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e SR R TR 2 WA YT,
AR S 2% 25 I 2 00 43 B0 2 3 25 T-20054F
HAENAREZGNIT CBYECIT R 6T
FY) Mo JESEEN, AN KR LA 5 3
BRI R T AR R gE g, by e AT T 1% 4R e
HEAT SR

AR E 5 A B A ARG I £ B K27
TR AR PO & B SR, (RS 2 s P AR
WA W] BB B G I S B A2 TP T
). PRI, IR A AR O 3 — R i, AR
Foor T R RASNR W S AR IR R UE SR - N G
H H AR AR b, MR H A Bk
BV I R 28 56 A0 R R IR B 7 B, o e 4 T
GEINIZIT T 5o FRATVR AR5 [H 3 S A7 DG 3k e
T, RS AR P AT AN W S R 56 3
1

CIRTF 495 (hepatitis B virus, HBV) J&
W& IHDNAYW 13 £} (hepadnaviridae) , FERIZLKZY
3.2 kb, A AEEIIRDNA . HBVIFHHL 1%
i, (H65°C 10N &3 1073 BhEl i R 28 <3 ]
KIGHBV. HHE ke 8. W5 S AR
XTHB VAR A B 1R K5 3R

HBVEZ N4 )5, 8 0 WEE R IRHBV
DNA7E 40 it #% A LA 6 i DN A g A5 S K 1 % LA
&AM ESE T BRI, T RS0 A PR IRDNA
(cccDNA) ; #RJ5 LlcccDNA MM, #5651
FEA R B I mRNA, - 73 5l 4 0 Fi L 2L RN A
HTIHBV IS FI PR o cccDNAEZERIR K, R
AR P B

HBV ORI A~T 9N FE RIS 3 5 3R 5 LA
CHUMBAL g . HBVEE A 555 B RE AT T 3=
(IFN) adfI7 R RAT 9. 15 CHE TR e A L,

2011 3 1

2010

BIE PR R G 1 L T el (hepatitis
B e antigen, HBeAg) IMiF 5, BN
PERF 96« FFAIAL AN UK PR AR 41 e (HCC) 7
HBeAgPH M B E KNG 7 NV 2K, BAEERIA &
TCHEAY,  AFE R T DI R A

2

HBV/E Y 2 R RAT, (HA R X HB VI
YL RRAT R 22 AR K. et B AR SUIRIE,
IRLA20Z N K G HBY, Horh3. 542 A kg bk
HBVEYLE, FHELI 1007 ASETHBVIEGT L
(T REss . AL RTHCC! 1,

20064F 4[5 £ B JH 98 AT 6 2 I i 45 L R
W, FE1~59% — B N L 2 4K 1 5
(HBV surface antigen, HBsAg) #5474 47.18%,
5% LLF LM HBsA g i KA 0.96%!" 1,
P bR, JRE AT 12 MEHB VG 219300 1
N, gk 2R % i 25200007 6117,

HBV & I AL G5, FE&Mm CaAi
AN ) BRI RN TR
i 53 STl A (FTHBs A g i 7, 28 1. B8 i v o)
SR THBVIE Y U D R s SRR 1) B Ik R
A 7% B o AT AR ™R B P B T A B
NIRRT R, A2 R i v 4t
B A A, . JHHHA. EEA
CTAE IR AN e TR0 ) A0 2F Rl &5 Ak m]
3% (I o BEBAERE EER AR, £2Hh
15 43 e B 42 fisk LBV BH 44 R 23 19 I 980 R0 440 A% 46
(1), B ORI RS SR & e Bk
B (HBIG) (R, RFEMERE TR Ak,
YHHBVIHYEE KA TR 1 vE ik, Rl e f 2
AMEREAR S, HRBHBVIGERTER S (1) .

HBV A2 PSR AT A 4%, DR H 3 2
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S TAEEAG A, WR— A= TAE CaFEIL
MTFENAE AR « BT 9. HE—15m
fr TR T R AR R R 45 I L A e (1
filr, —BERSAEYLHBY . FAT I 24 RS2 B F 5T AR
RKIMHBVAEZWR M R (i, 5Ll AR50,
3

HB VB e B 1) 4 0 A2 5 Wi 08 P A0 1) e 2 22
PIZR o A5 7 AT 4y LN S Qs HBV #5 o,
3N 90%M25% ~30% 4 K JE it Pk I gL, 1
558 DL R H AU AT 5% ~ 10% 5 J& Ay 18 1 Jak e 20
(1) o BY)LWHBVIEGM AR — BT AR
Mk 2y A, RIS 2 0T A s B O
FEVE BB CHE) IR TG S Y. G i
Z W, HAF 52 S HBsAgMHBeAgkH Y, HBV
DNAZ &5 CHH >2X10° TU/ml, #1104
N/mD , (RIS NARZIEE B (ALT) K
IEH, TP T0 M 5 O T 4R B S 2 2
FAER B R IR AE . AN AT RS I AT 4
TR . eReil BRI RO IMEHBY DNAH
f£>2000 TU/ml (A4 F10*% D1/mD , 45 ALT
Rz el A BT, AL 2 v O™ T g8 MR
B A v PR i, 4 R AT R R T
WAL A 608 . ARAEBhEE (AF) SHH: R
JHBeAgB . Hi-HBelH !, HBV DNAFFELK T
BARKIMBR . ALT/K V- IEH, FF41Z8% 00 98 0E 5%
I IR B RNE s X SEHB VG 3545 o g3 425 1 1 &5
Fo KB4 U B 2 Rk A R A FITHC C 1A ARG K
Kb, fE—LEEF 4 HBYV DNARL AR 2,
H K PEHBsAgIILIE 5 e He  1% ~3%/4F . P
B o AT AR B T A T e B LK B
IR R A, 28K HBeAg 1. $ii-HBe
BHAEFR 232 i TRTCIXNT (3 CHRERIFEA R L X
JH3T (BCP) &R FHHBeAgRIAAK K T aL
AFiL], HBV DNAWEE)E R M. ALTHFZ: 8k
R, MO HBeAglI R LR £, X ik
B ATHE R AT EF it . AL . JARRE S T A
HFIHCC; A5 B ol LA &K YEHBsAgiH
K (FEEAFET-HBs) FTHBV DNA PR Sk A
B, G R Do b R T B 5 3
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HBeAglH PR CReAE TR S B PR S 42
WAABITRD)

AL HIEPHBVE W2 L 4431,
BrAE LR GEHBY, D8 (495%) 0 BRI
FRHBV, 1l 2 8 B i 2 9, SRJ5HEAN
TR BRI H T D ER EAE R K Y HBY, £
oG PEMm 52 W1, 1 E N R, AT
[ 7 il H R TEFRHBY (90%~95%) , /b4
(5%~10%) & & Ay HBeAgPH MMM Z BT 4

