et Z R R Biva T 2011 52 5B
CHE SR WA
AR 2 S IR oy 4
HI A 2 S SR o) 43

2010412 H 10 H

NRTEIGTE LT RGPS WIRNGTT, hAREE A IR A o S G 2
2005 FEHLEN A KL HKHBNT T (b2 BT RBIaEr) M. U 54k, BN 8
PECTURFR I FEARANE RBE AR, A L BA DA r AT T S

AR W S A B A AE CRRT 22 ANTIR AT R o A BB, (HAN S s VERRvE,
WA A BE LG i et Ve QTR RS R BT IR L. DL, IR B AR AR TR I — A
RAEFES T AT SRASIR B e I RS DA 8 A8 LA s S R s Atk =, MR
H LM AN L I RZ S AR A By SR, T A S B2 T U S BT PR AR
[ YN SCBE R DL, GRS AR B BEAT AN S0 A 583

—. RER¥

LHIRFR IR (HBV) JEMENT DNA Ji# %l (hepadnaviridae), FEHZ1K4) 3.2kb, bl
SAEEFIR DNA.  HBV HHKHL ) 558, {H 65°C10 hy 3k 10 min 85 H 283 v K
HBV. M4 ke, W, 4 ARRANBURXT HBV WA (AR R

HBV AT, # AR HBYV DNA 7240 M0 N LU A7 % DNA AR AE K IF
B, AEAMERETH RIS, LRI A IR DNA (cccDNA): X5 Lh cccDNA R, %
SEBUUIA T EER mRNA, 2 5/E D AT 2 RNA F14ifs HBV (1% Fiilii. cccDNA
T (E) WK, ARAEMAR AR,

HBV CRHLA A~ 9 MERMEOL Zeg ML CB RAIA N ¥, HBV JE KR Rt
JERTFIER a WBIT R G 5 CRERIAUAHLL, B PR L g 4 FL R L HBeAg LV %%
W, BB MBI IR AR P A HBeAg FHYESREX TN E o i
JYMINZr 2w T C R (41%: 15%). A FERIALUEFE XN THER o Y7 N E 2 T C

D JE[NZAY (45%: 34%) M1,

= W



HBV 4L A PERAT, (HARIHX HBV S GL AT o 22 AR K Pt it AR 21
O, 4Bk 20 L NG HBY, odt 3.5 (2 A\ W18 1E HBV I YL, H4EL4 100 )7
NFCT HBV BT 2E08 . I AL AN SR PRI 40 s (HCC)!.

2006 “F-4x [H Z Y JFAT o 27 A W, Tk 1-59 % — AT HBsAg #5117 %0 7.18%,
5 % LA JLEEI HBsAG 1961920, §is sb#ist, FREDUA 118 P HBV J&e# 2 9300 /1A,
Horpig vk 2R 48 5 2 2000 J7 P

HBV L AL R, LM ONZAERAE) . RS RS AL A, 0k i
DS R RIHBSAQH AT, 28 4l sl i i) it 5 DS A HBV IR LB R s 2R AR ) B Ik
RERATRE 3220 i A R AR TR BT as bl RAVES P BIER TR, AN avisg)
RS R AR, HAhaE 2. g JLHIAL. BES N R TAEP RS e . LA
TR RSB TSR (M), BREMERE LR AEARIE (77) W, 2 NE B EHBY
PR BESR MU AL 3R (1), BEAE STYH S Wik ST R o e sk e E N T
WSRO IR, SHBVERYES R AT A, R 2R, K
PHBVIISER S = (7)o

HBVANGIFIRTE RN ACTER AR, Pk H R 27 o) o ARG e, nlm)— A s A
(BRI SR P A TS BT 0. R —fadr . %87 AR 3L A 450 If.
W SR A, — A SR YHBY o AT I SEER AT T IR AR K IR HBY BE 1 242 W Ifn. 2 1t
(B, SLils) e

=. BR®

SR R AERS S B P B E R & AEFAE (%) IR LI Y HBY &
Hr, 24T 90%H 25%~30% K i e HitE PRI Gy, 1M 5 % UGG AT 5%~10% K JE A 18
PR (7). BR4)LI HBV YL AR s — M T A ki 5y g 4 A3, B S g 52 4
GBERI . AEESIEIT (B RIS S P, sz . HRE U 1 HBsAg
1 HBeAg [T,  HBV DNA #im (% >10° 1U/mL, AT 107 2 JU/mL), {5 i P4
WAL EE (ALT) ACFIER, BP0 00T B 578 O i EFRB0E S e 4P, ol
RIE INIE WSS T YEA i e o Seplei B iy]: BN LG HBV DNA EZ > 2000
lU/mL GRS T 10045 IUmLD 447 ALTERTT AR IRE LRSI (AST) Rrstain 8t
JRFAH A vh B B 3 S RO AT 4 Ab ] DRt J , 350620 £ ] R Ay JHF b AT JHF 2 98
JEEsh ek () K. I A HBeAg 114 Hi-HBe FH 4, HBV DNA RS T 2000 1U/mL
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CHI4F 10* 4% DU/mL) s (PCR ¥K). ALT ACOTIER , FFLLUHTE Ko A %
RAE: IX2E HBV BRI S eI &R, R AEHAEAL A HCC (0 XU KRzl 2k
Fre: HBV DNA ¥ BIECFE M 85, B YE HBsAQ MG # 43l 1%~3% / . o T3]
#] (Immunu reactive phase) : HZrAbT RGBS HIE A AT REL L 1 X8I 28 KA
LRI HBeAg FATE. Hi-HBe FHYE (GBZMJ& i T C X 55 / 5 BCP 42 57 T 355 HBeAg &
KR N BAKIL) , B4 HBV DNA VBN S ALT $F2al e 2%, il HBeAg ]
Pk CHBY?Y, S sl my 8 NP LTty JIFAEAL . JARBEITAEALAT HOC; oAy 3484 ) AT iy
BLARNE HBsAQ T8 (FEEAFEHT-HBs) Al HBV DNA BEARSRG A2, DR if 7S B 4f
SHCRTE S S w0 HBeAg FHTRIRAS CRE AR ALY T sl S BRI FNBI T I o

AT &G HBV & 8480 DA DUAN 0T, B AE ) LIS HBV, AU/ &) 5%~10%)
ARG HBV: 28BN i 5230, Bl 55 e eig BRI (R DA R A i 38
Y HBV, 2 J0 i 5230, 1 E At N S TG B, AAT T iR 43 T B RIS B HBV (4
90%~95%) , /DAL (415%~10%) KA HBeAg FHIEEYE L RATF %%

