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1 K&

P RN R (HBV) Y (chronic HBV
infection) : HBsAgfl (=) HBV DNAFHIE6AN HLL F,

P ZAUF AR (chronic hepatitis B, CHB) : HHBV

et %

T R B5va$E )

EERMIL . |

(20154F )

FRER IR G5 R IR 02 P I RREPE BT o« W] 4) JyHBe AgbH
CHBFIHBeAgW] :CHB.

HBeAgBHPENE M 4B ¢ (HBeAg positive CHB) :
MiEHBsAgBH . HBeAgPHt:. HBV DNAPH:, ALTHRE:
RS T, BRI A

HBeAg M2 PE 2% (HBeAg negative CHB) :
MiEHBsAgBHYE, HBeAglHtE, HBV DNAPHTYE, ALTHRS:
RS T, BRI A

AEvE B EHBsAg#E 47 % (inactive HBsAg carrier) : il
EHBsAgPH 1, HBeAglitt:, HBV DNA{G A FBR, 14
WIESERE Vi3I LA b, FHRZ/DIHIBE3AN H, ALTIYTE IE 5
Flo AL &R A205N8)4R450 (HAD 175 < 4
3B S A sk RS E R R

LR B (resolved hepatitis B) : BE4E A &k
s CHBY %, HBsAglItE, HTHBsHIPESIITE, $i-HBCH
P, HBV DNAfR AN FRE, ALTAE IE 5 [

PPk 2R 4 S KA (acute exacerbation or flare of
hepatitis B) = HFERHABIF5 00 I 38 5 ALT T i 22 1E (8L
F CULN) 10f%5LL I

I Ti5 5] (reactivation of hepatitis B) : {EHBV
DNAFEEFE M %, HBV DNATJE = 2 log,, IU/ml, ¥
FEZLHBV DNABAPEE d BIVER W L H = 100 TU/ml, 6kt
= HLZEHBV DNA#HBV DNA = 20 000 TU/ml. fE4E R H
ILALTH S AU IE AER A . R A T ARIE 3 P HBsA gl

BEHOTF RS, Rl 2852 S i biin g7 iy
o

HBeAgPl# (HBeAg clearance) : BEfEHBeAgBIM:M)
HHHBeAgH k.

HBeAgllilifs % #t (HBeAg seroconversion) : HEfE
HBeAgBHPEM B HBeAgl %, HBI$I-HBe.
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HBeAgiVi%: (HBeAg reversion) : REf:HBeAg[H M
Pi-HBeH Pk ) &35 PR H I HBeAg o

HE1Z2 N % (histological response) J2HZ1 58 EINAEIF
K= 243, HIGHETYEAGTE o 3G s Bk Metavir o), i
YAV PR = 1576

564N 2 (complete response) = HF&H #5242 H.
HBsA gl sl FEAT $7-HBs FH % o

I PR I6 7 (clinical cure)— FF 4200 74 2 W 2r HHBsAgBH 4%
B H Pi-HBsPHA%E . ALTIES . T ZURAFIMETLI AL .

JR & PETE N % (primary nonresponse) : #%1F (FR)
K25 (nucleos(t)ide analogs, NAs) 497 HMPE K 471 i
F, W7 12INHBY DNARKHLLL I IR E < 1 log,, TU/mlEg
24JHIFTHBV DNARIEEL T B B2 < 2 log,, [U/ml.

WAL B 2 6 B4 W2 (suboptimal or partial
virological response) : NAsFUIR A VY7 AN TE KL 4T
F, IRI724A T HBY DNARIEL: T FiRIE > 2 log,, IU/ml,
TRATY SR AT DAAS )

iR N2 (virological response) : ¥R IEFEH, 1L
JHHBY DNATK Tl R R .

W90 (virological breakthrough) : NAsVAYTH M
PR RIS, ERTE LRI EG T, HBV DNAJKF L
ST AR BT AN oglE, B FERR I S SR N B E, O
TE 1A 1 )E LAAR [0 S A LA €, A BOGALT T
Ao

WEEE R R (viral relapse) @ 3RAFIG BE 242 N B 10 B
2505, MR 1A H P RIIHBY DNAY)> 2 000 IU/ml.

IGIKRE K& (clinical relapse) : Ji#E~HE & JIFHALT >
2 X ULN, fHRHEER AL 325 DRI ALTHE &

Frelpi #5222 (sustained off-treatment virological
response) : 1% 1EVAYT G MLEHBY DNAFFSAL T-HI R .

i 24 (drug resistance) : K EIFINAsAHH K FTHBVIi
AR GEAE, FRONIERI AL 25 (genotypic resistance) o
AN R PG B 24 ) U BRAIG . R R DR 2 A O,
oA FAN 25 (phenotypic resistance) o %1% —FPiiiri 2y
W) IR T 24 S AR X g Ab— P E LR B 254 I
2, A2 (cross resistance) o /5% P FPAN [F] 2
SIINASsTi 25, FRoAZ 2525 (multidrug resistance) o
2 FATIRFEATARS
2.1 FATHRFE HBVIEY A FERAT, (AT X HBV
GLPRAT IR ZE AR it A AR ZURGE, 2 ERE20
CNEERHBY, Hh2. 412 Nyt EHBV &g, f4
A1 65)7 NIE-THBVIE G BT SO T D) R s vt JITAlAG AT
i (HCC) P ApRiFfe fIHCCE# b, hHBV
YL I L5 43 00 30%M145% > . FR [ AL FTHCC
i, HHBVIESL S LB 5373 60%F180% . T+ £ T
Bew et b, SVEHBVIEGLH] R KD, ULKIEIEHBV A
i, W EPURsEdim) iz N, T4 HBeAg
B ECHB IR & 1 LR 4 BT L TP

20064E4x [F LB R IFERAT IR AR, FRE 1~
59% — M NBEHBsAgHE T R A 7.18% s P Ukt 5E, FREAT
T PEHBVIE YL # 2993007 N, L CHBE# 492000 5 1™
20144 R [F P TR oy (CDC) X4 1~298 A
ST R M RAT R F L R EoR, 1~48 . 5~144 M
15~29% NBEHBsAgh %5 511250.32% - 0.94%114.38%.

HBVEE L (AR 24545 o RES  k B i
FEREDY s T mk i B2 St T RS T HBsAg FIHBY DNAJ
o, SN B B S O HB VI O b R s
58017 137 ) 5 28 A 3 A2 B2 ol T R 4 T R BT
Wk ARSI ERAE . AL AR SRR A A R A
HAb iz . 205 JLHEHRFL. BE5S AR TAERIRE A5
Fan SEFBIZIU IR RS ] AR REEMEAR R A
FBI 30T, K 22 A8 43 W s 2 fult HB Y BH P 5 5% 6 L 8 RN A 978
BEAT TR WA ST 2 S BREE T (HBIG) R,
FEYE 3R T Bl S HBVEH I kA T I
filk, FEMREZ AR, HIEGHBVIR GRS = o

HBVAZ MR IE A IE AL 5, Rk, HW%>. ¢
kA i aefl, WA —IhA =T CRIELHTEIS T
ARED « BF . FAE—mE . B8RRI
FH e S5 G 0 5 7R (0 N S AR Y HBV . TRAT I SE R 5K
PSR K BIHBV RS AR I B gt OlsORn B g1 2% {5350,
2.2 Wb
2.2.1 SHFHETB: $ePp 25 0 S TP HB VI 4% B A7 3%
(0510, SHAFRET B B R s A LM, Huon 2
HL, 155 LLR RGN BER e A BE ClnBs 45 N i s
M A N B SRR AR N 5L 2 38 R
L 2N R S L B R . R D RRAG R
HBsAgPHMEE MR ER L. BB RMEET AN B2 AESE
1B AR S B A .

CHFEE AR R HER3E, %o, 16 ARy, W
B VR S, 2B 1IAY A6 H N I 55 2 R0 55 34 9%
T WA LR SR 1A CHFRe 2R AE 2R JR 24/ NI P,
RO SO P2 R (VA TR W WS a1 U N e e e e
WU RS, LR R = AL S L v 23

B 2 JFF 92 T BEL BB 1 B2 A 476 1) BELIBT 2% 9 87.8% "2 it
HBsAgPHYEBRESE BT A8 A4 )L, NAE H A 524/ i) Py RV
RAFAE A G 12/0) FERHBIG, FIFEMN = 100 1U, [
I AAEAR FRBAT BEPE10 ng TR BE ST, fE1A HReA
FIE o3 BB RS2 R 2 35 S PR, v B4R e REEML AR 1)
BRI sl =, 5k ) LAE 2B 12/ TSP HBIG T £ %
M5, AR HBsAgPH I BEE AL,

HBV DNAZK & 5 I HBV EEE AL 1§ (1) f < S R 220
HBV DNAZK 4R (> 10° 1U/mD) BESEMHE JLE 5 Kk E
BESESR . TR WG A%, 0L 40 RE S A8 4 4 v i 39
I FIRGTR TR 254, w A Z U= {3 T HBYV DNAZK
BRAG, 3204w RESA PRI e Th 51T LA 5 00 “Reik
D BED U BRI 2 I — AR AR A TS Bl A 3



XHBsAgB M REE T A B 4 ) LT 10 ug AR LT
P G s s NP AR LIS AR B £ PR 92 Ve 1)) LB R AT b
B, FUE 10 ng w4 FERE P T 520 pe G RS0S40 i
(Chinese hamster ovary, CHO) F4LZMFREEHT; XN i
WAERI3E20 ngHATERE 4T 320 pg CHOIE AL Z 9%
T o X RBETNREAR T ETC I, I 02 e 1) 2 A 77
Can60 pg) FEFIK: 35 G FR 7 J0 N 2% 2 ] 4% R 14t
60 pgEl3420 pngwAMERE LW, I T2 L%
T JE 1~2A AR 7% P Hi-HBs, A0 oS, Al iRl
£H60 pg A REEE LT

