEE X,

4. IBFREERS  TTRBUFAES RINEE, X TR
HREMBRNTRERESENE,

5. MEAEN RS BIIRE, BHELE
JF 46 . BFREAL N 2608 (R M LT A& T MBI
BEATHE, RHNMEAEA/RE A LERE,

6. HIEER (AFP) W EBFEERERSR HCC,
AT HI HCC WA A, AFP AR E it K&
T 40 B R3S B0 BT 40 B T4, VT RBR BY T AT
G, BN ER AFP FHRAMEED | FREERTE] | BB
B HS ALT, ASTHIXER, HEERENIRKE
A B BEMRERELERHETES T,

(=) HBV M55k

HBV Ifl i % #% & 2 #& HBsAg. i -HBs.
HBeAg. #i-HBe. $ii-HBc #4i-HBc Ig M, BRI
KM REEE (EIA) . M &REE (RIA), BRT
R s (MEIA) B2 RAEESRI, HBsAg
PN HBV B YL $i-HBs MR HEHIA, HH
teFRRA HBV A RS, WFCRAFRER X &
FZ TR H ; HBsAg F ML -HBs ¥ FH,
FR A HBsAg Il 7% *F ¥ 3 ; HBeAg FHPETT/E 8 HBV
EHAE MR AR, Pl-HBe R RS HBV B
HKTE (AR C XEZEEGIS); HBeAg ¥ A
M#i-HBe ¥ FH, TRA HBeAg M IE 4 H; Hi-HBc
IgM PR HBV E#, £ 0T 2 BT R 20458
#i-HBc M ik £ E R P -HBc IgG, R B @R
HBV, KitRERERIER, Wik mt,

HNTMAXLHBY 5T EFRWHE (HDV) [



AP E &Y, WlE HDAg, $i-HDV, $i-HDV
IgM Al HDV RNA.,
(=) HBV DNA, ZFE 27K

1. HBV DNA W FE RN e & H
HHEAF, FEATEYE HBV BRM2H .
i HBV DNA RHAKFR MM, URIURTITR,

2. HRV EAEME HHROFEA. (1) EEE
RYESIH PCR %, (2) BHEIHERFEKEZSHES
Wik (RFLP); (3) ZRMBE R M3 (INNO-
LiPA); (4) PCR MEAMRERA I RIEE; (5)
EHEFFIMEES, HHWENMETZERE Y
WISEE )R (SFDA) IFEXH AR HBV EE 4 &
R &,

3. HBV M58 bpAail] = %m0 EH .
(1) HBV REBMXERFFI T, (2) Rl
BEREZSHELNE (RFILP); (3) %INLEH PCR
% (4) BUEERIELES,
£, BEFELH

APRATAE, RHEE . MAEHEAT BB, BT IIEN
WEEH (CT) MEHESE (MR FKE, #
B R B H LSS W S v 7 R
2B U R B & BRFFRE 9 5 A MR AR I HCC %,
N, TRE IS

BRI RYFALRERRAL. BEN
CEXRE, BIHMRENRFENREEKR, >
BRHRMEMEEMI,; RIEBHEREFIRICE
Xy K, HAmFARIRATFR (intedface
hepatitis), X FR#EJBFEIRIE (piecemeal necrosis) ,
T8 DX ARE S H R T T A N8 S B AT R 15 3
Bt R REE MR AR , /Dt N AR B4 | IRBE
AERA MRS, RREMEMH &
B, FPAMRAERIE, L8 X BRI R A5
FF AR BE LR, JFEF i fb A A mRIE R,
H—EinE, LR/ ERER, BB/
It B R PR AL,

GogE b2 A I AT R R4 B o A T HB-
sAg 1 HBcAg ik, HBsAg MUK 3R {8 BIAIJ AL |
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AR HBcAg M3 20 JE A % 5 8 7R HBV & HiliE
BR; HBsAg 0 1R A 2 A0 A5 U & HBeAg B R 3E
DU 42 7 FF 4 B P AETE HBY

1t Z R RATH B RIERTEH 2R (G), &F
BB (S), TSR 2000 F (REEH
RBGIEHEY?, BETEPREF A Knodell HAI ¥4+
R4, 7] R A Ishak. Scheuer F1 Chevallier % i'F
SERESCEERITAFE, THRIFRERERFT ML
BRI RGEMN YT,

JL, WIT R ER iR

BHELRFRGTHARBERE. BARE
KEADHISH B HBY, 4 AT 40 M R AE SR P8 S 4F
Hefl, FESEFNPE BRI R, W A B Ik A AR,
i, FFREAL, HCC REIFFRAEM K4, WTTREAE
1 0 B A A A B ]

B LEFRET TEAEPRSE ., RER
. FRBRI, FiAgmstiEnyy, Ko ﬁﬁ
R R, RERENMIE, HAMRG, B
TR HURTRIRIT
T BURFIBIT I — MR IE S IE P

—ME R IEAFE . (1) HBV DNA =10° # 01/
mL (HBeAg FHHEE B =10 # Wml); (2) ALT=
2xULN; MM T#HERIY, ALT B <I10xULN, I
BB K FRE<2xULN; (3) 41 ALT <2 xULN, {H
HFHA % BIR Knodell HAL =4, 362 RIEHI .