H R PEHBeAQIILIF 27 4 1 2 ILAE S BElE BRI, AR R AR 2902 % ~15%, HPAREs /I

T40% . ALTTF U Y HBV AL ARIBI # J 1 %Ag in P7 30, HBeAgIIILI 2% 4 345
KZ1470.5%~1.0% % EHBsAgE 424,

BV AL I HAE AL R A 20 5 ERORAS A O S le i 32 391 B8 U IR e G 21
YEALIE S, T Ao 2T ok SO SRR A 11 e R I 30 o JFFRE A 1) RARUR AR 4 s A it
FHIE, HBV DNAJZMAL T-HBeAgFIALT LAAMFII HAE AL A B ISR Rl 28 o A B AL ) v
f R ZR ARG . A HFHCV. HDVERHIVIE Y03 (),

AR ) B D R AR SR VI Al e (HCCD o JHHEAR S T HCCAE R A%
3%~6%""*2, HBeAgBHEFI/aHBYV DNA > 2,000 1U/mL (44 T-10*% Tl/mL) & T4t F
HCCH A= ) 3.3 fa i R 2 0% 3 1 BRI o, AFEIY A, JIME . ALTACT mith 2 i
ATHCCR AL G N 2B, HCCK IR MG N 2. EFIFEIIAL TS 58, HBVIR #
o oy mE e (77-3),

M. Bl
(—) ZRUFRBEETRET

Pl L UFRBEHE TP HBV A AT B35 . LR RBE R NHERIN 5 1 22
B L, OB, 15 5 LT AR ABERIE S ARE (B 55 N B 0 B
IS FEAINUME TAE NG SR E R . W i s il vt . S DhReAIC~
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H GRAIMIH . HBsAG PP I FRBERY . VLRI AR B AT Z A PEATAR R kA 5
BEMDEAE) . SR R 3 5L, 42 0. 10 6 N R, RIEMER 1AM S,
(IR 1 /N H J 6 AN HIES S 2 A3 3 B Bz LRl SR 46 9% T 2R AE A )5 24 h
WEAT, BB o R A LA T ESAMUALA N, JLEE RN R 8 = AL
LA ATEST .

BT RN S8 526 THT BELIT RESRAL AR A BT %y 87.8% ( 77-3). Xt HBsAg FHERESRE T
AL, NAEHASS 24 h WL GRiFfEAR)S 12 h) F B R fuesk i (HBIG), 7
HMN>100 TU,  [R]IAEAS AL R 10 ng FALBEREEL 20pg o E G R OIREAN L (CHO) 2.7)
JF S, 78 1A A6 AN I o3 it s 2 F126 3 BT SR R T, w4
BEL T R AT (RO (I1-3). T e A5 12 h 2SN 14 HBIG, 14 H A i
55 251 HBIG, Jf[FIRLEAS R Befh—% 10 pg TR RF L 20ug CHO LU 4 9% 1, 7]
B 1R 6 AN 4 BIRERNA 2 RS 3 41 2R R B LAE 2R 12 h NEEST HBIG A1
LT RPEWG, W2 HBsAg FHIERER LS (1),

re A R R A I T AR AR LI HBY B R tE m. ATHRIEIN Y, 7E HBV DNA KT
10° ¥ U/mL 23, EIEYR 32 FTTURZ 2 N Rk S e PR Bty Bl 1A A, AT
LD BRI (0 XURGT25 ,{EL7E BUAS 58 78 43 AROAIEA B 1S RE 4 HH W A2 0«

X} HBsAg FAMERESE (9342 )Ll ] 5pg 5% 10ug F#RFEE 10pug CHO 2R T 48 3 1 S )%
X8R LI AR BT Y 28 B 1 1) ) LB N HEA T A, 0% Spg 8l 10pg FE41 % REal 10pg
CHO LMUJT 8 s W RN LR 20ug I RF ol 20pg CHO L MAT 58 B o X o i L REAI
NERCN A, NI AR (W 60pg) RIEFVK; X 3 BT R LN A T
FLR 3 &L, T80 2 IRG%HN 3 B LBIBF R n 1~2 A RIS T 4i-HBs, Wi o,
Al R4l 60pg FEARERE ZIUAT RIETH

P TR RSV SR AT O BB N R R — A D TR 12 45, AL, R A
REANT LT HT-HBs I sohn i S (E0 i NPT EATHi-HBs ], #147i-HBs< 10
miu/mL, TT45 T s s ™ (D).

(D) tHBRETP
RNHE) ZATES (BFRERIER), JF ™ M REAE B e J G 21 b i) A v B 7
(Standard Precaution) 50U, JRSATIFTHIRIE A WG B, 2 RIASUE S5 A58 H AR
AR o RN N DR, ASHMEAT AL B0 A0 B4R . BT IERI RS

HEFEAE R HBsAg FHTE, NAZRD SR 2 0% W BCR FH 2485 AE Rk ARAg BRtR DA 1)
4



TEUUN, — 5 EAE e A AT LA 58 S FUAb i Y5k oM AL RR s . 6 HBsAg PRI
ZA, R R, AR RS T, DRAERA A e, R R B ) LR T
REMLIIBLZ o

() BHMESESE HBV ;™

FERLIMEE HBV G (W BRI, TR LD v A 2

1. IfiiE2AAe NSRS HBY DNA. HBsAg. #i-HBs. HBeAg. Ji-HBe. ALT
M AST, JFE3FI6 NHANEA.

2. TR fE e 2B R R, HEMPi-HBs =10 miU/mL #, W]
ABEATRF IR AL B o WORSERN L ORI R, BB O 25T, {Hei-HBs <10
miU/mL 5Hi-HBs AP ANVER, WAZEIE S HBIG 200~400 1U, Jf: [FII AEAN RIS B f— 4T
CIRAFRPEHT (20pg), T 1 A1 6 AN 70 milHihh a6 2 A28 3 B LA 250 (% 20 ug).
() xR R &

TEL W Sk ZTIF S, IR ) 4 s TR s i oo i, IR BON
FR R SRR I B AT I HBSAQ Fi-HBc FIHt-HBs Filll, Fuf i s (1% 3 Fibrik
YIBIWIERE) e QR R

LI 5 ARG A Y I, 2 I T h HBV DNA K, 1 b il
ALT. AST BUHZL KT T0K o 0 LA 98 S A5 2 I B U WA () “ R OBt 7

XS HBV 57 # S HBsAQ #5758 (WA (SRS “IGIKIZIT "), BRASAESRIR MK
2R T B BN SR S SR () AT e ox AR AN (R HRM B0 T RpAb, RTHEH TAERI 2% 5T,

