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AR TE LT RGBT SWANRTY, PR SR 0 & MURGYR 2 = T
2005 4EAZUE N AL RAENT T (Bt QBT & Bindem) Mo 15400k, [ Ag 1
PE ST 58 I FERE R RBT SO AROCE RS, A I FRATDR A g AT 58T

AFE W B AR BB AR AR I OS2y Rl A sl 5 BRSO, (R AN B 1
brdE, AT e RS B PR L LR RV T T e DRI, I AR B A A T X
SRS, AR ST TR A (1 B I R o DA 8 A A A B I B I A
Fo RE BRI I RZ AR B BT B AT S BSOS B
ATTREARE AR SCBERENG DL, DRSS AR g BEAT AN S0 M e 3

—. WR%

L% WisE (HBV) JEE T DNA 7iEif} (hepadnaviridae), JEPRIZHK 4y 3.2kb, A
S XEEFAIR DNA.  HBV IMHEPT %, (A 65°C10 h, 2 10 min Bl K283 ] K
HBV. M Lke. M. 5 SRR HBV AT B R Ks A

HBV {2 ANFFAH LG, #58 XUEE R HBV DNA RS0 % 4 LA FURE DNA S B K 1
B MBI BE R IR BRIX, L 1T 45 R0k DNA (cccDNA): SR J5 LA cccDNA ik,
SKIJUM AR LR mRNA, 20 5IE A TR 4] RNA Figitt HBV [R5 FiHili . cccDNA
K () WK, RAEAE IR,

HBV CLRILA A~1 9 MRS, IR E L C BRI B Bk 320 HBV K6 DR BRI
JERTRE a MITRCRA K. 5 CHEPIR G E AL, B BRI ARG B HL H L HBeAg IfiL
W, DR O PEIT 4 FFREAG R SR PR F A g O H HBeAg BH I T

P o RTINS T CHEN AL, A SRR o 1 D SRR 2 DO,

—. WATWRE
HBV J& 4L 2 H A EmAT, EARRKX HBV B AT 0 & 2 R k. #atth i PA 44
WiE, 2ERY 20 e N &gt HBY, Horh 3542 N K18 1E HBV &L, RHFEZ4T 100 )7

NFETF HBV S SO 88 . JFFRE A6 A5 PRI 41 g (HCC)™ 4,
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2006 “FE4x [ U R FAT IR 2F AR 0, FRIE 1-59 2 — M A HBsAg #5415 %0 7.18%,
5 % LAF JLHEL HBsAg 1 0.96%*> . Jibdfedy, TkEIAT 181 HBV B4t # 4 9300
JIN, o igiE Z BT 48 % 24 2000 J3 61077

HBV & ML M, EEA M A A 45 B R MR L B . fh o
MR ML 53 S5 7 P HBSAQHT i, 20 i L sl i 5 761 5 S O HBV I S L A R A s et )
B JRRAL 16 2 o T R P A VY B OB 7 3. RAMESITBRERI TR, Ae s
VESPRE BRI T A5 b s . 205, HLEHHAL. BES A G TAE R A iR . 3k
FIBIZB TIRE S5 v A (1D BEEMEAR FZOR A A (77) W1, 2 04555 Wb Hefil
HBV B P BER I LB R A AL 4 (1), BEAE LI A SALT 98 S e BRER (1R T
BALFR OO HHBVIYE & R AELH P T Befl, Rl 2 AR, K
PEHBVIRE RS & (7).

HBV NZE RPN A8 AL 78, BRI F % ) TARSARTS Befil, [l — o0 & AR
(BFEITHHENEE I A ) BT . AR —fa . TR —2 7 ORI I 45 G I
WA e, — RS ALY HBY o AT SE I TR AR B HBV R £ I Bty (3
SLIZE) AR