H & PEHBeAg Il i 27 e 4 32 2L H LT S0 5 355
BRI, fERAERLN2%~15%, HFER /N T40
% ALTTF i DL SR YL HBV L R AR RIB Y 2%
MR A Y HBe A gL 2 i 5 S 4E KA
0.5%~1.0%% "HBsAgif K™,

12 EHBV B YL 16 R AL A AR IR YR A&
Ko T it 52 10 8 G IR B0 T 41 4 A it
JE oM G 92 v Bk T R AL 1w R . R AL
MR AR SR i f R 2 IEAH G, HBV
DNA &4 7. T HBe Ag MALT LLAMBEMS Jih 37 3500 T
WAL R AE T fE R R 25 o R AR FRE A 1) vy fs TR 250
BN SIFNRF s (HCV) o T8
ZWiEE (HDV) sl ARG d s (HIV) &
YrELe oy

AERFAE AL B B b R AEHCC. BFAfAL i
HCCI4E R A H N3%~6%> . HBeAgH Al
(5{)HBV DNA >2000 [U/ml (A24F10%% J1/ml)
SEFFREAL ATHCC R A 1) 3 FE I TR 28 270, Kh
ARG R R, FRA. B, ALTK PR
JFEEFTHCC R AR fa R R 22 2, HOCK ik S
SEA G Z, (HAEFFEMEE T 50T, HBVIREE
HECHELE ([1-3) .

4

4.1 A XKEG R ORI R %
TBTHB VI B 1) 5 AT RUTT V. CBYH 98 9 1 1) 4%
Foef G 2 BB A LT, LU B4 )L, 155 L
SRS NBER E e ABE (B4 N &
fil ML B3 FEAONLA TAE N 0L . S8 H A
B GRS ) TR T
H SREAMIE . HBsAgIIME R (0 5K BE R 5L
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55 1R Pk AR B AT 22 AN A1 AR R K P B R
) o ORUN R ST R T T A HB VI
Pebr &), FEIRMBAKGEIE, A RNL
PEF G . B 19824 A BRI it £ 7Y T 4% % e % ki
B LUK I SI2 E W], 9% 02 1 A B ol i AN 7
LA

ORI R RT3, %0, 1. 6
AR, BMEMEE 1A S, RS H e
H S 2 RSB 36 BE W o WA LR LT 4 %
B EESRAE AR JG 24 /N R, R R
T A LA R R AU LR A, LR A
=AU IL S

B 2 TR IR 4% 92 T BHL B B B2 £ 1 (1) BHL 7 %
Hh87.8%5 (I1-3) o XTHBsAgPHYEREE (8 4
by NAEHAEJF 24/ AR R AFAE AR R 12
/NP JESHBIG, E Y =100 1U,  [F R AEAR
ALFEAN 10 pg HE 2 W REER20 pg I 4 il BN BESH
i (CHO) LB RFH, {E1A FIFI6A H I 4y
S FERNEE2 RN S35 ST R, T R R b
Wy BEBRAL SR G R (-3) o AR )R
127NN 9 SEVESS 1EFHBIG, 14 H G R 5 45 2%
HBIG, Jf A LEAS AL RN 1VEF 10 pg 540 7 B
8020 pg CHOL U A s v, [RI B 1F6 H 43 31
BeRp 2RS35 QAU A s B R LE AR
12/ R ST HBIGH R R W 5, Al 2%
HBsAgBHPEREE i FL" * (ID .

XTHBsAgHVERESE K8 A2 ) LT 5 pgaki10 pg
FEREER10 ng CHO LR 48 3 1 g s XhBi A JLIN
FAR B 2 BT 58 2 v 1)) LB AT AR, TR
H5 pgal10 pgEA R 10 ng CHO LT R 3
B N B EER20 pgf BFak20 g CHO LY
JFR LW o W R DN RRAR T B N2 3, N
REH BRI (160 ng) FVEF X34 iz
PP G N T M3 gL, JF T ER 23 EE 4 A
JHE 9 8 Ja 1~ 24 R I It 3% h 4i-HBs, - idlh o
N2, TR 1EF60 ng B IERE 2 TR 46 1% 7

M SR 9 9% VG AT DU N2 3 IR DR 2L
R E D arRak 12459, Mk, AT
LEVEAT Hi-HBs W I 500 5 S e o ARG & fe AN B ]

2011 3 1

HEATPI-HBs A, nPi-HBs<10 mIU/ml, AJ45 T
s G ™ UID

4.2 Wi s KT 2aedg (s
BERIEN D JF" R G B2 e 4 48 B (R A
HEFIS (standard precaution) JiI. 4547k T
FME AR G B 2 JUR0 S 5 46 2% HAR
PR R . RN B, AEATA S 20
JIFAF B . AT IEMM AT, R
JIHBsAgBI T, IR & A 5 5 W iR FH 2
BB MK BCR AL, — e
At FH 22 42 22 A TS & B M 98 R JHG A ofi 58 2 B 1k A%
FEHIG . WTHBSAgPHYER) 4250, 0 ik b = JB i 25
Rl IFGRRL RIS R, CRUESR A e, R
B R ) LR i TR

4.3 B RESUBVAE L TG LE R ML
HB VG & (ML AR S, ] 42 IR DL J7 v 4b
BLEp

(1) My 2AAT I N A7 BRI HBY DNA
HBsAg. Pi-HBs. HBeAg. #i-HBc. ALTAHIA[]
KPR BILH B (AST) , FHAE3AN AR6N A
NEA,

(2) TP G S Hr e LR
RPEM, HOMPL-HBs=10 TU/L¥E, "AHEATHE
BRAC TR . R R R R, B R
LT PETT, {HPT-HBs<10 TU/L$i-HBs/K -
ANTVE, NALHNESTHBIG 200~400 1U,  F:[A B 4E
ANFEBAL LRI VB OB 28508 (20 pg) . T1A4
HR6AN H G 43 9 B R S 2 R 28 341 LRI A 1y
(%20 pug) o
4.4 M EFFREFTHGEE Fiolih ks
18 1 LB AN, W A2 S i) >4 5 9 T )7 4 1
LR R, IR RO R I S EE R HEAT LS
HBsAg. $i-HBcHIHI-HBsH M, I %) Ho v i) b Jek
H GZ3IMREDI IV D Belh SR 5 9% 1

LT 98 588 A% A7 5 IR AL G 1k v fIG 32 2
YT HBY DNAJKS, 1fif 5 1IEALT. AST
LT BT K. K LR RT 48 5 A 4 1
U AT« BEREYT”

XS PEHBVHE AT # L HBsAg#i i & (WA
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MRS D, BRARRIRmERIME . AR
TN 5 SCRIE p BRI B TR AL, mT R T
YEFNZE 2], AR HHREAT B2 22 B U
5

WEAE A7 & 2 I 28 993 s s HBs A g BH 48 i 64>
H, BIHBsAgHl (5k) HBV DNAT, N FH %,
S WA S EHBVIE Y . RIEHBVIE G & (1 M5
o OREEE . AR RS B A R R B R
e, R TEHBVIE G
5.1 BHTAFE