{E 8 AT B 2 B U

. IwPRE M

WEAEAT S 580 s el HBsAQ [ 6 S H, I HBsAg Al (20 HBV DNA {754 1
Yo, ArSWON R HBV B, MR HBV Y it 7. Emi ke &It
IR AN A B R B 25 3, WK HBV L4300
(=) BHELRFR

1. HBeAg FHYEME M ZMAT 4 I HBsAg. HBeAg FHTE: . $it-HBe BHTY:, HBV DNA
BAYE, ALT $p8iali e B Tbm, SO0 BT IR AR

2. HBeAg BIPEMSMECARIAT A ifidi HBsAg BHTE,  HBeAg RR4EMITE, Fi-HBe PFHTE
sk,  HBV DNA BHTE, ALT FR8alf 5w, s gV R i I R
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A A=Al AR S A G R R IR A g5 L, ORI ARG M LA S B T 254y
RS R R
(Z) ZEIFFR AHaELL

LI RMEAG RS TE Z T R R A R, Fow B2 2 SCR i@ PELT AL AT (B
IR

1. B — @ Child-Pugh A 2. s2f%5% . ARG B A 7 A 40 i
) Be R BT K HRE CUn R e TURE St R E K k) TR, BRA R A
JFREAIZ T, ARG B S R Ik ke 2 i s K S i 8 77 T R

2. RACREWIFE L R Child-Pugh B. C Z%. M R0 5 i ik h ks
FAH YRR . K™ I A

IR FTREA R R A S P B0 T 4 D 45 5 B e 1 -3
(=) HHE

1. 184 HBV #5424 T ki 2 1% HBsAg. HBeAg HI HBV DNA 1%,
1AFEPIESERE VT 3 kA3 BoRIyE ALT T AST 7EIEHE M, A2 V=R S E 55 .

2. dEiGshIE HBsAg #5737 # 1M HBsAg FHE. HBeAg Btk Hi-HBe BHE S,
HBV DNA & A PR, 1 4FPESER DT 3 AL, ALT BI7EIEH R AT A
BoR: Knodell FFIEEHEEL (HAD < 4 SR ILA R 152 B2 R G0 e A8
() BREMESECRFR

I3F HBsAg FIE, (R (80 2T HBV DNA B, JEATIE M LAY 2 K
IR Bk HBV DNA FHTHEAL, SF al A Mii4i-HBs. $i-HBe Al (20) #i-HBc FItE, 1HZy
20% BB RN 1 2 7R IF 46 5B 1A L3 24 A 7R 3 I o 92 08 5 e B LA s 5 A AR H5 8 35 5
B o

AN EREME
(—) P ERE
1. i ALT F1AST I ALT AT AST ZKF— e nT S B FF 40 M4 R, Je ki
2. MIEMLCE 0 ML 3K 5 AR PERE B 06, (AT 5 AR SMIE
THR BT S 2 A IRLT T el o JH Aol o M AT 3] AT T, SR BT = 1
EIERE EMR (ULND, A = 10XULN; IR S ALT F1 AST 452535 .

3. MEHEH KBRS RIRE, 1S58 AT 3 05 8 AT I

6



EEAERN N

4. FEAMEEIRI ) (PT) J PTA PT J& I WU LR 745 I RE I 4R bR, PTA
A& PT W SE AR IR FH AR T2, 0 JIMTs JE Jee S TS A BRI, 3 PTA BEATPERE 2
40% AR o BT SE38 (M BHA WibRnE . —, < 200 3 TG A [ o 7R3 SR [ Brbr Ak Lo e
(INR) SKE/RIbIE R, INRETHS PTA (R & XAH .

5. BHGREGEE 7MW A R g, KT AR R R R R R S 5

6. HiatEA (AFP)  AFP WJWJl s E2LT HCC, {HUmI3m K& H 41 kst f5
AN, SOV R AP TR . SIS ALT. AST KT IR &R, JF4S
£ B IR R BRI R 75 AR S AR A R A 4 R AT 55 0T
(=) HBV IMiEZERN

HBV I3 2445 & L5 HBsAg. #i-HBs. HBeAg. Pi-HBe. Hi-HBc flPi-HBc IgM.
HBsAg FHE& s HBV &4 Hii-HBs AR PEdidk, RN HBY A9k )), W14
RUE I FRE S B3Rl SR 9 e Wi s HBsAg # [J] Hii-HBs 1, Frh HBsAg LI 7 e 4t
HBeAg # [ H4-HBe #:FH, #k A HBeAg IfLif 24 4; Hi-HBc IgM BHEIE R HBV &1,
2 W CRUFJ R, ARJRa] T8 R 96 bk R AR Pi-HBe RHiik EEE bi-HBC
19G, HEEYL HBV, IR e &Mt ie, My ABHrE.

M TR HBY 5 T RAF 29 8 (HDV) [AIN ol & &4, nlille HDAg. $i-HDV.
$1-HDV IgM F1 HDV RNA.,
(=) HBV DNA. ZERFELFZE A0

1. HBV DNA E &I o Ui e EHIK-F, FEEA T8N HBV ER Rl A
7 38 IV UE A VB S PO E597 20 07 . HBV DNA FIRUE w] LA BR AL (IU) mL s I
ImL 2#oR, HARRITIEIARE, 11U AT 5-6 3% 00T,

2. HBV JLA ) RUAN 254K I WA (1 JERRR 514 PCR
s () FRABITE T BEKEZ AL (RFLP); (3) ZeMEHRET X 17 24287 (INNO-LIPA);
(4) FEP 75 e k5%
. BRELK

AR IR, R TEES RAR . I AL 44 (CT) MR % (MRD
SA. MR AN EEH R WIS R R RS . T AT CHHEAL . N
FOYEI o5 AL AR 5T, U HZ A RS T HCC.
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FEAESAPEDN 2 Chepatic elastography) FIALFALE T TLOMGE. ERERE. AT EE ML,
k08 LY 5 v f 1 R0 A P T T A AR T JSE I £ A,/ SR AR S8 L 5 e oh %
SENEIE IR/ 215, e (2 AR DA . RAESRFE K BT B S i
HAS G HERf X 73 AH AR P ZUH-£T AL o