PR 98 W DG A PR R B AR R — i T
Fraz 1241, Rk, — M NS 5 EEEAT Pi-HBs I 5 n
TR AR AT BU-HBs I, WiHt-HBs <
10 mIU/ml, w457 hnsimfapgt™.
2.2.2 EAMREE TN A M) R B R R A R FEHBV
YL MRV S, T4 IR LA R ik b o

OULFE =AW M2 WHBY DNA. HBsAg.
Pi-HBs. HBeAg. #i-HBe. Hi-HBcHIITLhfE, WHs 4
3IMNHMeNHNE A

QMBS s WO AR, Hom
Pi-HBsPH M, AT A EATRR R AL B . R4 Fh ik & BT 9%
T, ECREERNT AR, HPT-HBs < 10 mIU/LE(Hi-HBs
ACPANTER, NALHIFESHBIG 200~400 1U, F IR I AEANH
PRI L TS (20 pg) , T IS A6 A A 23 %
PhEB2RIZE3ET CHFRE T (4520 pg) -
2.2.3 X EEREAT F IO EL 6 4 e (I HBsAgBH YE#
T2 RS 18] 14 5 Ty 47 o po O, I O R T
FRE I BT L HBsAg. Hi-HBcHIL-HBsK I, Jf 06 1
S GZ3FhR BRI Rt CHFRET .

CTYIF 5 535 ATHB VA A7 25 1) 4% Je vk IS = e 1
M FHBV DNAK, SILEALT. ASTHAH LT 2 /K6
Ko R LB 48 8 R H IR UG AR “ g ke
Vi e

X EHBVIE e S ARG B tEHBs A g4 %, BRA
REFHIR IV 4T 2R T 2 DN = 1 5% 0 SO R e A R B3 R
Ab, ATRCH AR, R e AT S 2 Bl
2.2.4 UIWrAL ik te ROpHE) 22 st CORGE R g
FO o R e Be B G A B R TS R 45 AT
FrHMER . B BT 27000 S B 45 28 H A0 P R U
o VERCNN B, KRS0 IR HAE M.
B A HBsAgFHYER, MM S alCR T L 28
PEAK AR BRR DA B B LT, — B B e, LA
B17 2 BT 9 B oAt i 50 kAR B 20 o KT HBs AgBH P
U, R G AE IE E E, ARG B e e, R
WAL e T REML LS

WEEN: MHBsAgPHMRESRMHTEIL, NAEHAE
Ja 24/ N Gl AFAE 2B JE 127N 3 STHBIG,
N = 100 1U, [FIRTEARFREA 10 pg AR L

- fEEREE . 3

BT, AELAS A6 H B 43 A m S 2 N 5 35t £ I 9% v
(AD &

WERN2: 0HAE) LIS A M £ v 1) L vk
ATAMM, 10 pg T FFEEE20 ng CHOTE AL L
(AD &

WARFE S HiEJLTE AR 12/N N NTESTHBIGH Z T
FEWIE, B2 HBsAgRIMEREE L (B1)

WEENA: W RIEIRAR el G, NI INE i
PRI (W60 ng) FEFIK: 0345 s B2 P T N 2%
] PR 14160 ngBk34120 pngwAIEERE A NPT, H 152
Rl L JE 1~ 24 AR h Hi-HBs, Wil o
e, A RGO ng AR ANTRETH (AL
3 RRE

HBV/EFEJHFDNA %8 #} (hepadnaviridae) , JEPH4
KZ3.2 kb, A AMEEIIRDNA . HIEK 4 4 D HBsAg
HBeAg. HBcAg. #i#iDNAZ EKEFAHBx& 1. HBVIHIK
P B, H65 °C 10/, ik 104 Fhal i R 2838 K
WWHBV. W& Lk R, W5 AR X HBV 1
BEUF I IR

bl 1S 1| N S s L~ e o 1 B & N
#3241 (sodium taurocholate cotransporting polypeptide,
NTCP) JEHBVIE Y HI 5 F) 41 B2 44 . M HBVAZ ST
MM, T AEEFRIRHBY DNATE 41 k% 1 LL U DN A
SRR AE K T A DA b TE 5 P L BRIX, T AN T A 2R
JRDNA (cccDNA) ; #RJi LlecccDNA AR, e s il JLFP
AFK R mRNA, 20 AE R T2 K 4IRNA I i G HBV I
HFRIPUR . cceDNAERE (FE) WK, wfE LR A
B, gt AR . HBVAEDATON LR (A~
D B IRE IBRACH ) & . HBVIED 1 L5 7 3k i Fla
FHFE (IFN-a) HBITNEA K, SCHFRRH AL,
BRI e 2 D kN MR ME AT 4% . BFIEAGRTHCC Y,
HBeAgPH B # W TFN-0i8 7 NV 2728, BIERRIAY i FCEE A
B, AJEIRL S DI . AR ] e AEHBeAgL i # 4
B SPETERR LB iRy T B R BT R
4 BAREREFHSF
4.1 B AL HBVIRGL) BAR WHGR T aE 45 FAIEREE L [H]
PAH AR o HBV I YL Bsf (10 47 6 2 56 10 8 A 1) e 2 2R
Fo TEFHESAZ L) LN R A HBVE T, 2300 90% 1
25%~30%%4 K FE I kgL, iS5 8 LU I G AT 5% ~
10%5 i A P I e, IR HBVIE Y £ o Bl 1] i 22 4)
JUIT IR

B4y ) LHIHB VIR G 11 AR s — T N %oy 441,
B G i 52 A fee il BRI, ARiEshEE (A ZHIA

P B,
ST ). ML HBsAgFHBeAglE, HBV DNAJK
VE, ALTIEH, FFZUEH B 5 alide i RAEPE, Tk

A A B 2T YA g e B
G SIS R S HBY DNAZKSE>2 000 1U/ml, ALT
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R T . P ZA 2 b 5 Bl i REIRGE, T AF 4
AT PR R, 02 T R e kg S RE A R H T e 33

it () . MiEHBeAglITE. Hi-HBel Pk,
HBV DNAKPAREAT A E], ALTIES, FFA2000 & AE
IH R PE RNE o AR e A B S 9 2 17 H B HBe A g IfiL i 2%
IR, R AR AL ATHCC ) XS B S k2> o

PRGN 5%~ 15% M) ARG 3 3 2 AT 0 1k el dian
JF 9 A, RIL A HBeAgl T, $i-HBelfH T, HBV DNAZK
S >2000 TU/ml, ALTRFSEER B 0, o HBeAglI Pk
CHB"Y. 0] FK H B HBe A g1 #% .

HAEFTHHBVIE & el UL L4 & /DRI AR
WURIHBY, 2 Sy i 52 W1 B3k N\ e i BRI .

H R T HBeA g L35 2 3 e = B H 0L G0 58 05 B
HEREEN2%~15%. FRE< 404 . ALTTI#. HBVE
I A T RIB Y 5 2 6 R B ). HBeAglf il % 5 45
RHAEAT0.5%~ 1.0%[1)  # R A HBsA gl bR iR
7N, HBsAgIH K105, 21 14% 100 84 T NE b 473 a6 0 L
cccDNAPY, HBsAgi kI B4R > 504, WO4 kA
RFadifh, BRAFHCVEKHDVIE YL, RS K AHCCHI IR
AR, BT RER AR,

CHB 4 AL (1 4F R AE R 2%~ 10%5, & K [
FAAIEE GER AL B KAZHBeAgll i 2 5 i
> 408 PTRIALTREEE TP, i # (HBV DNA
> 2000 TU/ml) , HBeAghF&EPHIED", CILRNAL, & JF
HCV. HDVERHIVE G LR IR BT RS FIAE ) B0,
R 452k JHF R A E e Ok JHF 2y B8 R AR A2 1R AT R AR 2R R 3% ~
5%, RACEEVE AL S A AR A7 3 9 14% ~35%,

JERF AL HBVIE L HE FHCCHE R A EK N0.5%~
1.0%5%, R4 SR FHHCCH R A% h 3%~ 6%, KA
HCCHRI AL I fE B R 2 AL, kA, B SR AL . R IR
Wi HARRBAHCCH 8. MiEHBsAgH K-, LUK #h
R SHCCRKR A AR KP4 B I I HBs A g /K 1

KWL AE EXTHBV S A BB i s sl T
HBeAgl?:. HBV DNAE/KF- (< 2000 IU/ml) . BakC

FER M WHBVE YL, 7K T-HBsAg (HBsAg = 1000 U/
ml) SHCCIH & A KK 5 IEA I,
4.2 ZFaAuEl CHBIN AR RHLEIR A 2%, 384 W R 58 4z
W KEFFFEERY, HBVAEERGITHM, HoEr A
P35 I 25 A2 T 440 403 403 B 980SR R AR I R R HLAI o T 2R S B
FAAE S CHB & 1 Ji ok T AL L R HC O 2R 32

W17 G e fEHB VIR A IR AR T, IF 35 2L (M
S N . M MEHB VIR G 1 A S fo 5 I 52 B i
{4990, HBV ] 33T [ S HBeAgMTHBx %5 £ Rl iR [ R 7Y, i
LT Toll-BE 324k (Toll-like receptors, TLRs) Fl4EF R %
S ILA (retinoic acid inducible gene- [, RIG- 1) MR
TR TR A, RAMHI AR 7 S N A 5% . CHB AR
HH RN BEFER SR (mDe) AN R SR 4n g
(pDc) {EANE I AR AL, mDCAFLERASERS, pDej=4:

IFN-aff) 58 77 B 0 R AIG, AT S5O0 LAk 47 A s 2 1 15
HBVEE TR LA B s e r= 2B RE ) BB, AR TR
73

HBVF 5Pk G0 B 2 AEHB VI [ rpold E 2R HIPY,
TG ARM R AY (MHC) 1 2% FRREIPERICDS 41 i
BEPETIHRCL 0 0T ST M T, AT /M IFN-y, LR
21 At 2 AP A 400 A Al B 40 g P HBYV 32 DR A2 s R e ik B
MR PEE YT, HBVAESEIETHR AN ST, B A LE,
G- WAEN P IR - Ty REFH I U 6 ) S 5 BRI, TRk ER A0 B ) BE A
W, HBVFFELE Y,
5 RWERE
5.1 HBV e ik 54 m HBV LI %45 & W A f5HBsAg.
$i-HBs. HBeAg. $i-HBe. Fii-HBcH$i-HBc-IgM.
HBsAg P X RHBVE G Hi-HBs A R4 bk,
YRR FHBVAT J 3% 1, T ST R B R
JEWE : Pi-HBe-IgMBItE 2 W T 2 4R & X CHB &
PERAE: BL-HBe R Pufk T2 E1gG R bifk, K
HBV, LWL EHEN, ik A, #HBeAg
FHPERICHBER v, JLLPi-HBCE X 5 2 AL T &
(PegIFND FINASIAYT 07 20 — & (K 70 A (4> i
T HBsAgse SAT I ] FH 0002995 HEJE . P 297 2R il
}E[(),SG,W]o
5.2 HBV DNA. K FH A o 7400
5.2.1 HBV DNA M 521+ Wi 18 Pk B VI GL (175
BRI, R F P00 B 107 38 N IE IR 3 B S 2 )
W7 o S TSR T 2 0 RO T 2 o (10 52 ) 2 2 TR R Y
(real-time quantitative PCR) ¥%.
5.2.2 HBVEER 43 BRI 24 S RATI H F 14 7 15 O 5L F
TR SV 5| B A i RE S N, (PCR) 755 @FE NP BI 52
s OLRTERREN K M 2448 Tk
53 A d
5.3.1 MIEALTHUER T4 AR FEBIG (AST)  [MIEALT
FIAST/K V- — M nl S e F AN B  Fe g, Bk o
5.3.2 MEIHA % M5 0L 20K SRV FACH . FEIRE AT
Xy MR E TR O 40 H B P 4 I B 2E
RV AL . T2 i v B LT IR 20 38 ] AT T i,
RETH= M5IEHM ER (ULN) , HAMBEIET Y
ALTHIAST FRE “IHEG > 27 7 I
5.3.3 M5 AR AFERE O WAL A R 6E, CHB. Al
AR Th A 3 v B 2 m A 1L VR R R
5.3.4 BRIMEEIRN ) (PT) MBEMEEIRESIE (PTA) PTR
S5 T O 8 . R i Eh R G T R b, R E b AL
LA (INRD R, P JIWress it J S UG A3 R e
53.5 y- BB (GGT)  1F# AME P GGTREE R A
JHFIE o e Bl FE BRI 2 o 0 R VS Bl R B 8 AT A SR AR 2
AR o B T e o % i DTS B8 B P A A 3 AR T L
BET

5.3.6 IMLVSHLPERERG (ALP) ALPZHFAH RS 0ETHEME



BT LY ALPR= A5 22 sl =2 B, 3] 4 il ALP R A48
o IR A B ALP A ZhZS WA FIWTR 15 &« T Al
M6 R 728 o
5.3.7 RIAAER (TBA) Al HE A 19 8 B0y v afn s Iy i 75
AR, YT AN M AT A . AR ZERS, R R A
SHLH, TBARLS T &
5.3.8 IHORERE W] S BCFNEA ST Be, 0 T I, 2 T e
R4 ThaeH 2 H M.
5.3.9 WIRE T (AFP) : MLIEAFP IR TR ZIZHWHCCH)
bR . VI RAFPH S IR A . B L IL 5 ALTA
ASTIITH KGR, FEEE A IR IR I 5645 540 1 45 JLalk
ATLRA T,
5.3.10 4 FKHZ a5 Pis- 11155 F 51 (protein induced
by vitamin K absence or antagonist-1I, PIVKA-I[) X4 /ity
FRELEE I )5t (des-gamma-carboxyprothrombin, DCP)
SELWIHCCH) 7 — AN EEAR bR, 1[5 AFPH b 781,
6 RTLT4E{L el M2 e
6.1 APRIF4~ ASTHIUML/MR (PLT) L% 454 (aspartate
aminotransferase-to-platelet ratio index, APRI) wJ - T-Ji-figifh
PPN . B AAPRIVESY > 243, Fis 3 4 R A IFIEL .
APRIVFE AR A[ (AST/ULN) X 100/PLT (10°L) %,
6.2 FIB-4454k JETALT. AST. PLTHIEH E# IFIB-435 %
T CHBE A AT 4L M2 Wi f15r . FIB4 = (4F#k X
AST) / (LM X ALTHI VIR o
6.3 BEAT i A% (transient elastography, TE) TE/EAN—Ff
BN A RS Y, SCAR SO HE R, wf A RS,
8% L A5 M 0 b V031 H 965 2 T 4 A R0 30 o 2 £ 4 1
LI P RE AR R 52 e T HR S AERE Bl a] B/ A K
BRI S0  H 2 5, LI e (8 32 T RAESRAE . I
THRBLL K R S 2 R 225800 T IHZL R W TE
W RLRE R R, N R AT AT E O O BEATTE
o fr. TESS RAETFE A BEALT/K PS8k, BTELH
b T 37 2R BRI A 18 FE AT DA 12 W g
TEMIIGARN I IR 3 IE R BB AT PUs 2va Y7 #
RGN E 4 (LSM) =17.5 kPaiz Wi T fifitk, LSM = 12.4
kPa (ALT < 2 X ULNI410.6 kPa) A2 Wi A it PERFET4E
fb; LSM < 10.6 kPan] FEREITFAELL 1T E; LSM = 9.4 kPan] 2
Wr S T 4k LSM < 7.4 kPaw] HERG Uk e PEIFF£T 44k

Fz 2 MetaviriEH RFE—FFALRIEFNE TS

2L 3T fF

RS RS AP

(histologic activity, A)
0 k) 0 (R 0 B
0 |GED) IEID)
0 2 (FESE) 2 (R
1 (Y 0, 1 1
1 2 2
2 () 0, 1 2
2 2 3 CEE
3CEE) 0,1, 2 3

U AT B JE ARG S 9 RN ST SR U S 25 1 5T

- fERREE . S

LSMT£7.4~9.4 kPaff % v DA% B0 2% K. 4 2l J i
LLEBIE R HLSM = 12.0 kPai2 Wi iFfiEifk, LSM = 9.0 kPa
Wk EPERT 474k, LSM << 9.0 kPaHERRATAE L, LSM <
6.0 kPaflEsfHE REMEAT£T4E4k, LSMAE6.0~9.0 kPa# ful¥fi: LA
GRS, AT SUEAR ™,
7 BEFISH

BRI E B H P I CHB I R . T
TG AT v A7 A A R G FL Pk o, U M U
FHZWHCC.
7.0 BAAEE (US) ¥ HAERM. HW. LatERn
B USHEET UV AR 75 5 i I 2 vk . %7 ikn]
DL B 2240 07 JE IO R0 AU P D /IS RT3 T P S L A R 100
FMFNA TG AT AR, LY S 52 BB AR A
B AR (R AR RN 256 55 P 2R (M BR
7.2 b F AU E R (CT)  H AL AT IR 25 14 W Rl 4
BsWiEER G A AT, AT WEIES, TR
HCHREAL, BB I o A 1 7 0 S ) vk o, Bl g
58 22 SR T HCCIS I BAT S U AR Sk
7.3 BaEdk (MRIBEMR ) LRURPER S, 41430 9%
i, WUAZ AL, ZRAIG, 6 R 20 2R 2540 4 Ak n
HIRE I 7 7% 1k B T P 851 1) S s R oy 2R LT C TN
US. Bl HY 58 2 Bl S e R 8 ik ) A0 S 0] R Ak
JFEPA B s AR B T,
8 RIEF ST

RFLA 230546 1 2 VP CHB S BT A R 3 . HE
R AT« FIWTFIUS RS I G725

CHB I3 B 22 m A« A ) 2 88 (R 714 DX R I )
P, B A A0 LB AN RZ A I A2, A AR A
LK /D B A MR S AT i, A A0 M IR AR S RV Xy
Ko FEATG R FARAT A0 A PR T RISRFE T i A 4, IR RRTE
JERERAE . /N YT A PR IRBE AT, T LB
TEREF AU, A0 B SR 20 8 N ALFE DR IRE . MR iR gt
R A IR AU S, T A0 o] B E TN, BB 20
oA TG SN N 2 . R DB CHB W] LT HE AL TE B
B 22 B AR RS T P S . RORENG ARV B 5 20N M A 3
JOd FEUIRY, RIS RIRE BE (08 X AR e vk . 27 4k ()
BB R, Masson — €8 et Je PR 41 4 e (a4 Bl 1 I 47 44k
FEREPIPPAY . WIS (significant fibrosis, Metavir4) 3] =
F2) FAidkJE $ART €744k, (advanced fibrosis, Metavir/) ] =
F3) E— R, w2535, 405y vk
B, RN SRy, BHREAG . 8 B PR el ), &
JEFR AR, 22 I ET Y fb S S AL ] AN [ RE