(1) HBeAgM M8 M £ B % . 1Mih
HBsAg. HBeAgFH:, $i-HBef4:, HBV DNAFH
PE, ALTHREEEUR ST m, SRR A A I %
Wi

(2) HBeAgITEIEYE AT % . [MIHFHBsAg
PR, HBeAghFZ:MiM:, Pi-HBelH M B,
HBV DNAPFHPE, ALTHRFELSRR AT H, st 414]
FRIEAHREAE

AR 4 A= 4 e 2 3 36 A HG A i R R A B A
iR, RS YE ORI TS R
JE. hEERE R,
5.2 TR EATEEAL  ZRUAT R AFREAL SRR 2
TP 5 R R 2 L, Lo 3 2 o SR kg M JHF 2T
YA A BT

(1) AR 4. — %8 Child-Pugh A
Po BT YA B I A A A T Al
) e B i 5D K v R Cln R T e ok A fr
EHIREIK TR U, s RS AL 12
Wr, (HJCEHE BRI kR it PRk s
P I 9 5 B R o

(2) RAEZEYHAE: — & Child-Pugh
B. C%. 3 O KA H KT IK ok ml 2
I P 7K A5 T A

N TR S 0 2 A T B AK 743 2k Y& B
LI TR R
5.3 dd

(1) BYEHBV#E & 2 AT H iy 2
Wi HBsAg. HBeAgfIHBV DNAFHE#E, 14N
ARt 73U LA 3 BRI ALT MIASTHE 1E 5 J5

*IEAT Sk ¢ 69

i, HHZ A T W

(2) AEiE s HEHBsAgHs w7 & IS HBsAgFH
PE. HBeAglVE. $i-HBeFHPEkHYE, HBV DNA
TR PR, 1AF NI LERE i3I A |, ALTH
FEIEH LM . JH 412528 A B /R Knodell I % 1% 5))
FHL (HAD <4BiR s HAh )8 &k R H
TETR AL o
5.4 REMRMCAEMK  IMIEHBsAgHI M, H
M (8 HF4ZFHBY DNABYE, 180
A RIIGIREK L. FRHBV DNABATESL,
AT L5 Pi-HBs $i-HBefil (50) Hi-HBcPHE,
{HZ120% [ PEAS 1 Z T RF 2 B3 I IS 24 AR )

B BINE . 2 Wil R R Al 5 B AR 5 I 5 5
e o
6

6.1 AMFied

(1) IMEALTHAST: 15 ALTHAST K-
—FRRT S AR A R R, SR

(2) MG B IMERITDREKTS
JH- 20 IR FERE BE AT %, AR 55 1 P R JHE A1 JIE 31
FUBT SRS IR T 22 T v S 0l o 3 o £ 35 i v I
A AT, BRETZ1EIERHE L
e (ULN) , #=10XULN; af I %5
ALTHIAST /> B L%

(3 MG EEA: RIS RIhhe, 12
ST 96« IR Ak R0 T 302 v S5 8 AT AT IS R
.

(4) B EgJEN ) (PTY Rkt it i S5 3
(PTA) : PTJ2& SWeJHFJRSE il DX 5~ B L fi f o 2
fibr, PTASEPTHE (E M R /R ik, Wi
ot SIS A RNANE, T N PTAREAT VE % 2
40% AT A s (N E S WibsitE 2 —, <20%#&
FORTUGA R o IR KA E BrbrfEAG LU (INRD
KF NI bR# , INR(E T R SPTAH T = X
GEICIR

(5) NAGRREERG: W] RBTFIEA eThfe, X T
SR N B R B U 3 K S 2 2% A1

(6) HRHE I (AFP) : AFPWIEJ|wm L%
WFHCC, A ] $&7m K & -4 AR A8 )5 1R 148
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A, MOV EAFPTH MR . SRS
ALT. ASTHIHICICHR, JFEE& i im AR R ILA
JFFJUE R 7 AR AR A A A AT SR G T
6.2 HBVA & 4w HBVILIE %5 & W05
HBsAg. $i-HBs. HBeAg. Ji-HBe. $i-HBcHI
Pi-HBc-IgM. HBsAgPH R /7"HBV/&S:; $i-HBs
ORGSR, LR RN HBV A R ), W
T IR RS B Rl ST 4% 1 #% s HBsAg
¥ Hpt-HBsH [, PR HBsA gL 27 % e ;
HBeAg#: ] H4i-HBe fH, FR A HBeAglll i 44
fie; Hi-HBe-IgMMIVESE/RHBVE S, £ W T LA
JH 2 PRI, BN AT WG 4R 28 St R A
Pi-HBc il Pk E 22 Hi-HBe-1gG, H Bt
HBV, TR eEemaahe, Mhiik 2 ATk,

N T RA CHBV 5 HDV [A] I ok 5 S gL,
Al EHDAg. $i-HDV. $i-HDV IgMFHDV
RNA.

6.3 HBV DNA. P A A Fiom)

(1) HBV DNAJE fSA&Ml: 7] s o 28 52 1l
KV, B TR EHBVIEG SN . BT E N
UE (R FE S U 797 201 4 W . HBV DNA Al
B W] ATU/m1sk$5 D/ml s, ARSI 7 ik A
[Al, 1 TUAHSF5~645 DM,

(2) HBVIE K 4> BRI 25 58 A8 RRA I 3
54 O R BLRE 5 1k 51 1) 58 A Bl 4 I
B (PCR) ¥; @MRSITEF BKEZ ST
% (RFLP) ; Q@ZMEHRE [ m 2248k (INNO-
LiPA) ; @JEPR P HIM e VL5
.

RO AR MRUEEAT R S WAR . CTHI
WIS (MRD R A, HBRFR A 5%
H 2 g e OB R IR IR e . T G
JHAEAR 5 T o 7 5 A A ) L o, eI 2
i £ A2 BHCC .

JENESRPEDN 22 (hepatic elastography) & —
FrOCEIG PER A, JLORA N BRAE R . P E S
U, et LA HE b U0 5 R T T A A R R
JFF 4T 4 Ak B AT AL DT s (B s o %
JESJRE S P TR B /N 48 DR 38 sy, HG N s i 52 I

2011 3 1

NEWTAZ  RAYESRTE KRR 2w, HAS 5 1
Bl DX AH 20 P S 4T 4E A
8

JHE 2R 2 1) IR A2 PR AL 18 1 & T 48
O AT R B L R AR R L AW TS
BT N2 o

15 11 20 B I 581 32 R ot ) A VA
DX R G B R, R IR 2 M A i 2 2 O 2
M, DO AN MR A s 2 M A i SR
RHGIRITE XY R, IR Al iR FE R 51 A
fF % (interface hepatitis) , M FRHEEFESRAE
(piecemeal necrosis) o ZNAJ UL/ 4 il AR
PE. IRAE, BAR RS PEIRZERIAT R IR IESE, B R
AN R T 2SR AR ] R BUR A IR
SRk FEUUAR, TE AT e 1R) RS o 4np AR gk — 28 T
H, AR N SR ZE AL AR N T R 2%
Ji& 2 AR, o

18 Pk 4T T 50 A 205212 W A 25 A0 4 i
¥ HHL MR K (G1~GA) 44tk
FEEEM 5030 (S1~S4) B,

©

1 PE R RAIBIT B H bR g RS
H K IHNEIHBY, 9802 T 40 i 48 1 SR B8 S T 4 4
1, GEZZA T HRACEE . S . HCC I
RAEMIRAE, W A3 R R KA S I 1)

ek QI RV TR PR . Rk
WAL PLRMGLEA . PUETLEALFAER YT, I
TP EE IR T e R, HEAEVAE, HAM
VE, N AT RS PR TEIRTT .