I\\ IREFE LW

IFRZUR R FR 2 PG IR LY 58 R I AR R R HERR TLAR s « I i
Je ARG ST N o

1E 1k 2RI 98 100993 127 a2 P Sl ROV A X FG ) B 9, 50 P 2R A0 M 2 2
AN, ADEON I AN B O I OAEAR SR AR S DRV XK, IR TR A s [ St
JIF % Cinterface hepatitis), X FRIEEFEIRSE (piecemeal necrosis) . ZK A WL /N T4 g 45 14
NFE, EAERL G PSR FERIM TR SE4E, B AN T ot 2 o IR RAEIR P8 ] S BUH P i
Jsud FEUTRR, TR RET e o dri ARt — P, nr s R NS5 2500 AR TR iR 2%
T JE A A, o

&1k LT R R L F LW N R FEAR IR 2 SRR IENE ) B S AP e A R B o T
A RIEIRIEII D (G TR (S Y,

Jus TR EAE H AR

T Z BT 23697 AR H bRt S KPR BEHIYIITE] HBV,  JdA 40 i RAESR AL L
LTk, ISR I RACES . HAEAL . HCC R H IR RAER A A, DT et A0 o
AIEAAF I ] o

11 AR 20T L E SRR T R FURANUEAAL . PUET AL NIXRDIE R TT
Hrpyumaan 2k, HEAEMNIE, HA&AMFRV, s T K SUR R .

+. FoREET BB RAE™

— B N UE AL : (1) HBV DNA >10% # UU/m ICH 24 T 2000 1U/mL); (2) ALT >2xULN;
WHFHLEIGIT, ALT N<10xULN, i S AHLLE N <2xULN; (3) ALT <2 xULN, {HF4]
2177 oK Knodell HAL >4, sUSORERIE>G2, si4T4E4L>S2,

XFFEE HBV DNA BT, i8R Ekiayrbaue. (AL R B —#, INNHIEL

THURTHIRIT

(1) Xf ALT KT IEH B EFR>40 2%, WNFESUREHAIT (1),

(2) X ALT RREELIEHEAER R E (540 2D, NEDIBHVT, Slf g a7 irass; g

8



21202 R Knodell HAL>4 , SRAAERIE>G2, mETHE0=>S2, ML THum a7
an,

(3) BhAMGER A PRI MR #, BBUTATAIZUE S, LY
IS4 THURTERTT (1D

TETFUIGTT T AR 250 . RS S AR 22 BTN ALT Thiss, o 2 HE R e 24
WG ALT IR TE o 76— SR o ) Lo A R B R G M T AL 2 &, 36 AST
KR T ALT,  BEIN R AST KPR R 32224545

T—. FHRRaWT

LA E T Ra (22, 2b F1 1b) MR Z “FELTHZRa (2a Al 2b) I TRYT
M1 LR .

LRGN, W TR OB R B, HBeAg VG4, HBsAg IH IR
R AR, HCC RAEFMIN T RATIMERTE B, A% HBeAg MITEEE 1) 4
TR AL ARG T, YATT 45 RN BB 3k 38%~90%,  {HFF AN Z ALK 10%~47% (132
24%) YO (7). ATHESUA N, I IFN-o ST RES D 1AEA RESRAG BT I A D

I By 22 oL BEA LS I RS Wos, RO BT E a-2a (PeglFN-a2a) 697 (87%
W) 48 JH, {=ZikE 24 AN HBeAg M 24542 )y 32061 7, {21y 48 FEINT
HBeAg L5 5 4 %] ik 43% B4, [WAMAF R, X T HBeAg FHIEEIEZ BT 4, M
MR OB TR a-2b (PeglFN-a2b) AT HUAFZRALLY) HBVDNA I, HBeAg IfiLif
H A, HBsAg il 2764,

X} HBeAg FIHEAS I LT 58 38 (60% K WU \) H PeglFN-a2a 7697 48 i, 1#24)5
BV 24 JHIE HBV DNA <2x10* # JUmL (A4 2000 1U/mL) ()4 Jy 43%1%, 152 b6
U7 48 JEIIN 2y 42%; HBsAQ W K ZAEIF21RE S 24 JEI 0 3%, FF2RVI % 3 (RIS N4 8%
6]

(—) TIRFEPUREES T R 3=

1 R HN Z 5 aT U B IIT 34 (1) 9T RT ALT P8 (2) HBV DNA< 2x10° #%
U1/ mL: (<4x10"1UmLD (3) “bk:  (4) Wifhi: (5) AEREEMAESE: (6) RTAILAKIESRIL
W, UGS (7) AHAITIIMRMNPELF;  (8) J6 HCV. HDV 2t HIV SISy (9
HBV P A (10) JAY7 12 8% 24 JAI, 1L HBVDNA ARHk - i, Hrdiary

fif ALT. HBV DNA /KF-AI HBV JE[H RS, U7 2oty a2 51501,

9



HWEIRW], {E PeglFN-a2a vy il #edr, &4l HBsAg /K-1-5k HBeAg /K- X ia Y7
P AT S R A A -7,
() THRERY 7 R I AR U

BITATNAS Y. (1) A% 48hs, 56 ALT. AST. JHZC . AEALEIIRE: (2) I
TR PRE R IR A R RE s (3) MR #Aras, HF% HBsAg. HBeAg. Fii-HBe Hil HBV
DNA [JFEZCRABK-: (4) W TP L R, N O B A AT s s (5) FEBR B 5
RGN (6) IRAGRBIURIEIRIEE (HCG) Kl LAHE BRIk o
WITIER T AR A (1) TR RIS LA, AR 1~2 IR 1 i, DU

BAKMA 1R, HERITENR: (2) ¥ abs, W4 ALT. AST %5, WP FREEH 1
W, HSE3 W, LURKERTSGE AR 3N 1k () IRAEEbE, TR R 3 AN A
I 1% HBsAg. HBeAg. Ji-HBe fll HBV DNA; (4) HAth, 4 3 AN A4 1 7k R I fE
AUBIEAN PR E R FbR s QAT 00 CARCE TR IR T e 5 s O BRI IR 8, ok 254
] FFCDR IRy 8 e OB PR, AR5 PR AR TR ZR AT, [ I A D A A FROBR )y B i
K (5) g WIVEARG SR AR, of tH LR S A AN A AT R 3, N Sr B 2 5%
ZILEAR
(=) THRFEIA R KA