=. BR®

JERGLIN R AE R L S B AL B BN R . fE AR (7)) RS LI IR S HBY &
i, S35 90%A 25%~30%044 K i i MK AL, 17 5 & LUS IR AUH 5~10% K JE A 181k
YL (7). BR4)LI HBV BEH I FAR S0 el A Oh R 5y 4 AN, BN 2 30, 4
PEEERI AT SIEIE Gl SRS, SR 2. TR AU LT HBsAg Al
HBeAg %k, HBV DNA #fm (% >10°1U/mL, #1247 107 % D/mL), {H I3 2
MR SEHEREI (ALT) AP IR, FFALZU 0 B 50 I ] JERp S S S 4R, sl
RAERIE . TS BNLHT AT A ACIHEJE o Gy BRI : RPN ML HBV DNA i E > 2000
IU/mL CHI - 104 #5 0UmL) , £ ALT Restalln 8t i, FALZL b S ™ & 4R L
JRFETHEAR T DR, 358 00 J TR b P REAG R 280 . AR Bh sl (k) . Rl
i HBeAg B¥E. #i-HBe BIPE, HBV DNA R4 T 2000 1U/mL CH24 T 10° 4% DU/mL) 5%
A (PCRVE). ALT AKSFIEH, AL TE RAESACH R L 40 1XE HBV 3k
PG B 2 L, S o S R R A R B HCC A AU R K9isb s F — S RE4E HBY
DNA #HUE B, BRI HBsAQ ML # % 1~3% / 4F. FHGshil: a1k
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AN A TR IR 1 IR I R AR, ZHCRI A HBeAg BIME. Fi-HBe FHITE (8
Sy T C X / B BCP AR 57 T 20 HBeAg Kk /K- AL FEiA L) , {HA547 HBV DNA
WEEIPEE . ALT FRie R RN, RO HBeAg BITEISTE ZRAT 41230, 3 o s % vy 3t 8 b ST
LPYedl BFREAL . JAREBLIFREAL AN HOC: A/ A v] B R P HBSAQ M1 2k (FEEA
FEHT-HBs) H1 HBV DNA PRk MA R, PRI FE 5 R AF. /D34 sl il (el 52 3]
HBeAg BITEMRPIRAS CREMZAE Gl PR A W2 A7 i)

HAEFTA Y HBV F# il LA DU, B2 LIRS HBV, U/ % (45%)
A ARG HBV, 1 28T A S i 1, SRISHEN S el BRI AR5 D AE R AE I 3
&G HBV, £ J0 5 i 3230, 1 ELHEEHE N S i BRI, ARATTHh (K DS 23 v B RS B HBV (&
90%~95%) , /b¥ (45%~10%) KJEJy HBeAg BHTEME PE 2 AT % .

H & P HBe AgIILIE 2% i 45 = B ILAE S BiG bR 0, AR R AR 2R 200 2%~15%, JLrP AR/

F40% . ALTTF i LG HBVIE [ AT B Y 2 o A A i P 24, HBeAgIfLiig 2 i i
TR ZI490.5%~1.0% % 2 HBSAgGHE 1212,

TEPEHBV B G AR A 2 20 5 RS 5% ey 32 91 (8 U IR B s A T
ETYEA TR, T S B 012 S PR s R IR o BB I SRR A 30 5 Rt i A 8 2
IEAHSG, HBV DNAEMAL T HBe AgFI ALT LLAR GEAE M A7 T JH-AE AL K AL 1) Fa o R 3= A
JTFAL 1 o FE P B R AT E W . & FFHCV. HDVELHIVIE L5281y,

AEIHREAG IR B B A T IR M I AR M e (HCC) o AR B b HAE R AR R R
3%~6%"*1, HBeAgFHEAI/EHBY DNA > 2,000 IU/mL (A4 F-10%% J1/mL) & HTAfAL Al
HCCR R RN 23, KA R, FR. Bk, ALTACOP &b 2 g1k
FIHCCR A I fE ke N 5125 %%, HCCS Ik s th R HISE R 32, (AR FRIRE R IBAE TS 50 R, HBVYR
WO E Y (7-3).

M. BT
(=) ZBUFRFEE TR

Rl TR PRI HBV A A RO . SRR SBT3 32 202
BELE, UYL, 15 % LUR ARG ARERTE e AE (P55 A 50 200 B i i
NG FELNLR LAE A DL S B R RE T . 400 B2 i L B M g i 2 . e DO Re I~
e DRI . HBsAQ FHTEH IS BER 51 55 PEIR P 2R mliAT 2 AR A AR R I A v 5
W), LMUNTR WAL 3 5, LM 0. 1. 6 MR, RHRMEE 1 BHw A,
(JRE 1 AN H B 6 AN S S8 2 S5 35l o B Ak ) LHemh S 9% i SR AR H AR )5 24 h
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WERT, BCRGE BERERAUET AL L RTAMUILA N, LB RSN E A = A UL
JULPA A 58

B FH R 6 11 FEL U REBR AL 1R 1) BELIST 2y 87.8%1%) ( 17-3). X HBsAg BHYERESE X357
AL, NAEHA G 24 h WRE el fe ARG 12 ) 5T O RIF R S sk &R (1 (HBIG), 7
HN>100 TU, [A)ISAEAN R 42280 10 pg HA P BEEE 20ug H EG LUOF B4R (CHO) &2
FEFe e, 6 1A A6 A I3l #emh 28 2 FN5E 3 B SR A5, nl 242w
BELIT RE AL (4 728 (MT-3). i ml 7 2R S5 12 h 5BV 14 HBIG, 14 H G FEST
%5 2 41 HBIG, JFRIAEASE A 2R —4t 10 pg T4 RFEE 20pg CHO A BT R 1, 1A
B 1A 6 AN 0 RIS 2 FEE 3 41 AT R B B2k JLAE A 12 h RS HBIG Al
ZATF RIS, W H% HBsAgG FHPERESE M ZLEC Y (1),