10 [49]

—BAE VARG (1) HBeAgfHtE#, HBV
DNAZ=10%% Tl/ml (4124120 000 TUMD) ; HBeAgl¥ItE
%, HBVDNA=10"4%Jl/ml CHI247T2000 TUMD ; (2)
ALT=2XULN; WIHIFNVGYT, ALTW.<10XULN,
Mg B HLIE N <2 XULN;  (3) ALT<2XULN,
{HATZLZ2 7R Knodell HAT=4, sk MERE=G2,
BT =82,

XFFZEHBY DNARIPE . IE8AN B FIR VG 97 Ax
e, (AU &, INNFEEL T Uk
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T

(1) XFALT K FULN HAFE#R>400 %, )y
FEuwEaTy D .

(2) XFALTHFEE IEHEHAER B K E (>40
), NEDINEY, BT INGA S A iR
FFZ1 2724 f. 7" Knodell HAT=4, % MERIE=G2,
AU =82, NRRGS THURTERIT (1D .

(3) BAMERIA I 1t e e Cln i
JERE ) 2, BUUTIHAZ A, LERYS T
PURTERIT DD .

TETF R Y67 0T HE R B 2540 A B IL A 18]
FITBUNALT T i, R HERR Y B 249 5 ALT
BN VEIE S o 5 LERe B0 451 JH 8 A 8 R P B
REEFIRTHEN R 21, HLAST/K ] 5 TALT,
B AR ASTAK AR Ky 2 b o
11 IFNa

LHECHHEEHIFNa (2a, 2bF11b) FIZE L
TETH o (2af12b) [PeglFNa (2afi12b) JH T
BITIB M O TR 4%

LRI M RR W, W IHIFNIGIT 18 ME L BT
RIEE, HBeAgllih # 4t % . HBsAgH K%,
JHREAL & A2 % . HCC R AR R T R AIFNIR T
TP A KCHBeAgl M I I R0 45 &
B, MIMIFNeT 22 /> 1R A g 3R A S 97 kY
I .

[ B 22 v a0 BE LGS BRI R U8 25 2R R,
HBeAgBH M2 1 4T R B E (87% M WM
N) , PegIFNa-2aifiJ7r 48 5, 15 2Bl vjj24 J& I}
HBeAg Il i 24 55 e %l 32%2; {52 2 B 7 48 i A
HBeAg Il i 2 55 % n] 1543% ™ EAMIF 7T 45 1
BoR, XTHBeAgFHPEM 1B QBB 6 B2, W
FPegIFNa-2bth i B fF AL FTHBY DNAHI % |
HBeA gl 27 54 e R FHBs A g 5540,

XTHBeAg HEE M 4 RUF R B E (60% K1
MAD , HPeglFNa-2aiA 7484, 152y )5 btiii24 4
IF'HBV DNA<<10*% Il/ml (#124F2000 TU/mD) [
BF4A3%, (52 S48 F N N42%; HBsAg
T R BAEAT IR 24 JE N 3%, 45 2 BE VT R34 I
N 248%™,

IEAT SR e 71

11.1 IFNSmEFXGTMEE  H RN HE
HE TR AT (D) JRITETALT K
(2) HBV DNA<2X 10%% Jl/ml (44
F4X107 TU/mD 5 (3) &Pk (4) s,
(5) AEBEBAESR,  (6) NP R IESR ALk =&,
AR R (D MBI IR ELS (8D
JCHCV. HDVEGHIVE TGy (9) HBVAEKA
Ay (100 ¥RI7 1255240, IFHBY DNAANGE
R ESS Oy o HAiRITRTALT. HBV DNAJK
SPRTHBVIERAY, & Ty ki LR £ 0,
R4 R FKW, (EPeglFNa-2aifJ7 i 2
H, E R IHBsAg/K P BHBe A g/K ¥ ¥ J7 M.
EAT A IR AR
11.2 IFN /ey mi A7 VAT T K 7
(D Esesabs, HFSALT. AST. HZLE,

B s

FIE KA DiRe: (20 MU, SRR b A
HORERZDfE:  (3) WREFbrn S, MiTHBsAg.

HBeAg. #i-HBefIHBV DNA [{JFEZ R & Bl /K
(4) W AR Rl B, AR O H RS 2 A i
K (5 HFBR A SRR (6) KAHE
ISR P R TR A 0 A B S R

WINPT A (DD ifE M R
SRS LA H, NAEL~2 BRI 1 it & 3, L
JERA AR, HEWRITEHR: () Edh
Siebr: WERALTHIASTEE, W7 IG5 & Ak
MK, L3k, LS R I oo vl 4340 A
1k (3) WEEFhe&EY: WIT R E 34 H
Kl 1XHBsAg. HBeAg. #i-HBefIHBV DNA;
(4) oAt BE3A F ALK FARIR D BE L i p A
PR FEEFRRR . WA 1AL O A7 78 TR IR 2 e 5+
W E O EORE PR A, N6 2 A ) IR R D e
JE BB R, ARG TR IRIFNYR YT, [N BV
AR & HR I DD e A MURE K5 (5D g TP AN
FEACRAS 0 H L] S A0S IE AT 5 o3 {8 1) ) A
&, NALHMSE TR IR
11.3  IFN#) R RR L B 4k ze Y

(1D GBFEREMRE: R R, 2l 3k
i WA A Z )45, AIAERE T S IFNa, B¢
FEE S TFN Y [R] B A FH A VBRI 2
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(2) —id A A g s D BN A1
ML ZHM CrrRign D AL ROR > . b k4
AL HE0=<0.75 X 10°LAN (50 1fi1/MR<50X 10”/L,
N FERIFNoAf & 1~2 a4 A, Wtka, NWIZH
WA RN AL T4 =<0.5 X 10°/LA!
(B M/MR<30X 107, JNAEZy, Stk
R A, T HDRAH R AR IS 1 (G-CSP)
BOREA I B A AR Y5 R T (GM-CSE) 1897
dib

(3) FEMpsed . WRINMAL, A, &
JE A B ARG e IR o WP A, N AN
15 FIFNa, 05223 A ph 20 RS PR il — 20 12
P