L. UBFRAEMRRE RO RN FEG . S LRI AN Z %%, W AERERTE S IFN-o,
A ST 26 I B P AR B 24

2. I PEAM R A > RIS E I S A (PR ) A b
rp PR A0 M X T8 <0.75x10°%L A1 (8 I/ < 50x10°/L, [ FAAIG IFN-o FH; 1~2
JAJE AT, WAL, RN A s R4 R A <0.5x10%/L I (E) i
W < 30x10%/L, MRS ZY o b PEARLAN Al S AR 8, T DR AN A 2 RN 1 (G-CSF)
BlRLA L v 4 IR AR 7 R 1 (GM-CSF) 97 (1)

3. KEMhSE  AIRIUMIIAL. A, FEEASSRMRATIR . WRPRT R, N
5 Y IFN-a, B2 23 A 2 RS DT E— 1206

4. ABHEtEr  —LBE I E Sk, AU S B RCR IR (R
R IhRERIE B UHE) . WIS . MBI R IBE MY SRR Gi kLD BEAR
JEFEGRGAES, NS KR E RIS 2L F S, P EE N2,

5. HAb/D WA R, AR EBERIE (HTTHE R R EOR SRS R S R )

DML FERRE (ORI OIS ML U A5 R IR AR < Wy 7 B ) Joa A
10



R, NAFIETIRRIGTT
(0) THRRIT AR RIE
TIFGIT NG JEOR. RO s (™ EAARAE) AR RES il A J00
AT IR R 7 REIETHIR B 5 VB . SRACER I REAL . A AEAR IR o
TR IT IR ZE SRS FURARG . PR SRS . BRAESIAIAE L, R
PRI RO . RLE, VAT AT R T4 <1.0 x 1070 Rl (O ML <50 x

101, SUIHZT 2551 pmol/L CRE5IE DAREIHLI 250 T2 .)

+=. BE (B KeWiar
(—) HArCNM T IRKEIST HBY & () RBWgitf 5 7, FREC Ll 4 #.

1. fksE (lamivudine, LAM)

[ P ARBEATLO Il TR B 45 R W], A H 1 X iRk 100 mg Hv oK 9% 5E AT 241 HBV
DNA /KF,  HBeAg Il 2F i R biti vy 7 I TR ZE e =, 1697 1. 24 3+ 4 F1 5 I 7333l
9 16%. 17%. 23%. 28%F135%"Y; iJ7 Rl ALT KPR %, L HBeAg MLk iR
BT o BEUE I AIRI R W, A8 E LT Sk W ST LT A R R ST A A i 5 2
PR RS IRIT 3 ETTRESERR IR . PRI e SR B o A R O AR 3
REAL 2 R K S R T T B AT IR, I KA IS, AN T4 R s, hrk
KSEVIT JLTEARPE ZIUIT RT3 S AR, 22 4x i R B3A, B I RIS th oA
Ak s Y 7 200 22 4 B,

PR FKEAN R R PR ARG, 2 ATEIL 70 BEIAIT I TR, o3 2R 25 SR I K
AR (OB 1. 2. 3. 4RSI 14%. 38%. 49%F1 66%)1 8384,

2.pufE4E 5 g (adefovir dipivoxil, ADV)

W AR I RIS & W], HBeAgRH 12 11 LR JHF 28 5 1 R Bl e =43 15wl B
FHIHBY DNASHIP®N, (EHEALTE . B TAI KR LR ET4EL. X HBeAgPH
PERBEBITL. 2. 34ER, HBV DNA<1000 #% UU/mL# 4371 428%. 45%74156%, HBeAglfl
T F AR S W 12%. 29%A143%:; T 255853 3 0%, 1.6%A13.1%% . XHBeAgH tk it
RIS, HBV DNA<L000 #4 D1/mL35 h67%. ALTAEH 2 469%; GIT44 SHRT,
JF I 9 RE SR BE RN 2T 4k A0 F2 5 2503 3 403 A 83% FH73%; 1A SAF I £ 3 1) B 24 L R 58 A
RAEZEN29%. W FIN 2 R A N20%. PRI 25 K& A% 0 11%; BB sk

3% [90-92] A
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B EEAR R MRS BOKIE , R hoR RE T 24 I 1 LB R B e e flHBY
DNA. MEHEALTALH, FIBA FH 245 X B e =5 1 0 24 7 R BRI, 2 g o s R
BoR, R AR R E I 2 A AN A I A AL S8, RS Bl A =5 R VR 7 A 4K
[96-97] [98-100] A

3. PR (entecavir, ETV)

—TRBENLXCE SR IR R 1], % T HBeAg BHYEE BIELRAT & B, RER3A
J7 48 JHI HBV DNA "N [%42 300 #% l/mL LA R385 h 67%. ALT K& 0 68%. 11 2R
B R 2%, BT HZ PRI BT 4 (HINZ HBeAg MLV R AHEL (21%F1 18%)
B0 %k T HBeAg WML, BERFAYT 48 JHIN HBV DNA FF&Z PCR Kl /K LL 3%
4 90%. ALT EH % 78%. HILHL%- 0535 % Ny 70% 1O,

KBV TR, Xk B0 222 N 44, ARELI)T Al R RFE R ) HBVDNA i R
B2 HA—TF 5T B B K5 3 SRR 2R N 1.7%~3.3% 0%, Bffids Lk,
KT T RO PR R A H 1.0mg JRAEINE] HBV DNA. B0 A Ak Eds, (A7
BHRAF AR, LI 52 5 S A ) s e DO R i AR 45 5 LA ARG FEAS A
051000,

4, Bk (telbivudine, LdT)

IR 2 4R AERE LI R R, HBeAg FHTE SR E AT 52 AN, BrLLK
JEZ] HBV DNA T[4 PCRIEKIKF-LURN#4 60.0%. ALT &30 77.2%. « T 25k 4
Iy 5.0%. MDA NERN 64.7%, WU THOKIKERITAL, (HIL HBeAg ML H i
(225%) S)aEAMl; HBeAg MItEE 16 7 52 K, H HBV DNA #l. ALT &% % K&
i 245 R A2 FHOR @ Ao 97 2 4FIN, AT AL (B HbeAg W 2% J i #4541
TR 245 %2 A S ARk ok e M JRIE 22 oL R B B W, L0 7335 P i 2%
RARB G TR ICEM . A AMERDI R, #48 HBV DNA< 9log /2 ALT>2ULN )
HBeAg BHPER R, o HBV DNA <7log () HBeAg IV, 4B eIty 24 Rk
| HBVDNA < 300 # Ul/mL, 6J7 5] 1 4. 2 SEIAT S AT IR 7 ORI (T 24 A A e e,

B HIE BB R iR R A BRI R oK I E AR, (HIRYT 52 JAI 104 JAINy A 2E 3-4 2%
WUERSES (CK) Thms A2 7.5% A1 12.9%, BJmThokRedl (05h 3.1%F
4.1%)!0%1101