Eﬁ(U#ﬁ(%iﬁ@)%*%fﬁﬁ?
WREIRIT; EAB ERBIFRER, 355 15
xk,m%ﬁHmumAm&,EMJEm,um
ERERIUREIRY (D),

RV ZS Y, TR A H b IR BT SR
ALT Ft55, R HERR B o R BEZ5 ¥ /5 ALT B Ak
EH, SRR G mArREfL, L AST KTVAI &
T ALT, X IEFEETSE AST KF,

T PURBIRIT LA

WITMEAEZTANE, AEMAEFE,
() BTN

1. R#EF

Ji% (virological response) 4 IfiL ¥



v B4a# E2m

HBV DNA £ A% (PCR %) S8 TR M TR,
WEELTH=2 logioo

2. M¥E2R% (serological response ) 15 I &
HBeAg ¥ [T HBeAg Il 15 % ¥ 158 HBsAg ¥ A 5L
HBsAg IfiL 75 %4,

3. HbF 0% (biochemical response )
ALT Fl ASTHRE TF#

4, HEFRE (histological response) I8 FFIE
AL FREFRARFEUBRERELTE —NE
H,

(=) B el P R

1. W MR s BN (initial or early response)
19T 12 AR R RIE

2. IRIT & WA ML & (end —of —treatment re-
sponse) TRYTEESRETRIE

3. AR (sustained response) AITEH G
BEi 6 A 12 A UL, IFRSEREARE, REL,

4, RN (maintained response ) TR E
TGIT R R BN HBV DNA Bl R 3] (PCR %)
KTRMTEE, & ALTIEH,

5. X # (breakthrough) SF THIHRZE, B
EREBURITWER T, HBV DNA KFPEH A,
o E G R, ATASRE ALT H&E, B
it 6 ALT A1 AST E ¥ )5, TERTE BRI IER
THEAS, ENHREEARETIRB ALT A
AST F# &,

6. ER (relapse) KB T ¥RITH RHEALE
HfFZ5 /5 HBV DNA E#HFH R s P 5%, A irHE
ALT Rl AST TS5 B EF 5, HRIHEBR R H Atk
HEBIEM ALT #1 AST FHE
(=) BKAENI% (combined response)

1. BN (complete response, CR) HBeAg
PR AT REE, WITHE ALTKEIER,
HBV DNA A% (PCR ¥ ) 1 HBeAg Il & 25
#:; HBeAg FATEE M ZBAFREH, JRITR ALT
#E L%, HBV DNA Bl RE] (PCR ),

2. #4IRI% (partial response, PR) 4t T5E2

CRIIRE]
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D& L OB Z 8], N HBeAg FH AR ¥ 2 B JIF %
BE, VBT ALTIKE IEH , HBV DNA <10° #
D /mL, H7C HReAg M I #5#,

3. L% (non- response, NR)
N,
T, THERRT

LERSMEN, HBeAg AR XL EHETHE
o %38 IFN-a 3897 4~6 N H G, WBITAMKIRTTH
HBV DNA ¥ A% (&) o518 37%M 17%,
HBeAg ¥ FH 253 5 K 33971 12% , HBsAg 5% %
3R A 7.8%F0 1.8%, FIr RS FELIWE ALT KV
FAFA R 2R TR R IEMAHX®I( 1), X HBeAg
FAPE R R 4 WREDLY IR Te R W, A ¥7 45 s B
BFEH 38%~90%, [BIFARERENHA 10%~47%
(P8 24%) =4 1), AAME, Ll [FN-a if
JTIFRZED | FARKRBRERITR =), &
i IFN-a (SMU R THES, 8H 1K) BirEks
BFREE, HhHosRETHAALT AR, 28
BEEZHATE, AR RITEL SR
EiF, R R AR RERRN<1% (1),

B2 P oL BIERXE R, ARZ
ZEATHE a—2a (PeglFN-a2a) (Mr=40x10°)
AT HBeAg FIPEMRMEZ BT R (87% KM A )
48 B HRETT 24 Fl, HBeAg ML ¥ E N
3291641, HReAg FItEBE (60% A LW AN) HRIT
48 /5 BT 24 A1, HBV DNA <2x10* # Il/mL 9 &
EH 439%™, Favh 48 RS K 42% . WK H X — T
I#ERMTREA, BA 1K PeglFN-a2a (Mr=
40x10°) 1897 24 i, BB 24 B B9 HBeAg L7 %
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