3 Metavirif s RGE———ATALRTE XS TS

S 24E4L 7 1 (Fibrosis, F)
T4k 0
ICE R TYEEY R, ARTCEF4E R T 1k 1
DX AYEY R, DR gERER 2
LA ARG RTC ST 3
JHHfig L, 4




6 iSRRI -

(Y 33 e 17172

G g AL G o v R I AT 41 23 W HBsAg FTHBcAg 1R
ko WRIKRTREL, R AZIR R A7 32872 i PCRIZAT IF 4 21
M HBV DNAkcccDNAK I,

CHBJH- 41 2R G RE TR JE 1R 73 90 R 4F i A 2 B 1 40 1
HetE % EH bR E#H I Metavirt™ 5 F4r R4 (%20 3) . It
Abs RV SRS Bh 304k FUG 20 T 000 o B 20 2515 D T A
Lfsl (collagen proportionate area, CPA) 1 DUH TR IR L
(LT deqbse BV, (H H AT AT T Im R se ™
9 IEFRIZHT

WRIETHBV Y& L3552 . et B LA
IRFAR AR A 2 R, WA HEHB VIS 734 «

9.1 BAMHHBVIE A H 2 N E R AL T it 52 Wi
HBsAg. HBeAgFIHBV DNAPHPERE, AENIELLRVI3IK, &
WERDERE3AH, ¥ ERIITEALTRHASTIEE H 6, HBV
DNAEH 7K, AU A TChi AR i AR e >,

9.2 HBeAg[a £ CHB Il iEHBsAgR:, HBeAgfH{:, HBV
DNAPBHTE, ALTHESEE S & re i BUIT A 212280 A A T 9800
A,

9.3 HBeAglA ¥ CHB ILiEHBsAgPHPE, HBeAghF4l[HE,

HBV DNAPHPE, ALTHrE:EUR B i, SUTALU G IR
AL

9.4 FFEFHMHHBsAgdE 4 MIEHBsAgM . HBeAgH
Y. Pi-HBeHPEokBIPE, HBV DNAK F K R ok <
200 1U/ml, 1AFEN SR UI3RLL E, RikE D EFE3IA
H, ALTFIASTE IEHIEE . ALK A Sor: A2805
FERE (HAD VPor < 4l 95 JoAb 9 21 e il R &N
TE LR

9.5 [REMHCHB MIEHBsAgATE, HIMLER () 41

HBV DNAFHTE, JFHCHBHIGIKEIL. FRHBV DNARHTE
Ah, BE A ML ST-HBs Hi-HBel (80 #i-HBcFME,

EZ120% 5 B VECHB B 3 (I35 A G s B bE . 2 W
THWTHBY DNAKIN,  JUH X Hi-HBeRFEE 1

9.6 LAAT EAFARAY, S HBVAH I AT REAL I AR 12 1K 1 0 4 4%
PREHE: O 8GR LS A2 A7 R4 1 UE S s @95 B
S HB VI G UE I o T 50 sl B A 7 7 B A
S B A UL 5 1 B B4R 1) DR THC VI e . TR i 2
%%[79]0

I R i MR A A7 T 3 S R A A 4 Sk A3 30
R AN R 5 . A A 2 B 2 A A
40 B BT BE B A B 1] UK S T RE TR, B 2T
A S W, (HTE B Bk ok i 2 il K R
JFF P M A A5 R IR B I R s SR AR R TR, R ] LA
I IO O TR A R ot PP . K SR S A
T I RAEE

Shy S VA b YO JET 5B A0 R TR R i, HI T AE TR
W, nl 4 HON A VL VPG R R G O, LI JERR K
Mok, JoMEsKs 283 Gakiisk, JTolim &EAK; 330:

AR, o, FEECRFEFEIkisk: 4380 AHm, ek
APEREK: 530 BRTSIMIE. 1. 280 ARRE R IHFAE L, 355
W1k R ARREVEIF AL . 1y 24 3. 4RSI 1AE 98 28 % 43 5
H< 1% 3%~4%. 20%-+ 50%FH1> 60%. FFRIEMHI
5 TR, FE 3 T AN BT T R 55 D) AR DTS

10 SRT BHR

BT AR I KPR FE K I HBV A HI, IR T
0 ML 98 IR HE S A AL, AT RNk /D I Dy BE v .
P RARE: . HCC K A I RAEMI R A2, T O 38 A 175 i &
FGEREAFI ) AEVRIT I RE 350403 A 1R BB Y
Rl SRCHBIYIR R VA @, RIS 1B VAT )5 FR 810 d52
M. HBsAgiH g JEAEA ALTE B A 20 200 A8 243

TAIT 405 OQBIUAHIL . HBeAgPH Tk S5 HBeAgHI
B, EHETAEEANHBsAgY &, Ao R HBsAg
ML 2 e 4. @ R0k HBeAgPHTE R, 52553k
RPN R N, ALTHE, JEEEAIHBeAgliL i %
e, HBeAgBIVEEF, {524 53R RESEIN R 75 5 .2 FALT
S . @MEARML S W EDIRE L E RSN, DU
BEATT AN KRR R 222 N2 (HBV DNAKTIIAR D
1 R EATTHIE R IE

PO EEVR T BIE MAIE 32 AR ME HBV DNAZKSE i
TALTHUTF A0 7™ R B R s V555, [R] N 4 4 i 4
Wy GRIG SR BB S P38, 25 VA SR 3 1 e R
W5 He T R Sh PR BRI IT o S I VEAT LE s G
FHATIGRE X . W HBeAghH &, EMALT/KTTHH
i, WUAHEIEMEE3~6H, Wik KA A K EHBeAglliLiE
i, BALTHE T w, T%IEPUREERTT .

RS2 PUR FHIATT IO AT RIS A2 LA R 40508,

(DHBV DNAJKF: HBeAgfHM: &%, HBV DNA =
20 000 TU/ml (A4 F10°# Ul/ml) : HBeAgli Tk 4,
HBV DNA = 2000 [U/ml (F{24F10%% Dl/mD) ;

@ALTKF: —RESRALTHS: T == 2 X ULN; 4
FATE R, RO FALT < 10 X ULN, [ S -
41 M < 2 X ULN;

SFFRFEEHBY DNAPHYE . IEAE] R gy e, B4 L
FERZ =, PR, AT RS THUR R
g

OFFEE BRI JE 228 b sReFdith, 552
JHA 422 0L I (AD)

@ALTH 4T 1 X ULNZE2 X ULNZ A, HEH2F
> 3083, EUATIFASUSR B AR A, R
WE G RE SR EF AEAL ISS THURERIRTT (B2)

@ALTHREIE T (3 AR ALK , Fwe> 308,
A HFREAGBHCC A MG B, £ AT I 4 ZUE A sl G B PR A
o, A5 W S RE s T 4L 25 T U 24597 (B2)

@FFAE B AL (1 2 AR B 1, G ALTFIHBeAghs
O, BTN RHAYT (AD

T SRR BRI S, AE TR ARV T i N HEBR & I I At



SRR Y WORS AN S SR R T BUNALT IR, W55
T RN BBl 20 S5 ALT B R 0
12 Z5&IFN- a FlPeg|FN- a 3477

I [ O HEE B IFN-o M PegIFN-aH] 1347 CHB.

12.1 E3BIFN- o F2PeglIFN- o 76 47 9 7 & A J7 2 W IHIFN-a
BT CHBEE B 2 7 3. PeglFN-otf4 T @IFN-a
REIUAR ARG 5 =i I HBe A gL #5426 . HBV DNAJH] K A=
2 B 2 R0 2 I s 22 o BEATLG BRI R RS
HBeAgBUPEMCHBE R, KA PeglFN-0-2a 180 ug/f&iAI748
JA, A5 2B D24 I HBe Ag I i 22 ¥ 5 % 4 32%~36%,
JER LR ALT 2~ SHTULN R 15 2424 HBe A g IfiL i 2% 5 46k
K N44.8%, ALT 5~ 105 ULNEE H61.1%; 152524515
HBsAgH: % 123 ~3%, Wiy B, % T'HBeAghH
fCHB, M H]PeglFN-0-2b W i HX #3251 HBY DNA I |
HBeAg L5 2/ # # FIHBs A i bR ™, {5 234 HBs A gl [
A 11%™,