5. Bifi#E1lE ((tenofovir disoproxil fumarate, TDF)

TDF LF s Bl g AL, B RN, IrflE R 300mg. A 25 7E 3k i
12



Rttt By

LE—TRFEA LS X G R, TDFERADV G T HBeAgFHPE i HBV DNA <400
5 OUMLE 773076 % F113% ,  ALT R H R 73 51l 68%A154%; X HBeAgIH MEE 1 LT 58
485 IFFTHBVDNA <400 #% Jl/mL# 4333l 93%F163%; 10 5T sl fIHBY I/ AL T
ADV, A& PR B e I 2552 FRa N B R B A T 34N, 72%11
HBeAgFH M i 187% HBeAglI M & 1LiEHBVDNA <400 #% Ul/mL, JRA K B 2574 53
[115] 3
(D B (BB MR T7 IAR G I
L IBYr AT SRARFR LA . (1) A AdRbR, 2 ALT. AST, JHZLE. HEAS: (2)
W bRAs, EEAT HBV DNA 1 HBeAg. Hi-HBe; (3) ARHEI NG T2, MM s #0. Ml
EEAURR IS . A PR AR VE, JRT7 A5 Bl AT I 2 A
2. YT R AR bR R I (L) ARG ERER, T RIRE A 1k, &S 3 Ik, L
JaBER TS MG T RE 3N H 1 IR (2) UiEesebrids, F 245 HBV DNA 1 HBeAg. $i-HBe,
—BORIT ITUGE 1-3 AN AR 1 7k, BURSE 3-6 DMK 1 vk; (3D MRS RS, S I
SR 0 LS AR LR W 55 s o
3. T BOAIRTT: AREIURY], BRIEZEDRIZRAL, G750 2 2 B 25 100 ] F0I <
ST 2SR 2 % A 2 18 Keeffe Z5fiR b AR THLTE (B RIUIATT 181 ZRBF R 10 %
LM (roadmap) M, SRURIA YT TR AL A IO B EE, JHUEHYE HBY DNA 1l
SR TIRAGIATT o AU, A 2510 A M 0 F I SR T LA T AT TR I i L
ST, RAIARIGTT SRV E A R, W5 R R I AR 5 A B0
4. BYIRIE BRI RMNER S BRI 250 R RO AR AR BT
SRR, B ERE U T RS 2T e U AR, 4R R A

5. /bW WA RN TR FIAL L R (R S Ak e PR 52 vk R4, (A
LEWGIR N A /D W 2P O™ R R B R, W ThReAR 4. LA BEGUIERR . FLIR
MR FEA, NG| O o« EBUAYT BT A0 U0 ) AR OGN 5, DAUAD IRURS: o 6P ¥A T v HH L L
CK B FLIR I M W Tt v, IFFEAH IR IR R I, e SR e, BRIV, JUE )%
REM B, VIS, — BRI R EIE . WK BRSO M oL IR IR b 22, N I
e 2, TR TR AT BRI

T=. REERTERIT
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S BEPIIETT AT ORI TS YE QT R EEET By, AR H A sk =97 VI 48
R AF LSBT e MR oq PTSESRAUAAARE AL S T RE . AN RN/ T2 R
X T APURTEENUE, AR 2B Z TIRE T (R) RKeWiayr &, e
AT AT AR oy 1.6mg, 2, B2 NS, IR 6 AN H (11-3) AR K o BEAAZAT (D
AT T IR VE LTIT 1097 RO 5 B REA B LA HR I RS LE

+V. R HIRT
e 2y TR T R RAERE N, E R BT AT RS KR
AR BEATLGS R RTS8 K 46 UE F 728

TH. FURBIRITIEER L
(—) 18 HBV #FirE MAEZ I HBsAg #7H &
1B 1E HBV it BN AT PR BEIAYT « (HNARF 3~6 S T AR WidEse. R
HORBE G, HRGPURBRITIENIE, WA IFN-o SUH () Kumiarr ([
-2). AHER>40 %, FERE BB HCC KIE L, B ALT [IEH B8R EET o, Rz
MU ZE Ry, ffoe IR B PURTIRTT .
AEEBIE HBsAg #5ili# — AT HURREIAYT, (L AR 6 S HIEAT —IKAE4L. HBV
DNA. AFP JJH I AR 2
(=) HBeAg FHPEAS 2. BT ¢ BB
1. 3@ IFN-o0  3~5 MU (R R8s 25 1 52 1 000 1 38 ) i), 438 3 kel H 1
o BERVE, —ROTR 6 AN (1) WA R, R T RN IE KT R A 1 4Em KA
(1o PEFEREFE ST A QifyT 6 AN HUIERE, o] SO s A HAb U 2 254 -
2. RO FEIFN-00 22180 pg, BEf 10k, H RS, 7R 14F (1) HARF SR
R R N R 52 S R R AT R
3. LM IFN-a. 2b 1.0~1.5pg/kg, BRI 170, JERVESS, J7RE1AE (D BARHIE
T R PR £ 52 A R S AT
4. PrKRE 100 mg, BFH 1K R 097 2/ L4ERE W HBV DNA KXllANE] (PCR
%) SR TR FBR . ALT &% . HBeAg ¥ MIH K HBLPi-HBe, #IX4k4H 25 H % HBeAg
M3 A, T2 5385 2 R (RHRIAIRE 6 N H LA L), IRk AN T % i g 2419
(DERES S ST I o~y 3
5. BfEimEme  10mg, HEH 1RO, sFRE s mEEk K E B ar).
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6. WEEEH  05mg, fEH LKOM. Sy SRAKKE.

7. BHE 600mg, FEH LKA, ST RS AR R E,
(=) HBeAg A8 Z RUF R B3

PR SR R PR (1) BAFIEI TR (ALT K<10xULN, TB<3
mo/L) B 25 R AR AR () RAUIRTT -

1. 5@ IFN-o  FISEHERET, 7R 14 ().

2. LW IFN-a2a 180ug, AIEMEFT, SrREED 14 (1), RAAFIEAYT ]
AR R Y 52 S TR R AT T

3. PKOE. PIEEAEERE. AEREARIGE IR, (AT REEK: A
7R VAERS, SN A/ 3 Ik (RERIAIRG 6 /> L L) HBV DNA Bkl A %] (PCR
) SR T TR, HALT IE# A% 250 (D, e 2e 5 K 5w, WL
K7
() A 2 BT 58 FFAEAL B

HBeAg FHYEH 94T TR AE 4 HBV DNA >10' ¥ Il/mL, HBeAg [17:# % HBV DNA
>10° 4% JU/mL, ALT IEH ST E. 1897 H AR FATAT DhfE RAVERT HCC 1k 4. A
T ERKINAYTY, B N 2R A LT () Jiayy, S 2ibrtk AN 2.