(4) AGpErbim. —SEEFTHIA
Ghuk, AU B I RUR I CHOIR R
DRe OB ERTCHE) « BEIRI . ML AR . BLE
Wi~ EIRE 28R T R AR Ge 1 2L BEAR G 45
B, NIEH R E RIS 2T, mE
B INAT 2

(5) JoAh /> DL AN R NG 4 VBT 46 57
CIETPEYS 2« BOSRGIEF S 5D |
O ML FEIRE GOV i 0P 0 JU 9 A0 UL
WD R AR W T B R 5P i 58
&, NAFIEIFNIRYT
11.4 IFN& 7692 B4E  IFNIRIT 04X 28 Sk
BFG: WEUR RS RE S (W EAARAE ) « A RE
P2 T DR A TR IR P N B B R R T
18 G B . A4 . AR
L IEA o

IFNIAYT IOAH A 28 S E L ds . FARAR .
PORSST « B ISE BEAEAIARAE s, AR 4RI R
Wi L, JAYTET TR T A <1.0 X 10°/L A
(E IM/MGTHE<50X 10°L, SAHLTZE>51 pmol/L
CRAECARHZIRLT 2o D o
12
12.1 &% (B) £%4  HarC N TIRKKHT
HBVIZH (1) RGP 5kh, KEC s,

(1) Pk R (lamivudine) : [E N AMHEHL
X BRI RIS 45 AR W], 4 H 1 B k100 mghik
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g Al W] B ANHEIHBY DNAZKF; HBeAglflLiE 2%
AR BB YT I KB =, 19T 1R, 248, 3
EL AERISEER I 16% 17%. 23%. 28%Fl
35% s VI ATALT/K P s, L HBeAglf 5%
B R R O RIS I RIS 45 R, 18
Pk 2T 58 A1 W) 0 JH- 2T AL R S0 -4 £ 4
PR R IRTT 3 A Rk e . AR D e

R HCCI R A T RAEE TR Ak B 2
PR I0IT JE AR T I RE, KA,
EAMAFRE R IR, PR EIRIT LN T A
RIVTT RS AL, A bE ™ ™, I
PRWIF S, 5 7 AR AL AR I AT 7 28R 22 A kT

PR R AR RN R AR, aERplw
R . BEIGYT IR A, 03 25 1 24 58 A% 1) R AR 48
WE R, 26E. 34E. 400N 14%. 38%-
49%. 66%) 1777,

(2) Pfiss=HE Cadefovir dipivoxil) : [HH
HMBENLAUE IR RS 25 5% B, HBeAgPHPESME £
RUHF 98 R 11 I ] A 13 15 o] BH A2 I HB YV DNA
SHTS L RBEALTE R . SCGE T4 % IR AT
ALY, XTHBeAgBH Mk & H 87 14E. 24F.
34EI), HBV DNA<<10004% Ul /ml# 73 ) h28%.
45%-+ 56%, HBeAgIlL i 2% i 6 K 43 51 1 12%-
29%- 43%, 2555 5 H0% 1.6% 3.1%",
XTHBeAgBH M £ #1697 5%, HBV DNA<10004%
T/l R 67% ALTE T 469%; JRIT 47 FISH:
I, A AT 98 P PR FE R 2 A0 R 5 50t 3 0 il A
83%M173%; VAT S IN A8 1H) SRR 24 2L PR 58 A%
RAEFA29% JRTE N 25 R EF20% I R
RER TN %; BT = F3%

(IEEE AR S L) S A/ SN 0 B R VA N/ NAEA 1)
2y B R AT AN HIHBY DNA . ik
ALTHEH, HIBEr FH 2538 06 B A =5 B f i 24 & 26
SRR, Z I A R R, R AR R E
i 245 (1) XA ST RT S AR SR JF A A, s, R ) il
iR T RS O SR G

(3) B#F4 (entecavir) : —HiFENLN G
X B ARG 45 SRR W], X HBeAgBIER T2
RIFREE, BERHIRIT48IMHBV DNA K [F
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230045 D/mILL N #H N67% ALTE i #H H68%-
A RFN R 2008 5 N T2%, ST hok e
TBIT ;s AP HBe AgIin i 2% 5 W R AL (21%
FI18%)> PY. X FHBeAgBl i, BHEEHA
JT 48 JH IFHBV DNA K [ 2 PCRAT M K ¥ LA K %%
H90% . ALTE H K AT8% FFALEME RN
70%°%,

KIBEUAT LSRR, WA BYR AN E A,
ARERATT T ERRER R I FESEHBY DNASIHIRCR™., H
AT R wor, B H 1K FR0.01 mg. 0.10 mg
%0.50 mgBF- KA IRIT 24 5 K 1671 i, dk4:
MRFA0.50 mg, JAI7 BI3MER, Rk BB 25 %
H}3.3%, HA—FFHHIRHO0.50 mg 34 &R
BN 255 4 1.7% . BT b HEoR, kR
BT RGBS 8 H1.0 mg R gl
HBV DNA. SGEAED AR, ARS7 8URWG ¥
BRA, L B 2 S R AR I B P FRIE
I IR 45 J 5 L s SEAARE *7,

(4) B RsE (telbivudine) : — I 4 112
AR L IG R 25 K Y], HBeAglI Pk
BFIRITS2 N, B R EL4IHBY DNA R 2
PCRIEAT MK F-LL T4 2160.0%, ALTS & %N
77.2%, (25 RAEFRN5.0%, FFAIRHNEFN
64.7%, I TROKISERITA, (A HBeAgliLi
SRR (22.5%) G AL HBeAgl 1 %
WITS2FN, HHBV DNA#IHIA . ALTE W %
i 245 % A AN ROoR R e 1P s VaI724F R,
HBAMAIT . (BRHBeAgil 2k J ML 2 e 45 R A1)
FIN 25 2 A= 5 IR Pk R AP E £
Lol RIR I 25 R A KW, HHUm #5395 PRI 25 K&
AR LTk e [ AN PR ATE 9 45 SR 4
N, FELEHBV DNA<10°# Il/ml X ALT =2 X ULN
[JHBeAglH I 4, BHBV DNA<<10"#% Ul/mlff]
HBeAgWIPEE, 28 bR e iR 7 24 I ik 2|
HBV DNA <300%#% Jl/ml, VAJ7 B 14E M 24 I 47 3
TP RI7 SSOR ARG i 24 A 2o 192

B LR E I B ARAN R R AR B RRK R e
FUEL, BT 52 IRN04 J8 I & A2 3~ A0 LR % g
(CK) FFHE 43 h7.5%H112.9%, Tt hk ok

*IEAT SRk e 73

SEALIN3.1%A14.1%% >,

(5) Bkt +H B (tenofovir disoproxil
fumarate) : VA5 G- B 24 5 1R 45 A AHALL,
HEFEEECN, 097 AR R H300 mg. A7
FRE b A A AE T