XHBeAglWIPECHBEE (60% N WHAD HPeglFN-o-
22379748, 152kt 1i24/FHINHBV DNA < 2000 TU/ml[¥) i
HHA3%, 152G HTTA8 N A 42%; HBsAgiH R AE(F 2
B U524 RN 3%, 152250 15 B3R =8, 7%, 5 2454F
BN 122%™ HWFR BN IE K PeglFN-o 7R 24 AT $E B
VK S e N EE 7312 SN :S QN IE 2 NEY S IE ez s
i, WIS, B A KRy T .
12.1.1 PegIFN-a. 55 NAsECA BT 5107 72 PeglFN-a.'jNAs
IR ¥RIT 7 2202 R e d sy T AU AN V) . RIB IG5 %
4G Pegl FN-o 50 25 75 7 5 T HBe A gk ¥t . HBsAgi &
TR EE N AR N S T AT AR — e A, HR
B 2 I (R R A BB 560 S A 9T B 7R #E PegI FN-0 3
it EIn A ES (entecavir, ETV) , FFAR$ERHBeAglfl
TP 2R DL L HBs A gl [ 2,

i FHN A s B AR 93 75 20 Ji5 645 8% T PegIFN-al 1 Jf
%, BINAsH 2/ HBeAgllil #5540 L HBsAg R B THAT —
SE IR FAL T 2 v BEHLIF B 5T S, HBeA gl
PECHB & M HIETVH 251897 9~361 [ Jf 12 F/HBV DNA
< 1000 # Ul/mlLL zHBeAg < 100 PEIU/mlfJ %, 55
PeglFN-a-2aif 7 48 A (1) i3 HH 0 4 4k 84 FHETV . 2493777
BAA B S M HBeAglllig #5323 (14.9% vs. 6.1%)
HBsAgiHEFE R (8.5% vs. 0%) " 59— Iiif5¢ i /~HBeAg
BH P i F 252 NAs[$72K K52 (lamivudine, LAM) . ETV
BTG (adefovir dipivoxil, ADV) JWAYTF 1~34F ik
FIHBV DNA < 200 IU/ml;HBeAghsH#E, 1452 PeglFN-
a-2a) 7 BLVA 7 48 S M HBs A gl Bk 26 T i e 28 53 77 b 16.2% il
12.5%, BRifi, IR PR SCH F BE AL PegIFNTAYT 1l g
ORI 22 AN [ N R BE K22 44, BRI TR 24
B A P — 20 VPl
12.2 IFN- o 3L 257 A TR B &

12.2.1 W7 TR 25 BAT LUF B 2% (T HBeA g 7 CHB
i H P32 PeglFN-aiG )T HBe A gl i 24 ¥ W R s . OHBV

- fERREER. 7

DNA < 2 x 10° [U/ml; @FALT/AK T @R ALY ABHY;
@FELMCHBsAg/K s @R RIEINLG2LL ;. HBeAg
FAPECHB AR & 1 JCAT 2K 87 7 PO 153 22 v 225 [ R 22 0%
TEAPUREEFRIEI T, AR R CRdS T DA R
B L WHLENAT RS WERE S IGT 1 EREA
VIR BUR BRI T R, I L5E 5 [ PeglFN-0i8TT
12.2.2 Y097 i R i 70 8 32 HBeAgFH P CHB & #1697
245 HBsAgHTHBYV DNA [ 5 F 7K - I i 7 N 25 1) T X
EZUY, PeXPeglFN-aifi)7, WK 24/HHBsAg < 1500 IU/ml,
SRS IR YT A8 A N SRIFHR = T HBe Ag LI 27 #4567
224 BT HBsAE i {15 > 20 000 TU/ml, #3045 1k
PeglFN-aii 37", B FINASIHIT -
HBeAglPECHB & & 167 I W HBsA gl F [
HBV DNAZK 2 15 24 JiT F5 0005 53 2 N 25 1 T (4 321
WA 12697 S HBsAgA F % HHBV DNAKSLZE
< 2 log,, IU/ml, N 4% 1-PeglFN-aifiy7 "%,
FINAsEIT o BAKES W “HURTERIT R I .
12.3 TFN- o # 7~ B R B 4k 28
12.3.1 GURFEREMRAE R RM, S DR Z J1%%,
AL AR T A S T N0, B3R 5 7 R B R A vt 24
12.3.2 — 5 PR A0 Ja] il 40 M v 2> e o R 4 i 4 06 T =<
0.75 X 10°/LA1 () ffi/MR< 50 X 10°/L, W FFAKIFN-a
Flaks 1~2 58 A&, WikE, WS e,
PEREAE B4 VA< 0.5 X 10°%/LAN (B 1< 25 X
10°/L, U R 7 425 40T FHTF N-oce o) o 1 s 40 it P 58 B A1 %5
AL L0 A 9 I 1 (G-CSF) Bk 40 i [ 0 40 g
IR HIIN T (GM-CSF) 8797 .
12.3.3 KEple s IR FIAR . 2 AEURT 5 A L8 SRS Hh
SR o SPRER ™ TR, N A TR N-a, D5 B 2% [RLRE pl
DFLT I CRIE N — 2.
12.3.4 A S0P g B al I E S Pk,
AR IR IR . BRI D R A
B RRIE SN R R RGN L BRGS0 4, NI A
KRI=EIILRNSR, MEENAZZ,
12.3.5 JLAl /D WA B RN GRS E . O R
RE . MRRIBORAS Wy 7R B a] Rl 48 2%, 45 1 EIFN-a
HIT .
12.4 IFN- o 76 57 09 25 BiE
12.4.1 TEN-af 7 B 2056 28 ZAF 4 Uk 80 307 9 o 4 e 1)
R s CRAT AR o ZUE B0 EPATIE S D KRR
PRI . R A AR . R A B e E R
Wi~ APEAT eI ERY,, PL R, o0 ) 3 v R B ZE
i3 S At 5
12.4.2 IFN-ai8 7 A A8 Sl AU IR oe,  BE A SIS i
U S S R € b LR 7S e = || WSS eI < B TR Rk avac 1
< 1.0 X 107LF1 (8 M/ H40< 90 X 10°/L.
13 NAs;&f7FALE
13.1 SAFNAsZ 477 2L (FR4F2K5)



8  « IEEIRFRIE
4 HBeAgPRIECHBE B EFImE AMATHLE (%)
PURAEY) HBeAg IMLiE 4%  HBV DNA #[§]% ALT 5% HBsAg #: 1% 2% 30k
BT (48 ~ 52 D
PeglFN-2a 32 14 41 3 125
PeglFN-2b 29 7 32 7 126
LAM 16 ~ 18 36 ~ 44 41~72 0~1 104, 125, 127-129
LdT 22 60 77 0.5 129
ETV 21 67 68 2 104
ADV 12~ 18 13 ~ 21 48 ~ 54 0 130
TDF 21 76 68 3 109
KT (2 ~ 849
PeglFN (15245 3 4F) 35 19 — 11 88
LAM (5 4E) 22 — 58 — 122
LdT (2 4F) 30 56 70 1.3 116
ETV (54F) — 94 80 5 (24F) 106, 131
ADV (545) 29 55 77 — 132
TDF (8 %) 31 98 — 13 110

P

“—7 FORTCAKEIN; PeglFN: AR THEE; LAM: FOKIGE; LdT: BHKE; ETV:

BEEH, ADV: FiffiiE=H

fig: TDF: SiftE4ile: ALT: WZIREMEELE
35 HBeAglATHECHBEE SHMBAMRITILE (W)
U HBV DNA ;[ ALT 5H % HBsAg ¥ [ % 2% 3R
BRI (48 ~ 52 D
PeglFN-2a 19 59 3 133
LAM 72 ~ 173 71 ~ 79 0 129, 133, 134
LdT 88 74 0 129
ETV 90 78 0 105
ADV 51 ~ 63 72~ 77 0 109, 135
TDF 93 76 0 109
KHRIT (2~ 84F)
PegIFN (1525 3 4F) 18 31 8 136
LAM — — — —
LdT (2 4F) 82 78 0.5 116
ETV — — — —
ADV (54) 67 69 5 120
TDF (8 4F) 99 — 1.1 110
e “—7 FORTMKEIE; PeglFN: R4 EEALTHE#; LAM: hioKkRaw; LdT: BHhkae; ETV: B -E$; ADV: [i{iET

fis; TDF: Hifitadlh; ALT: WAL EE
13.1.1 ETV MR R ETVIAIT 48 AT, HBeAghH Tk
CHB &, HBV DNA%] (< 30045 Ml/mD 2467%-
HBeAg L5 2 #5405 0 21% . ALTH H % 4 68%. JF41415
A EFR N T72%" . fEHBeAgHIECHBE# ', HBV DNA
BB (< 3008% D1/ml) % H90%. ALTH WK 478%. T
LR AR R R 70%1

ETVIGI7FSHMBE U5 £ M, HBeAgPHYECHBE #
HBV DNA#J] (< 30045 Dl/ml) %94%, ALTNH %A
80%!"", YENAsWIVACHBHE & (HBeAgRIMEEIATE)
ETViIfIT SR BN 25 R AR N 1.2%, Rifi, EOkE
LAMIi 25 13835, ETVIRIT S B AR IR A i 25 % 2k
KT E51%" . N HETVIAIT S 1T AL 205 BT 97
TN, 88% (55/57) AIMFAFHifb i, 40% (4/10) JHi{l
RS T AR AT R AE TR IR P A R, N
EIE .