TR LA SRR RAEE I RAE M T RE, N E. WAL, HMAN
ANFRETT A6, AR R T 52 A 0B 1 0 21 00 VR T7 7R (1)
(F) R Z RIFT R AT REAL B

P RAEE A, B RERY ) HBV DNA, AR ALT i AST 2157, @&
WEANG R 6L b, BN B AR SR (D ZRUbims d:iad7, LAUE BT 2 A6 R 2% 51
WA R . R ERAT, NIRRT (R) BOW677, A
BEBERT Y, — EORAEMZAR e, AR I A FC A TR R R VA7 T 28 S (KA T (RR) 28
B (1—2).

FHFEGIT T R EUT R, Bk, R R B AR RUE (1))
() K (B it 25 1) 0 Fv6 7

L ks SEIRIGY T IGNVAIE: A TP SRR R R0 ME DU R N I 83 Cln ALT
IEH . HBeAg BHYEMI G 201D, Rl X s fin <30 Hmf, YRk s AT
() FIRIT

2. VENUESFZTT (IR RAW: JTIRIRY7 I R b 0 HI DT BEAE F A AT 2 2 AR
15



2.

3. VT IR DI : 52 A HBV DNA, LA RN R I A TG 2285 sl 1527 S Al

4. —HEHN 2y, RS TREG : AT ERZPRRERITTINEE, — BRI
M 255 HBV DNATFIG T i it F Bl A s B i, Sl i s, T 25 0 Il R 4
JRBF e ST LA 25 25 5B (AT R RAR R B, A7 0 3a 7 42 2 0 T BEAR
PRSI, R R RAEN I, IR R . xR
TEAR TR 25, AT . ROF R EUF L IOE . Wt (R KREMZ %, IR
W RSSO BN TG T -

5. RS2 P SR T AR SR, BT () RRAEM 253 %G
JRSHIETE (R SKWia)r, Wtk X 2R () M2 mikk. Dk, WG
AP EHAIT .

6. RTWRSIATT R RH (RO RIS T 5 SR e iR 7y S e — B0,
{EUN 38 G L E AIPEG-IFN RS I BA 0 vl 3 SN A A 2 LA o RIS T (D
PRI S 6T B A (L 3 75 2E 2D BT

TS BB LU AL R
() AIEREE TR o SR L R TIR o i) BN RIS TE LR R B
HARITIRERT LB (D RIMWIHRGYT 1),
(20 XFET (R SRUIEIRTT e I A E BN A I &, By £/ 6 AN I s
HBV DNA Tl <2 logyo, MESCRIRIT 7 R4RELIBTT (1D,
(=) WA R S e dmifil Filva 7 i) B

X AR M52 AGTT S MHIANG T IR, R T AT HBsAg: 45 A FHE,
HIFHBY DNAMIFERIALT IEH, thRNAE Y7 AL T AR IR HoK e s At (1D 244
.

STHBSAgRIME . HIHBCPHE &2, 7E4 T KIS bl sk an e R 24 (e
B EERBECTHR A0 I S ST 10T I, B DI HBY DNARTHBSAgG, #5 H LR,
UL R R Bt P vy 72,

TEASY PG NG T b, NARYE BE S g = 25 ) (11-1, 11-38): (1) X%
THLHBY DNA<2 000 IU/mMLIK A A58 by 7 sl e Bl silia sy i, N M4k E8R7T6

MNH UID; (2) HZHBV DNAK & E (>2000 UML) [F, N 4R80ar Haik

16



FUF G T Re R 18P LR 9 J3 FIRE (TR T 28 00 (ZID o (3D X T Fiy 7 B<124N H i) i
H, WLBERCRRE (1) BEHRE (ID. (&) SHFHlyr s Kb, Mtk
BRI 5 e . RO F5 LB AR R BOE R, W RE R A S s R (1D
(5) #%H4F () KWfs G IR, HERmEEL, NTLUSEER. (6) THhHE
A BEANHEIER, N Y58 Gk .

(V9 HBVIHCV & IR IR TT

XTI R P S s AR 2 A, R P AT . W HBV DNAz10*
#UUmL, 1 HCV RNA JIIAE], WA SEVRYT HBV %k, X HBV DNA 7K Ho ] kil £
HCV RNA ¥, NG HFRERE R 4 “ B T IR AR MRy 3N, W HBV DNA %
I BT, U oK O s R 5 BB A AR 5 R VR T
(11) HBV M HIV & IF G 1R 97

SHFRFA IR SR S PUR TR IR YT hREN B N SR YT (Do 3 — il Mk s
ALT Jh&E (1~2xULND [, N 4% ISR (17-3),

X RHEAT HAART 3807 ML AT 2064 T HAART 697 ) £74 (CD 4>500 / mm3),
J e FITEHT HIV S PR I T 0T CRUIT SO TR0 T, ISR & A T3 o BT 184
Pk,

ST F E A THT HBY FIHT HIV YA 7 I, AR Ses oK R e I i 45, 5k
Rt i i da 5 7-3). X T IEEESZ AR HARRT W7 &, 4% HARRT Jr 4t
T CHF R EEZ5Y, W FHR AT E o SR BER AT (1-3). X4
KIEMN 2, N2 I AR 5 sl BT A AR B Ry (D

ML HAART J5 %0, B C2 3513 HBeAg G e, IFoek T 288 1,
[ R IT IS TR), AN A 2 ATt P Wb SR R R 2 (11-3).
(N S 58 T BUR v

TR S ST 4 2 A RRPE ST, DR AN T 208 PO 853007 . (EKE 0 40
BUTAE, G EREM I, NS THUREHAT 1D,

HBV A S 2es, Nt ark, Watkic g matk s, N2 HBV DNA 1
frit, BINAEHZTE (B REPURERT (1D,
(&) LR T BN EUR TR0 JsE (HCC)
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WIEGWFE R, HCC HYIBRAN HBV DNA /K P& il A J5 & & AT fa i R 2% 2
— U HPUR SR A KA Y, MG, 6k HBV DNA B fAE4 K HCC
BB VNI R RUDPURIRIT -