75— BB RUE 0 B RIS, 5 v A
i o] ke 5 P A T 48 JE N, HBeAgBH MEAE M 2.8
i ¢ B # HBV DNA <<400%% U1/m1# 4351 76 % 1
13%, ALTHEH %535 4 68%F154%; HBeAglHPE
ek 2T 48 /5 16 7 48 I, HBV DNA <<4004%
DU/mI#E 53 5 93%F163%; 15745 H TR SLA il
HBVIEAE AL TP A4 R, HoR RIS &4
P A S 255 AN RSl N B i AR T R
J735EN, 72%MHBeAgPH 4 5 % F187% (1) HBeAg
B H 5 I HBV DNA <4003 U /ml, JRA &I,
i 2578 S0,

12,2 #Z3 (BR) K#HMi677 694 X194

(1) VAT AT DCHR bR IL AT I . QML
febr: TEAALT. AST. [HZEM A E A5,
Q@ EF bR &Y FZAHBYV DNAFIHBeAg.
fii-HBe; QMR 15w 4L, Al s AL, i L
B RICK S o WA A AVF, Y0700 G B i AT I 28
REATRAY iR 8

(2) ¥R R A TR bR SR . D)
2Efabs: IT IR GBS T LR, IES3 IR,
J B 1 G TR 1R @i B2 br i)«
T HE U FHBV DNAMIHBeAg. $i-HBe, —fAIT
THRJE1~3A ARk, PR3 ~64~ H kil
s MG 7 2, T WA I R, i i AL
BFACK A4 bR o

(3) M7 AR YT AL E R
W], BREEZR DRI ZE AN, IR B0 RE A N2 1 G R]
T ICA T RORNifR 2 % A 50 10, [ A kR
H T (B RAWinIT 18V BT 9 1 e
BIRETO, BRI a7 L 0T 2 8 1 T L
HHLEMHEHBY DNAME 25 K245 TRk iay7 . H
e, B 2 d WU R ) A5RN  Bhr 0 TT B
AIAE . TH, XFNEANRSHE, R
TRYT SRS T VE AT R, 1 AE R I PR A 7k
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a1

() PP BF VI ONE 8 AFE
2. . R ARHAYEAITIES
DL, BRI O T RBE AT 2T RE T B0
P E R TN

(5) UL T WA RN 1) T 7 i Ak B
A () RAW DAk AR 2 0 R aF, (A
e RN AR D L 5 L AN RN [ R
A, B IhEEAA . WK BREUNER . FLIRIR
HEEsE, NI IGHE . EBUAYT BT A1 ) AH G
i 5, AR R . AT R B ILE . CK
BCFL IR i S0 0 T, A I PR SR R G 4
G ULAR 25 . IRV ULIE S SRR 0 B
YIS, — B2 IREAE . LR BEEUNL
VAR LR R P R A, R I A 2 s S At 2
Y, I TR AH R R YT T Tl
13

e P15 IR IT A B U IR IT I8 M S BT
FIFB, H H AT v s Z 97 80 D)6 L B R
SR T e TR TR ool T B SR AA A S A 4
EDNRE, X TAPUREENE, HA BRI 52 5A
JEHSZIPNEUZ T () KAWayr i, W
G4, Al MR Lal 1.6 mg, BERE2K, R
u T EReAN AU Y CI-3) o R Kol A
A HTHBV 2449 1K) 7 250 5 KA A BTG R A BIE
FLIIE o
14

S 2 AR 96 T 12k 2 BT R AE B [ N
JZ, T s I AR R R Th e dR AR A — 2 AL
R, AHM TR AT RS B R FE AR BE R LGS
FRIG AR ATE 7 R0 E HL U 1R
15
15.1 R /HHBVIE A & A= dF & sy A HBsAgdf 4 &

T HEHBVE Y & B I AT PR R (AN
3~6N HHTEML . iEse. AFPHRIEAL A4S
i, FHFEAPUREIRITENIE, v HTFNos i
(1) K25Wia)7 (I1-2) o WHER>40%, F55)
PP HCCH L&, BFALT IE W sl
Fhimr, HomZE T AL 23 A A DL e HL R A
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T EYUREIRIT .

L35 B PEHBs A g #5417 # — AN 77 DU 2830
57, N6 HEHT 1R AWM. HBV DNA,
AFP S 75 AR A
15.2 HBeAglabtiit LA X &%

(1) EMIFNa: 3~5 MU, & E37ukEH
VR, B RS, —BorfhetH (1) o Wf
W%, B I AN n] KT R A AR i E KB
CITY o AR F8 7 1) N5 RS 52 135 00 365 22 1 4
Il RIT R WiayT 6N UG4S, nl ooH Blibe
G ALY TEL ) .

(2) PeglFNo-2a: 180 pg, B, % FiE
U, TRV (1) o BRFERYT R e AR e
(100 V25 R T 52 M 5 DR 3R A T I

(3) PeglFNa-2b: 1.0~1.5 pg/kglk)iif,
FNR, B RVES, JPREE (1) o HARRIEAYY
T PR R0 1 I A i 52 1 55 DN B A T I 4

(4) FrkJsE: 100 mg, BEH IR 7
L FIHBV DNAMC T4 M. ALTH W . HBeAg
M3 2E F e s, LR 2140 (Bik /b2
A, BRI HD i fRFEAA . HErfiad
CUR2GEH, WHEIEY (), HEKITRE
DR

(5) PfEsEH0E: 10 mg, REH1XKEARK. J7
PRSPk E (D .

(6) B¥FEA: 0.5 mg, FEHIKOM. 7/
Al Z BRI E .

(7) B RE: 600 mg, FEH1IXKIDMR. J7
FET] 2 FBK R E o
15.3 HBeAgMAMAZM R EH HAHEEL
KFRE, ITREEEK (1) o s IFNZS o 24
RAFIRZAT (B RZMitiT

(1) Y@EIFNa: 7718 H % R HBe AgBH 118
PECRI R B, TR () .