13.1.2 B8 Hl8 (tenofovir disoproxil fumarate, TDF) Il
W PR IR 5 % W), TDFAJ7 4881 HBeAgll L CHB i %
HBV DNA%H (< 4004% Il/ml) H 476%. HBeAgllLiE
Wi J21% ALTE X 168%. fEHBeAgHPECHBHE
HHBV DNA#:H] (< 4004 D/mD) 2 493%. ALTH %
H76%",

TDFIRIT SE A E 5 5 87 %, A Ui fb i 5y
51%; EVRIT AT B2 WA HFAEAL () 8 5 (Ishak PPy R 5Ek
6) » LSERITI, T4%HEH M Ishakit sy FFED157,

Z R 8METDFRYT, HBeAgPHE % FTHBV DNA% Y]
(< 400#% U/ml) Z£498%, HBeAgIlLik 742 H531%,
HBsAgilf k% h13%. HBeAgh & (MHBV DNAH: [
(< 4008 Dl/ml) R 499.6%. AAIEITDFAICH 2. EK
WETT IR, 2.2% B KRS & = 0.5 meg/dl, 1%
1) 55 R LI [ 3 1750 ml/min, KU FH 24 (1) 56 o iy



19 B Zh R AR A R 1 9 1y R A1

TDFiRITNAsE A B E 48 H R 168 ML 7R, it
FELAMIi 25, ADViid2y. ETVI 2y, iB/EADVNVE A,
LAMATAD VLA 1 25251500, TDF AR I 48 1A 2%
A, FLIR B2 R A
13.1.3 #LLKE (telbivudine, LdT) [ P I IR 12565 11
SRR, LUK A ERE U TS 1048 45 B R W, LdTH
AR EOL FLAM, LR 25 % A4 AR FLAM! 1, {H R
PRI 2520538 R . ZEZ8HBV DNA < 10°# IU/mIJZALT =
2 X ULN[WHBeAgP kB4, siHBV DNA < 10'# Il/ml
[JHBeAgWI M i3, ZALATRYT 245 I 41 FIHBV DNA <
30045 TU/ml, ¥&IT BV 290 I A3 0 I 1) 7 RO ERA D i 24
RN,

LATH A R R AR R FLAMARL, HIG 9752 )4
U104 J8 I e A2 3~ 4G LRI (CKO T8 4 43 il 7.5% 1
12.9%, MILAMZLS: 5143 1%A14. 1%, 742 % B
R BGOSR FI LR IR h #E A5 kol , W51 Oe . A
i S IFN-08 A I T BOR R M, NI R
13.1.4 ADV [E N AMEHLACE IF R IR KW, HBeAgh
CHB#EZ I RADV ] W] B 4HHBV DNAS . {E3EALT
H L BTSSR LT ik . XTHBeAgBH L ¥
YAIT 1. 2. 3FISAER, HBV DNA < 100034 Ul/ml# 43 )
J28% 45%. 56%H158%, HBeAgILiE ¥ %4 ) K
12%. 29%. 43%H148%; i 25553 0% 1.6%. 3.1%F1
20%"%1 XTHBeAgI T IR 9T S4E, HBV DNA < 1000
P UU/mLE H67% ALTH H R 69%; 077 SN K S AR
IR GAR R A R H29%

ADVIKALAM, X T"LAMIE 25 [ CHB i # G615 261
HBV DNA, HIBEA 258 5 ADV IR 24 % A4 R B AR,

ADVEKIAWEIT SEERE, ML LEF T+ 5=880.5 mg/d1# ik
3%, AFLILE IUEF i T S ap g pE S0 g e 2 R

(CFDA) KA ADV KI5 1l 68 3 B0 % I 6E A
HEHRAAR . BB E TR AR PR S A, R
WA, G E S HWRIE . TR RS R AR R A
iE o AT 2410 R0 A B D RN A RV ki 0,
HRE T e SRS IE M R A

13.1.5 LAM [E ] APREALR R R REG 25 S B, HIRLAM
100 mg 1YX/K, T B3HHBY DNAKF-; HBeAgllLi%
e R VR T B R e, VRIT L. 24 3. 4RISIER Sy
WI16% 17% 23%. 28%H135%" . BEHLIUE I A 1k 2
W), CHBHEW AR A AP A S R LAMIA YT 3
SENT QSRR PR Ih g AR A2 SHC C I 2 A 32,
FACEEVE AL B S LAMIBTT SRR LGS T Ui e, KA
1A,

REYEYT I TALAE K, i BRI 24 58 A8 ) R A= a8t vy (351
2. 3. ESHIH14%. 38%. 49%H166%) [,

13.2 NAs?& 57 & U 57 A AHALE 57 N NAsIHR T CHB,
R VR R 3 v T 24 R IR D B 25 s 0 SR LG 24 % DR

- fEEREE. 9

Wit Za, W% T OLAG IR T CABE ST ORI D i 2k
o —TRRTHE M 2 o Il KR EFFORTHIE 7¢ 1 1247 45
LKW, W TLATHYT FN 2 R0 855 (24 HBV DNA
< 30045 Wl/mD kS50, 1RIT24F-88.6% 1 A ST
HBV DNA < 300%% Jl/ml, HBeAgIfiLi 2 % h41.3%,

i 255 A5.5%;: ST FLATHEIT RN AN EREH (24)F
HBV DNA = 300%% Jl/mD) , HIHADVILALIAYY, 24FHBV
DNA < 300%% Dl/ml# H71.1%, 2535 40.5%. NI
WY T &G, RIS N TR2EHBYV DNA < 3004 Il/ml#
N76.7%, T2 K2.7%. IWENIMIFRERRE, L
7 0 UBR T 0 i 29 10 77 A, AERSARTE 25 2 AR SR
TETVHITDE (FESkxd kI

13.3 NAsv& 57 F o9 45m)

13.3.1 Y897 FELRAH IR I OIFIE ARk 52 br, F 2
ALT. AST. HZLZM A8 A5 @ 8527 FALTE 2 45 &
#), T2ATHBV DNA. HBsAg. HBeAgHl#i-HBe; @4
PO L, R R I E LR A CKAES, b EEE ] AS
MBEFIFLER s @ICEIVERTF 4 (A, Gt AT 3 4G 00 5

OWIFATAVE, YT HT T AT AL LSS

13.3.2 Y BRI AN ME R AR 2mE. A
ik REARHAYBAATES . AT AITEK
FR 25 A1 BR I RS54 00, AR S D4 T M B 55 24 T RS

SRR, P RO

13.3.3 DL WA RSO T A AR B NAs S AR 22 4 1
R sz M B, ARFEIG RN T R A, I EA R
RN RA, EeEAR4 (EEILTADVIAT) « KW
PEER (EZ W FADVAITDERIY) « WL (FILFLAT
BT BREUIE M (EEWLFLAT « AREHE (o)
WTLAM. ETVHILAT) 4, M5IHIGH . #INASIRITHT
AT A DG 5, AU RS o % vA 7 ot B A L

CK. FLI% S W] S T sl it 45 1 B IR AR G I R R I
B GEOARZE. WENIE. WL HImSEER &
T NEVINEE, — BRSO E SR« R
MAE WULAR . BRSOV R B FLRR R TP 28 55, . B N5 24 B
MU A2, IR T RO RE YT T .

13.3.4 i 25 M0 i 25 JENAs K967 CHB BT I 1 ) 25 22 ) 7t
2o MZYR BRI EM ASEM EE A
KMFRRAE, DHEUEE T HBUFDhRe s ST RE
Ry, PR,

13.4 NAs 24 69 T Fo ik 22

13.4.1 P VPSR 2 A T SEPUR BRI YT N T 2 RE
ARG M LU SN 2 1 8 (UNALTIE % . HBeAglH
PEM G 52 ), FRAlE X L R R < 305 1), AN
HITRPURTHATT

13.4.2 NAsHIESE: VAL /EHEFEETVETDF «

13.4.3 VA7 P2 IR HBY DNA LUK I % B 5t 2 T6 1 4%
BUR TR — BRI RS, T S AT SR R A it
IR, RS TR (PENEEE) o X TNAsK



10 - $ERIRARIE -

F6  NASTHZAHRRTATT T

i 242 HEFF W)
LAM 5k LdT fiif 24 1 TDF, =i/t ADV
ADV §if 2y, ZaiAMH LAM ¥ ETV, ¢ TDF
YAY7 LAM/LAT i 2451 3 X

# ] TDF, 5 ETV +ADV
%} ADV Tif 24
ETV fif 2y #:H TDF, i ADV
REZ A58 (A181T+N236T  ETV +TDF, #{ ETV +
+M204V) ADV

M2, BT PeglFN-adf T [#  25 S iKY,
14 MRS RTHEE LKA EE
14.1 FmFs T EF S
14.1.1 HBeAgPHPECHB ZEHBVIEY: HAR L, HBALTH
(THBeAgBH M CHB i 4 il U i Fit o B4 P 98 0E 7 30 ik
B, nHILA R A HBeAgiF F#4%, ALTIRSE EH"". K
I, AT ALTH mi 1 HBeAgFHYECHB &5 7] LLSE M %23 ~6/
H, AR A AR PETHBeAg ML 2 84 H ALTH: T,
P S TF U b d iy

EOL b e

B DIS: XA B EFEHETV,. TDF
PeglFN (A1) . X T 2&IFMH M LAMELATH B,
WISV IT 24 JG 7R 75 E | > 30045 Ul/ml, o TDFokn
MADVI&TT; XF UL HRTADVIEH, W iEy
245 I B E IR N %< 2 logy, TU/ml, MUHETVEL
TDF! M (A &

HEFEIT L

HFEIG6: NAsH ST FEA I 2 /b4atE, Rk FIHBV
DNAME T TR ALTH % . HBeAglllik ##ik)G,
WY 2034 (e A A 1O MREEALRR, 7]
H 18152y, HEKIT R IR R (B .

WFEEMT: IFN-of1PeglEN-affHEXE T RE 145, &t
24518 T HBSAGE #HA7 > 20 000 TU/ml,  ZIUE 13y, o
HINAsYfIT (BD) &
14.1.2 HBeAgBiPECHB HBeAgM M B & busi #ivhyr B A T 72
AW, BASZEIFRERE S, Fbarr e K,

EL bt

WHFEEIS: XA EA ML FNETV. TDFL
PegIFN (A1) o X T UAHIERHLAMBLATIY &,
B VA T 248 5 5 E > 3004% U/ml, ST TDFEL N
ADVIRYT; W T O HIRHADVIFEE: WG IT24 M
Ja I B E B N %< 2 logy, TU/ml, B4HETVELTDFIA
J7 (AD

HERETT R

WEEI9: NAsHIT & BUAFHBsAgiH & HHBV
DNAIAR], HIEGIT 14 (K203 REE, &
WIRIREOAN HD A RFEAAZ I, W a2l (B

HFEMW10: IFN-ofIPeglFN-aff )T RN 14E . 5
2L 12JH309T R K A HBsAg e &= I T F, HHBV DNA%E
LR < 2 logy, TU/Mml, #EHIFN-o!"", MHANAsHIT

(BD) &
14.1.3 fREEHIRIURACLE A AT 6 FAIAL 6 955 © 4038t
JEZ R R, TSR IR AT .