OV HEH

XTI M TR HBV AHOCHR 858, 41 HBV DNA IS, &ehr T Al
AHT 1~3 AN AIFIBIRIPK R €, & H 100 mg F ks RPGHIAZ T HBIG: A J5 KAl
Pk s M/ FE HBIG (55 1 45 H 800 1U, LLJ54%/E 800 1U 4% H W ] 800 U) (1),
IRIEHT-HBs KV HBIG FIH A2k (—BHi-HBs A {HH M KT 100~150
miu/mL, RJ5FAENTRLRKT 500 miu/mL), (HEARPTREE R0 (1-1). 4T
RAPAREM 252, w7 Al CALHER BBV T I 25 38 e AL 1 (TR) BB 535k, X
TRRASEF AR HBV DNA B, 5 2 4 HBV KK, Al H IRk
I E NP AR T BRIBC S T (1D

L) SEGRAH A b 2E

HR WIS Mt OTYH 583, AT G NAE, ORIEURSE AT N T ez (1)
FAGYT, I HARRYT WA R AT FER R (1D,

15 FUIRGURTE W67 R R A SRR R, A TR oK R E U E AR B 4K
D) CEH R T SO AR ), E8 o 5 A UK . BRI, B 28 Al R s L T
MEPRALIE 35 o8

SRR I CAUTJORAEE, M P Yo R4 THURTEIAIT, 7E 7855 JARE
BRI B, BE S F MG R BREOLN, T RME I ROR R, B s i i 45 167

(.
() L
X 12 B UL (R E>35kg) 1 LRATF R EIL, HAFIE IFN-o0 A7 G NAE J7
RO A S AP, FIE 2 3~6 MUIM?, e KR AL 10 MUIM? (). e A
RAFER b, TR ORI AN T R R EIAIT (1), o e 5 g

+H. HiR. HEMMRIEST

HBV JIT S I S8 E IR HE S FL T SRR I 2T 2 A 2 53 08 8 F) 1 S R 27 R il o 2R
TR KRBT 2 ARG B DL OSOA RS, AR PR . Pistl. R
P SR S A s S5 A s PR N 7T S 2B A 22 A (11-2, 11-3).
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PR AR T SR LRSI I8, IFARERURIUR AT . 0T ALT B2 T b
SR W] B AR AESR A, AEHURREIRYT HER b T 2 iR ORI 25« AN B[R] IS
I R RARIT 2540, LLG 0 B 574 R DR 24 ) A ELAE T 5 RS AN R AR

+I\. B gibiasT

AWK, 28 IFN-a8UZ T (1) REWPURERRIT A, W ZURH A r] WLET4EfL
EER AT Prigide. L, PUWERHATT PTG TT 5L

A2 NPT 250550 — 297 30 (BFR DT KRR BEAL. XUE IR IR
%, JFEATAS AR AL R, IR

+h. BEMEY

RITARE, N IR N, 525 RN 206 2 A RN 1 ALT. AST. il
EHHL (L), HBV MG AFrEM HBV DNA, LUS%E 3~6 S HEM 1 %, F/DBEV;
12 Ho BV mitE ik, N4 bE U B o

XFFHFEE ALT IEH H HBV DNA (1%, @il = /D04 6 > 347 HBV DNA. ALT.
AFP Rt 75 540 2 6T ALT IE#{H HBV DNA FH %, #3046 34 A8 1 ¥k HBV DNA
HUALT, % 6 A JJHEAT AFP IR AR A, BN AR R R A

XPTENE QT2 I, Rl & HCC mfa s (>40 %, Stk W&, o)
REANE AT AFP H ), M 3~6 /> TRl AFP MIUBEEGE 75 (A% (6 2 CT 2 MRI),
LRI HCCo X AL S8 58 N 1~2 AR AT B Bk il By AbiE X Zeiti g, DAEE
GBI B R F O K A RS L

W L AN T R HEAE R LB Y04k 0 2

RS e X
| Bt B Loxe e i P X

-1 A R AEBEA LI AR 1
-2 BAZ RIS 03 5105 HEEE 5
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I1-3 Z I 18] GBI R F 00T, SR8 i AR Il
1l 5 R RO S AR PERA TR AP

(Hepatology 2004; 9:857-61)

W 2. BB AR A AMRRE T KR X

1.

10.

11.

12.

JiRESE N (virological response) R HBV DNA fiillA~%] (PCR k) skfik+

Ryl R BR g4 4527 N 25, complete virologic response), B R 4E T[4 =2 log 1U/mL
(R 22 N2, partial virologic response) .

I35 2% W2 (serological response)  RIMLIE HBeAg ¥ [ ok HBeAg Iy 24 #5 #, ok

HBsAg % [ uk HBsAg IILii5 2 4 .

AN (biochemical response)  FRIMIE ALT Ml AST PR & 1F%

ML 7N (histological response)  $i& JHIEZH 23 %7 58 i R AL BR AT 4k A i 25 18 3]

K MEE

JR R MRV TT W (primary treatment failure)  ZEMCMPE RAFIITESL T, & (B

RiGI7 6 4~ A HBV-DNA [/ T 2 log IU/mL

W EE 5 (virological breakthrough) 7R MUAYT G HL T, HBV DNA 7KL

AIT P A BT Llog {8, BR—BERE 5 S B, AL ALT T

AR (biochemical breakthrough) 5 K AE AR B 2430 G, KB ALT B/

AST 55, EARBEBORIT IGO0 T AT m, (E AR th HAR R R 5 R 1 ALT F

AST Tt

YEFEN 2 (maintained esponse)  {EPUIN EEIR YT IH] HBV DNA £l A2 (PCR i)

B TR R R, B ALT 1% .

THIT AR N2 (end-of-treatment response) VAT &5 I IR BE2A . MG~ B4

FAALE N

FREENZ (sustained esponse)  VRYT A AG BT 6 N H B 12 A HELE, ST A 4EREAS

S (relapse)  VAYT AR HHBLRG 24 N, (#2455 HBV DNA FH7 T sl

¥, FFA ALT F1AST T, (HNAERR AR 22 5 D2 ALT FTAST T,

fif2§ (Drug resistance) FEHURERIRYT LA, ALl B ATHBVI 24 #H 5 [ FE R 5842,

FRoMIERI I 25 (Genotypic resistance) o PRI Won U 25 25 P BUEPE R, JF

R R 294, Fro AU 245 (Phenotypic resistance) o &1 XF—Fiipdi 75 254 H 21
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(YT 25 52 06] Iy A —F el LBh P02 290 BB 25, BN AS )if25 (Cross
resistance) -

B3, f bk LT R IR TT R
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