(2) PeglFNa-2a: FJiE A% [ HBeAghH I
Wbk QR 5 B, T REDUE (1) o HARRF
SN AR AR T 52 A R S AT R

(3) BrKKsE. P, Bg-RHEmg
Fo ok sE . A 0 RIHBe A g L 18 1t 278 HF 4 it
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&, ET RN TR X FHBY DNA(K T~
B ALTIEH G, 2OMIAEEY (g 23k
2, SREIRGN HD ViR, HETES
SEIRF2AEN, WHREAS D o BTE
AR R, USRI .
15.4 RKREZHTEFXFEAES HBITIRIE
H: ARALTE BT, HBeAgPHME A HBV
DNA=10"%l/ml, HBeAgPi?E#HBV DNA=>10’
P2 0lml; 4 FHBV DNA ] Kl 2 {5 A 5 kK
SR, AR P T B B R RS, HJG A 5
ESERIE  = S de AI o iD= R T NI PR R I
FEVRIT o TRYT H AR R AE 2% BB AR T T e SR AR D
HCCI R . IR ZR KNGS, Sl vk i 24
RAERMEOZE (B KA4WiaTr, HLELbniE
WA B o

PIIFNA 3 BU Dl fie A 46 IF RAE I v fg,
AR BT . WA BB, HNN R
TFAR, AR R TR 52 1 0 32 T 3 I 21 E (196
Pl D
15.5 RRZHTARI KAARMAEL X TR
AL, HERe i HHBV DNA, At
ALTERAST AT, AR SN R & i Al L,
KB () RAWPUREEGRTT, DLes
JFF Ty e - 48 5% B /D BF R A 75 3K o DRI 5 KO
BT, Pk N 25 R A SRR (IR K2
YIRIT, AREMERIFY), —BRAEMALR, N
S in FH JE At 2 0 7R 1R RE VR T T 24 48 S %
(JR) K25 C(1-2)

IFNVRYT I S8 g, Bk, X AR
Wi JE AR e (1D .
15.6 43 (BR) X0t sh e Tk Faib o7

(1) RS PRI IE VAL : T U 48 RE
RN A DL RESE N I R CINALT IE %
HBeAgPHPERI M 231D, Rl I ee i <30
G, NEIFEPUREGYT, U AT
() KAMiBTT.

(2) HEPERZTT () KA. Wk
VF, FFURIAYT I B F o 25 4F F s AT 24 kA2
HARMI L)

FEATFiR e 75

(3) KRTHEWIT: WAIFHIVIRG . JiHhd
o R R R, IR ARG 2 (1 254
B LR TG AE X 47 AT (B K 2iW)
BAVRIT o

(4 JIT A DI, — BRI 258 s
FRAEBIT: EWKIHBY DNA, LI K HLUS
RMETCIN T BIR BRI . XTSRRI
R, — Bk H BRI A 25 5iHBV DNAJF46 T
e IS g I P B A 5 BRI S VR T, F o R SR
i 2 K AR IR ES R ™ SR e
BE-RF A 25, JRn] I Pt =5 iRk & 76
7o X TR T MR 2458, nrnbrok ke Bt
Ko BERBIAIRIT s T AN HAbAZ Y
(M) KW, IR RF. X T
(M) KW RN 2578, JRA] 2% o 5om
IENZEECGIGYT,  H N G5 LI 8 FIPegIFNEE 5
A PSP IS =2 O N E L ESY NPT

(5) JS B B2 7 BUIRYT . A ImIRITTU4s
BEIR, X (R KR L 2
Jea U M AZ T () RAWinyy, wifiEh
YR (R RGN 7. B,
N E G B 24 Y BTVR YT .

16

(1) £ e i % BIFN o s PegIFNoif 7 TG
NE IV QR R B, FHARITIRAE, WL
EHZ (B RAWinIr (1) .

(2 XA (R KPR & Rk
PRV R, IRy 2064 I I HBV
DNA | [ <2log,, TU/ml, N8 ¥697 )5 4k
gty dID .

(3D N A 2236 97 0 G 2 400 500 VA 7 110
B ORI R AR T A AR L Sl
FNATT B, MR R &rHBsAg: 47 A FHPE,
RI{#HBV DNAMIPERIALT IEH, tNAEVRIT R4
TG MR K S s Lz () K254,

STHBsAgRITE . Fi-HBePH ki, R4 T K
SO BR800 o R A R 2 R A
XTBETIR [ 40 i 5 v BE PR 1BIT I, %)
JIHBV DNAFIHBsAg, 7 H I BH 4L W) N A2 5 4190
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BTN,

TEAAEIST G B NA YT 45 15, AR
EE R A (I-1, 11-3) « OXf Tk
HBV DNA <2000 TU/mlffj 3%, {E58tb 4RI 5k
TPEINEIFATT S, NUgkERTe N D 5 @
JELRHBV DNAJK P = (>2000 IU/mD ¥ £%,
15 bR UE 5 SR DY REIE H AR I £ B I R A TR
UID « @ PR <124 A EE, L
WHPCK R E (1) sFkeE dID  @XF
T R A ) R, R Sk R R S BT
AR (D . OTF (B KAWs M JE ]
IR R, ERPEBA, N7 R EA
@IFNA E #EHIE A, Y ik .

(4) HBV. HCVE IS B H VAT s Ak
R LS E A B AL F, RS Yo
VA7 . WIHFHHBV DNA=10"% Ul/ml, MHCV
RNAWIAF], WRSEHITTHBVEG . XTHBV DNA
KV AT I SIHCV RNAZE, W26 Tl b7 &
PegIFNAIH G973 H . WHBV DNA LM
Fral Tt v, N oK I e mlRUR R T B A A
FWRVRIT o

(5) HBVHIHIV G I K G & 1697 X
TR 18 T OB R BUR R 9T AR AE I S
MR T (D o X B ALT I
(1~2XULN) W&, NY% SIS H AR S
(1I-3) .

XF TR Bk AT &R P R sk R R R TT
(HAART) M A ZEETHAART IR B &
(CDA+THR 40 g > 500/ul) , W3k H TEPTHIVIG
PERI 2P EATHIHBVIRYT, Il iPeglFN omlgfn] 4
AR

X 1 [\ N EEAT BLHBV AFTHIV G T 1)
Ho Ak oK K E N e AR R, R
B by & am B lg CI-3) o X FIEA#
AT HAART 8, ATHAART T R G Ht
HBV 244y, W] 3%k F PegI FNoumk Bl 48 45 55 ik v 7
(I1-3) o X TheKReEs 2y, B SE
A A B e AR B RV UID .

it EUCEHAART T R0, BRAEEE 43k
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FFHBeAgILif # e« FF5E e T 2% I vh T 7
ISFIR), AN R 24 7R TG A 28025 W AR T sl b W btHB V
M2 C(-3) .

(6) ZHIHRFHMH L HT K=
YECRUF 2 A BR TR, DA 2 bR
BEVATT o ARG 43 HE RS BT 4B A FE )
PBOZEETHUREERIT (DD .

HB VG S0 3208, A3 Stk Wa
P SR E P g, H2EHBV DNAW]
e, BNAERZT (B FKWhimssiayr!?
ai .

(7) SR PR IR K EHCC: )46t
Fa R IR, HCCHYIBRARINFTHBV DNAZK -
A G 2 R fa kR # 2 MY, o
THIT B IEKHCCE A AL, R, X
HBV DNAPH P I 2R HCC i sy - A%
(B KMPURTFIRIT -

(8) M MEH: W THEEZIBET AN
HBVAI IR B, WHBV DNAR K], i
TIHBEAN~3 N IS IRHRCK e, fH
FIRk100 mg: AR HIHZ: PHBIG: AJE KT
F$ 2k e g RUNFIHEHBIG 5184 H 800 1U,
D5 655800 TU A% JJ W HI800 TUY (1) , Jf
HRA HT-HBs /K V-1 B HBIG 71 & A0 ] 24 11 Bg (—F&
Fi-HBs A E e B K T-100~150 TU/L, AR J5 24
W IR T500 TU/L)  AHBRAR R 7 REAT etk — 28
e CH-1) o WFRERCKREW A, Wik
F A CHEAE B B YR T7 I 258 S Az () 2K
2y 0 SiAh, RS R AR CaniES bl
AKHTHBV DNABIE. HEME G249 WHBV AR K
), ATEREEHBIG, FUR I RK R & i 4
B ERECA TR (1D .