Bl buke s

WERII: YA EERLHAZETETVE(TDF
(A1) o IFN-of7 FEUH DI Re R SRR v BE, PRIk 2k
T R AR A A B, S AR T A 2 ot R o
MU, (A .
142 B0z E3E (A1)
14.2.1 1B YEHBVIEA & A sh PEHBs Ag #5417 & I BE VT 18
PEHBVHf 2 BRI T i 2 1, —Meis ol N I8
RAETE B BA A B AE, BB FOW 359097 B K
e, —BAMERETUR R R, EXTEREE3S S . A
HCC S s 1) v i 7 3 S0 3 5 B IS PR TR 18T . b
R 3 3 S 52 )RR A AT S B A G BT A2 1)
O BT RGN, ik, XFFHBVIE # N AE3~6
AN HBT I R A RS, AFP. BIBFRUCAIAT
UL, D ERATIFALUR, SRS PURTIRIT
TR, N RIN R EhI6TT

BB EHBs A Al F M AHEGE BUR #R0T7, (HIK
BHEH KR HBeAgIHYECHBII T BE, HAKWIBEUI T &
AHCCHIRBE, PRk iR 64S A 347 i M. A1k
. WiBEY, AFP. BEFILGIAFEFgELSR &, G
JREVAITIRIE, BN K E BVATT
1422 huiss i T SRR BB Y GRT PURTRIRIT I
FE b IRE T 1) H (2 7 TR 859097 7 3k T2
MMM, BLSIR 2 FIAS [ RV o
14.2.3 3897 45N UG B BEYS 697 45 U5 S5 25 /g AT
NI 1 H A T BRIk O TR BT AT AL, IR
PG R LA HCCH R Az IR, A8 S e U 5
BT RO RN, FEAE 253 1 A R A T R L
N DIRE, HBVIILTE 4R &9 JL.HBV DNA; 2 5 5E34 /]
RO BFDh e, HBVILIE 45 &%) XHBV DNA, %/
Vi VAR ], DAGE B AT 48 52 BT IR oy g Ak o
5, W TRRSEALTIE# HHBV DNAMK TAI R B %, #il
S/ AAEHAT1IRHBY DNA. IFZhfg. AFPRGE A4
. W TALTIEH#{HHBYV DNAFIPEE, #ilsie Hk4T1
{XHBV DNAFMIALT, AFPHLEMS AR RE . 0T a4 &
o RE3AS ARSI AFPAIE A A WAR, B CTER
MRILARE R IHCC . X Ak 58 R L~ 24E HEA T 1 5
Ky, DO ot B IR H Ik il ok A Tk RErE i .
15 FER ABHRS AT IEERR
15.1 R AB AT AERF it VS % B IFN-aDk
PeglFN-aifiJ7 LM 2 I 38, MIEINAsF B b7
(AL o (EARTE RAF RIS B R, A i 24 25 B Bt B A 1)
NASYRIT J& R N & sl N AN R, N 2R T
U wmaksinr M (A o T ETVE DR Y
MR R TR sl B AN B, R HEIEGT TR



HBV DNA BI'H
(HEHEZK >

SREREATFITA)

|

- fERREE . 11

B

Be-124A: mMER
EPEE - mEFE

Jr \%
HBeAg P 5% : HBV DNA > 20 000 IU/mL a2 Bl aahin et ar

AFP - BiE¥ HBeAg MM &% : HBVDNA >20001UmL
HHERALT |
v \le N
ALTHEE R ERHFE: 1-2XULN | >2XULN
+ R FEREE
- ERATE
| HIRALTFH B H AL HEP |
! v y
: HBsAg/HEV DNABA : HFixgsh (1-2XULN) « HE3+H )
| BEE. EEctE 1 AL ALT>2 X uLNEL L
| EEFAREE: ) ¥ B R humEaET
[ 1
| I EEERANTRE - REHRE IR
S, 1 & bl i
BT SR AR AR B sEasT
- PR AR R
B Sahin mEET

L ik QRAFHREFRTFLFELAER DRETFRRA 2BV BRIEE-

fHE RS EFECAAED HOV B BENEnE.

» WEHEFER - S5

B AR AEREE T B RS R E

1 AITREMENENERE: BitmErGR. o9 EF . 2% BOKE-

E1 [24$HBV B LE EIRRIEE

E A A ] 11,
15.2 L AR T Fo S 9%
TEHESZ IR AT B e R T i fE, RA4720%~50%
P T O LA R B SR 2 PG 2, FE LR
PERT IR v EL R A0 T i 2R3 A AR ST R PR

EATHI A6 T 09 & A 1 IEHBVIRGL B

R Q-4 BT AP -
LRSS, Ik T i G 245 (I ETVEL TDF

T PE BT #5697 AT AW B R A1

R PUREIATT

?ﬁy,—‘f[lﬂ]o

XF T A DR A 50 T 52 A 0 B S 8 4 AR ¥ T
B, BRI AT H LT AT HBsA g, §T-HBcATHBV
DNA, P4t 32 e B4l 7 A AR AR E o AETT 46 s 2 40
70 B A IT 2y — B T a6 N ] BUR RE IR T . XTHBsAgh]
PE. PUHBCRIMER, A HI B s B LRSS, T LL%
FETRP A FHUm 8 25910 (AL o R4 R0 S )

Hi2h R BB RIE

Kt s H IFN JRY7 B O A

NAs J{I7 B B IR

AIFHE T A HAEE T ~ 2 AR 1 ok, BLE & AR

A

o 1 K BT SR
B KEFRE 1 P T 4
HBV DNA A3 AN AR 1 R EERIT AR

B3N AR T IR
BF 6 AR 1 K
A 6 SR 1 IR

HBsAg/ i -HBs/HBeAg/ it -HBe
Fifit e (AFP)
JHAEFED € 46 (LSMD

B3 AN HRI 1 WAy R C A TR ORI T
fiE

A5 6 AN IR 1 IRE BRI 85K

ﬁ3~6AﬂmW1aﬁ§m% TN
B3 ~ 6 AN R 1 K EEIRIT 4

&6 AN AR 1 IREERIT SR

B 6 NAKM 1 IKEZEIRIT 4R

B 6 NI 1 IREEIRIT SR

FRUR B e A0 L SO R R R, BON AN AR A FUR IR B ARIRBEHRE v
RAUKE K
HUDE, T WIVEARE AIOIRAS S H I 2 A
KRR A R F AW s, NAZEME LT IR DR ARYREE AR S TE
A
&6 AR 1R, FREAL A 3 AN ARSI 1R,
s A 1K 4
iz 7 B RIS, @I CT 5 MRI K& 6 A AR 1 XE R8T ER
IRH] LT (3, RiAE 3 ~ 6 A W I JUL AR ki «
oAl Hb s 28 i 17 e JIFH TDF i ADV [1) &4 N 3 ~ 6 A~ H Wl ILEE

i if 7
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Kk n, DCYkEENASIRITY A6 A & N HIBH
M e BEBUA T, A5 IR S AR EENASTR T B0 124 .
NAstF I Ja ol A J, LAt o sl oy A
(AD)

15.3 HBVAHCVA&F 2 % £ 497457 HBVAIFHCVIE Y31
Zi4r R HBY DNAJK . HCV RNAZKFLU M ALTISML, SKHL
ANFAEIT T % XTHBV DNAME TR R R, HCV RNATFS
HEZPIHCVIRIT 7% (A1) . HBV DNARIHCV RNAY)
AR, S AR UE RS Pegl FN-a NI L F5 4R 73 H - 2l
HBV DNA FB&< 2log,, IUmIETF, @0 HETVELTDEA
97 B BTHCV BEAE H BUw #2541 I FHETVELTDF IR
9,—}4 (Al) [9,56,157459]o

15.4 HBVAHIVA& H & 3 % 6976 77 XTI T kAT
YU %999 819397 Cantiretroviral therapy, ART) (CD4'T
WAL > 500/u) , WIFFACHBPUWN #EIRTT ARVER B3,
AUl FPegIFN-aB ADVHHBVIAIT (C1) o *f—idiksg
BIMALTF R (1~2f5ULND [, B 4180E R0
B4R (B2 .

CD4 Tk L4 << 500/uli, FCiE CHBAL T Rl B,
BN TFUEART, 56 i% FHH TDFANLAM, B{TDEN &L f A i
(FTC) (A1) P12  SbF IEFE 932 ART HLIR 7 A 25 5
. ATARTJ L HHBVZY, WAL HNAsE PeglFN-o
T (C2) .