(9) WEURMSCIEDUALEE: BRI LBtk o
TR B, FHARITIENIE, ARAEGRHE N
IFNEUZ T () KAWiaTr, I HAERIT RN
RHCRSERS RS (1) .

TE 1 RPUIS EF 25 03097 T F v R A A g 1) 2
AR ROK IR E AR IRB 254 (FF
Pk s iR T ), fER & AR . B A
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 BEBFNRRAE RS, TR gk

\Hr B

WEGR T L SR RO A, R I R R
TG THURTEIRIT, 7R850 5 JARE . B
Fle, EE A E A R R, T RUEH]
PORFKE . Bk e inmHinsr dID .

A0 JLFEEE: XTRILLE (R =35kg)
(Rt SR BN, N Al IFN oG 7 1) i
NAIE 7 8 e At AR, R 3 ~6
MU/m’, S KFEABELRL10 MU/M® (1) o 7241
7 IR R AR b, mT e N P S R R oK
Kig (1) SpTparHmgasT".

17

HBV T 25 I T 98 2 5K B8 K T 4F 4 Ak 2 o
Joq b R () 32 L AE A . H R BIAN K R
=35 Pl INE A N OV SR =R Pl IS @ VN T A €1
ANFEFEEE RIS P DR 4 e K% 40
ARV, R R N FH T o T IUE AR Ak 2 AR b
C(I[-2, 1I-3) .

PUR NG RGBT i —isr, A
REMURPUIR BRI YT o 0T T ALTWI W T i 2 sl 2]
W RAEN A, AEPUR REVR T IR AL bR iE
Mk YT R AR 25 o AN B R R 22 Rt 28 4R
JH 2454, A S in =i 748 A DR 24 49y 1) A+ B A
M5 A RV .

18

AW RN, LIFNaslZH () K2
WIPUR BRI I, AL SR B4 nT WL AT b L 2
R A B gt . DRI, PUREEVRTT A PTAT 4L
ERIRIOE =i

2 AU LT YAk b 24 7 AL S8 A R A 5T
RN ST, A B P AT KRR
BEML XUE G RIS, I FRL T 4 212 kA 45
B, DRI AL
19

RITA WG, AeELRIT NS, F4)EYF
SENEDE2A AKIRALT. AST. I H40 %
CLED o HBVIL RSP AMHBY DNA, L
JEfE3~6AN AR IIR, ZABVI124H . B

FERT TR e 77

WG AR A, I 4 i B 1A B o

T FFEEALTIE H HHBV DNABATE®, #HiX
Z /086 HilH{THBYV DNA. ALT. AFPFIHE &
B S FALTIEH {HHBV DNARIPER, @l
34 K1 XHBV DNAMIALT, 46/ H k4T
AFPHUEF AR s BN A AL R 2 A0 A

g TE QTR 4. IFREAG R CE, R
HCCRfE B (>40% . WPk, Wl. FIaes
AECAAFPH S, NARE3~64 A K AFPAN
JEHE A AR (LB CTERMRD , BLRH R
PLHCC. X JFFAi Ak £ 0 N A 1~ 24F 1EAT 1 B A
rEk FIIEX LI, DO L B Rk
itk S L A L o

1 [49]

2 [49]

(1) JRE“#NE (virological response) :
fRIMFTHBY DNAKI A E] (PCRIL) Hifik ke
WRBRE (e PE% N %, complete virological
response) , BESIHELL T [ =2 log,, IU/mI (GH4)0
#2722, partial virological response) o

(2) IiE2# N (serological response) : f&
M35 HBeAgh ] BiHBeAglliLiis 2% #5 4, HiHBsAg
[ B HBS A gLy e e

(3) AEPMe2N%  (biochemical response) :
PR IMTEALTRIASTIR R IEH

(4) 2% (histological response) :
5 IFFIUE A1 2327 98 1 I B0 sl 2T A4 A R O ik 38
—HEH.

(5) JsURMERIT KM (primary treatment
failure) : TEAKRAMMEREFITEOL S, FIT (B 3K
294iA77 6 HIFHBY DNA R [4/N T2 log,, TU/mL,

(6) R EF2F SN (virological breakthrough) :
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TEAR B EIRTT 7 5O, HBV DNAJK-ELR
ST AR BT log ofl, 8 B2 B Ja 34 2
PE, WA ECALT T .

(D) k24585 (biochemical breakthrough)
WRAAIREEF BT, FINALTH (3 ASTHH
s AEARSESERYT T IGO0 N PR T HE, (RN HERR
A CABAER S DR ALTAIAST e

(8) ZEFFN 7 (maintained response) : {EPL
THTEVRYT WM HBY DNAKIIAE] (PCRIK) i
TR IR, sALTIER .

(9) VRIT &5 I W% (end-of-treatment
BIT RIS R RS E S B
27 B 225 N 2

(10) FFEWZ (sustained response) : VA7 45

response) :

2011 3 1

wakvieN He2A~ LA b, 7R 4ERIAE, B
Ko

(11) Bk (relapse) : 097 &5 A H DL &
AN, {H{5 2 )FHBV DNATHT sk BHA%, tE
ALTHASTI s, (HNAERR d AR R 3R 5 I ALT
FIASTT 5

(12) (%4 (drug resistance) : fEPUIHRE
BT RE, R0 FIHB VI 25 45 ¢ 1 5t I 58
A, BRI 245 (genotypic resistance) o 1A
ARSI TR U B 24 WU BRI OT  E PRi 24
MR, BRI 25 (phenotypic resistance) o
BEXE R0 15 29 4 IR 245 AL 5y Ah
L MPUE 7 25 W) BRI 25, BR A AC T 2

(cross resistance) o

3 1
ot 2T 42
JCHTEAL 1L
|HBeAg(+),HBVDNA>20000 1U/ml | |HBeAg(f),HBV DNA =20 000 lU/m1| | e | | JACEE) |
\ y
| acr=2xuin | [ ALr<oxuin || ALT=2xULN HBeAg (+), HBV DNA =2000 [U/nl HBV DNA
HBeAg (-), HBV DNA =200 [U/nl AT

A A A 4

. ) WL, WALTF:, 8%
TR
| prassrsE =,
1 () Kz RARRLENIE

oA Yifh =52

o T
KEYRTH %

N

FURAZH (R K251

vE: ULN: [EWH LR
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