YT EMUEART 5 & H, BRIEES C4 A HBeAgllL
TR IRSE R T RS DL RTINS TA, RN U AE AT
R EACHT R T THBV IR 225 (BD)

15.5 TAI X FEGI T 48 %58 STHBsAgPEEHBYV DNA
BRI Sk ks 180 Rk A8 T T ik 5 b 2
RN FANASPU 87697 (AL B Ok FFETV SR
TDF (A1) o HURTEATT RRFEE S KA HBsA gL 7 % 4t
(C1) o JHFIhf%EE v B PO EE 187 H R i s o 3 3,
BT (CD)

15.6 LRAT KFH4GHCC X THBVAHLMHCCEE, AME
FARUIEE S BkAGTT B 28 U AT s dl S5 897 vl S
HHBVEHIEK. BEZMHIER, HCCHUIBRARRHBY
DNAZK VR TMA G 2R WAL fa R E 2 —, HPumes
WRIT K HCC /U K T0 R A A 0 R B sy i R A A
HUSSIOT Pk, SFHBV DNAFHPEHCC B 1 130% HINAs
PURREIRYT, JHUCEBETVEKTDRRYY (A1)

15.7 A AALEF W FHBVAIDCR 2 R A I (o,
FERLAE P EIHB VAR H 9 HLi 25 & 28 RARIINASIRIT
PLSRAG R AR IR s i, B LB A PR . 0 TR
FLTHBY T2 A AR J8 38, RIS R AT 3 HBVDNAR
N, TTER MY B4 TETVENTDFG Y, ARJg L
HBIG (BD "™, %t-FRAEFHBV P& Y & AR B, R
OIS THBIG, #ih)E T 2PN T Z ANASTEA K
FHEHBIG, H A EEEETVELTDFIB A 771 HBIGAE T 47
MHEIFEHEA S CBFRZ R (AD 72 5 Fe g

HABNASZY )1 53 T B DV I 25 Az, R iR 467
%o HBVAHISCHT RS ML B 4 75 224 5 N FH Ui #5 25 9 LA 1B
CHIRFRE R (AD T,

15.8 JEdkAn XM LA A7 FEORICHBE A, #1187
TEMAIE, B RIEAEZH Y FHIFNEENASIRTT, LU 24564
HSERIAYT - ARV I BRI ] S 24t (AD .

ST UEGR W B CHB %, ALTHEJE T i ] 35 D) A 52,
FEWERG AR B B, {5 B 78 A v AT R B S, v LA
I TDF e LATHURFHIATT (AD

Xt TP B AT IR AN ORI B, WV FHIFN-adA
37, HNZIREEER (B2) o WM D ARNAsZ W A5
M EIRBL 254 (LATE{TDF) s{LAM, 7E78/0iE.
HRB S oL, AT4kEkvRyT s N MZETVRIADY,
TEFE AT BRI BRI U0, F5 ¥ TDFEKLA T4k 40
7, AT LASRELATIR (A 1T,

Y T 52 W AR R 8 MLVE HBV DNA i 28 52 £ 244%
TR aN gz —, Bid ) Lbsik L RRT 95 5 T J B
A RPN TR YT T E RHBV R AL SR R AR, U
O G I S HBY DNAZKE > 2 X 10° IU/ml, 7554 %
ST RS R RIEAE B, W AR iR 24~ 28 FIF IR Y T
TDF. LATE(LAM (A1) o AT 2y, Jhnomb i fil
Wl 7= E AT LA RERLE SR (C2) o e

BYEPURTER T BE AR E A N HIFN-0iG97 1 5
PEEE, NAFAEON H A %8R NAINAsHUR T
WITRIE MR, HRT TR R ANASIGI T AR TR R
W, nES AR FEREAT.  (C2)
15.9 LE E 4 JLHMHBVEYLE & b T Rz 2 0], \HEA
PR TEIRTT o« X Tk R 08 ST A Ak BB L, Y R
PURHEIRIT , (BT BRI IT Ak S 2y E . |
W oE A A 2 0 B R (FDA) bS] T LI g in
ST AFTEIFN-a (2~17%) . LAM (2~17%) .
ADV (12~17%) . ETV (2~17%) FITDF (12~17
) o IR R W IFN-aff 7 L B E T 2 S A
BFMY . TFN-o 1) L3 AR A N B 3 IR,  BRIK
3~6 MU/MARBL, 5 KR AR 10 MU/m®. {HIFN-o
AREHF 125 LU R JLIEIRIT o« 6780 Js A 2 (i 2k atk |, 2
~11 L WL HETVIRSY, 12~17% W& HETVE TDFR )T
(A1) . FESHEEFDAN A L4441 (WHO) #Hiff
%ﬂxljl_[x (%%8) [9,179—I8|JO
15.10 B2 a4 F &4 NAsPUR IR LHBVAHI S Nak B
RIGITICEE, AR R 2512540 NAsZ L
2y SRR R B S Bk, PR, 2 A R A I
RESZRHUREEREAT AR 25 M AN () FIE R, HARKIEH
IR B HA I BB P 5T E A S R
JEwm fa AR 1 CHB A, A B ik 4 . JTTADVELTDF
AR RLAT ) g LA GRS B /N ERIEIL 26 (estimated
glomerular filtration rate, eGFR) WIEH, HILHLHIAH.
o FAEAE B XS (I CHB R, HEREAE I LATERET VG T7



8 ILEFERAZE (B RUYNHEET=
1) R (kg) FilEE (mg/d)
10 ~ 11 0.15
> 11~ 14 0.20
> 14~ 17 0.25
> 17 ~20 0.30
ETV (8= 2%)
k=25 > 20~ 23 035
> 23 ~ 26 0.40
> 26 ~ 30 0.45
> 30 0.50
TDF (4F#= 12 %) =35 300
(B]) 11181

WHEEIN12: L MG W IFN-0 8 PegFN-aiG T G
N, W HNASEIRT . ERME RN R, X
A R 2 92 DR RS TN AS ¥ 7 JBUR T I 2 BN B AN
M, NI HETT T RMRBRIT . (AD

HWAFZ I3 0 T A BRI AR 11042 52 A 7 A0 S iz
R TT I, AR AR VAT AT E R L T HBsAg
$i-HBcHIHBV DNA, 75 JF4A S5 il 370 B ALy T 29907 — 4
TGN PR EEHRYT, UEEBETVEITDF. XHBsAgH 1
fHHTHBCPHPERE, A5 46 H B M o o B 45, T LA T
Bl BT (AL

WEBEI14: X THBVEAIFHIVEY S, #CD4 Ttk
BN < 500/ulit, TR CHBAL TR B, ¥ 08 ITF4h %l
X R PURERIR)T (ART) , fRAGIEH & A TDEN
LAM, S(TDFhE i (FTC) M % (AD .

HEFEI15: XMTHBsAgHPEEHBY DNARH YL Sk
WP S BN I T I R e v AL A R N A
PUREEIRYT, BUUEBETVILTDF (A .

HWHFZD16: XTHBV DNAFHPEFIHCC A #IUN
NAsHURERRYT, IFLEIEFFETVETDFRTY (AD .

WEBWAT: XA EEHBY DNAAT{HBV
TGRS B, WEBAMETT TETVEKTDFRY, REE
WAEHHBIG (B1) o X FRMATHBY R i XU
JIF RS M B 0% 45 7 R U NASBEA G A B HBIG, Horpik
FEETVIELTDFEL A&7 HBIGHE 5 I Myl HI I R M A IS 2
WFRE K (AD .

HEEN18: WM IR RIEEH, ALTERE
Frmal =ML, TR R SR, 5 B R it
R R s, AT UM TDFERLATHUREEEY7 (A1)

WEZI19: X THURTERYT N RSN T UR 1) &,
W HIFN-a3877, @IZORUER (B2) o 258 AL U Uk
B 2% (LATE{TDF) WLAM, JAJ7 Al4kss, N2
ETVHADV, ¥ TDFELATAkEG7, 1l LLgkSE 4T 4
(AD)

WEEN20: Nt D/ DABVEI LR, k%
W GRS WIHBYV DNA > 2 X 10° IU/ml, 75 78 45 VA3 411
T A EIERL -, AT UL IR 5824 ~28 AT 4R4, T TDF. LdTHY

- fERREE . 13

LAM (A1) o AT/ dy, JFnambivs fia . r= 5 n]
PLBEFLMESE (C2) &

WEEI21: 0T L R W s 40 &L,
N R B R TT R T IS A T 1 A vk R 2 1k
. 2~11% W3 IFN-auRETVIGIT, 12~17% ali% /]
IFN-o. ETVE{TDFiYT (AD)

WEBN22: NHNASIHITHBVHI T MERE &,
A SR KT 2510 254 . X 2 2 A7 46 B I i S
e fE B FCHB B 4, W] g ik % N H ADVELTDF . %)
TSR ERKCHBE A, MM HETVEKLATIATY
(B1)
16 {HfRARHYE) R

O b G T SRR AR L WWITIRAE J7 3L
T R TR 0 07 g TR (1 A A FH s @I £F Ak G2 i
BAEVRITIE AR 7 2800 W S 1R U v ) b 4 R A
@NASFITFN-alff &/J7 51 7 2 17 3N B S AR 5 #T 5
@ FHRTMN AT 24 (WG IRIRE & AW Fhr & ©KIINAS
BIT AL 3 . HCCRAEZR P ©KHINASIEIT I
A DA R AR P IIN AR 7 REEE I 22 A M s ;. D4R
TR BE T B 51 K KB (R RT3 9T s @R R AL
PR B AR B i R, R R IRAYE: @JF R 1D
FLTEI . RIS . & aib sy v RYE A
Mgt OWRRIEFRHBsAgNHTIT VL L HBs At b 5 1K
WEARE .

VEEdREBHF: L%, L@4, RF, 1£
., EHE, FM), FZ4E, BA, RRE, BTR, B4

B, REW, Kok, B, EEF, HH), SRR, #
. Kk
Sk
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