% HBsAg BAPERESE B )L AT ] Sug 8% 10pg B EEER 10pg CHO Z AT 48 1 )
XHAE ) LI Y JH 98 98 17 1) J LB IEAT AR, )5 Spg B 10pg 4 % RFEk 10pg
CHO U R A s X BN BSLAERT 20pg IR 8l 20pg CHO LR S5 1 o A e e DI REAIR
NETCRE R, N (R R (A 60pg) ANEHIRG X 3 B R T N 2 T
e 3L, JETAE 2 KERN 3 5F CRUF R PEWI IS 1~2 A AR ML Thbi-HBs, Wi e 2,
R4 60pg EALRERE ZARIT R BT o

Beh ST J P8 U5 A HUR I B IR Y R R D TRk 12 4812, Rtk — A
TEAN TG ZEAEAT Hi-HBs Il o S o AR e fe B T EAT $0-HBs Wi dll,  fn4i-HBs<10
mIU/mL, 7745 b s D)

(Z) Disrfeskias
RO 2225 (RS RIOE R, IR ™ ks BTG 2 Be 18 4% B R b (1 AR HE 15 37

(Standard Precaution) JU. ARZSATMEET FHIE R S B 28 RS0 5 S5 4 BAL Y
FER R TERAN AN DA, ARUEMT SR AU FF R . 37 B rEss,
PEFEAE A HBsAQ BHYER, N LT 9 Wi slCR e s AEPEAK PR R B AS B o A5
BN, B B 2 LT S AT 98 R A M5 s EAL R0 . 0 HBSAg FH 1 [ 2
I, IS S 2, AR RIS I, (R AR A e R, SRR A LAk R TR
IRSEIRAN
(E)RSRFEE HBV Bk

FE AN HBV I (A BRI AS S s AT IR LA R VR A B

1. IfiE2#Rm  NAZRIKG HBY DNA. HBsAg. $i-HBs. HBeAg. #i-HBc. ALT
4



FIAST, JEE3FI 6 NMHNE .

2. TFHAIAN g WA LA R, HEAPT-HBs =10 mIU/mL #, W]
ABEATRFPR AL P . ORI SR 285, s M I Y 2, HHT-HBs <10
miU/mL Z8470-HBs A FANTE, WAz RIVEST HBIG 200~400 1U, Jf: [ I AEAR [R5A Rl —41 24
RUBFJ R (20ug), T 140 6 N a7 A e 2 MG 3 4T LB R L HT (7% 20 ug).

(1) >t BHFMITETHE R ER

TES W Sk B e ST SIS, A% R 1) 2 o I ) RS, IR SO
S K BE RN AT I HBsAg. $t-HBc Fipi-HBs &, JFxd b i 5 & (1% 3 ks
WIS el QBT e

LA B R & (AL ek i, BT ML HBY DNA KT, 1 45 L
ALT. AST SBUIHZLZR/KP-IE K o R S5 S8 ANt i & i B U7 LA (i ) “ e OBy 7

XHEHE HBV #5417 J HBsAg #5738 (WA (H88) “IRIRISIWT 7 ), BRASRESRMR LI
ANZAARTT BN SO SO Il TR AL, TR AR RIS 3], (H N e I HEAT S A R
EIN 177 3731

BETEA S 2809 S 5 HBsAg FH IS 6 N, 3L HBsAg Al (5) HBV DNA 1524
PR, AHZWA R HBV . 4R HBV Y MG 2% T EESe . ARk 2l
fbm R FI A B A 4 R, WRE 1 HBV &G04

(—) 1B 7RI

1. HBeAg FHTEMPEC AT i HBsAg. HBeAg FHTE. $i-HBe BitE, HBV DNA
B, ALT P2k ETher, s 20k B R w A2

2. HBeAg [MEMEME TR 1fE HBsAg B PE, HBeAg RFE:MITE, bi-HBe BH DL
FITE,  HBVDNA BT, ALT fRZiaife 250, sS4 2R i A I R

R A=A 2 AR 36 S SUAb G R B S A 5 SR, EIR BRI LRI 9l W] aE— 254y
JFRRE . R EERIE REN,

(Z) ZEUFRIFEE

LIV G IAEAL LB P LRI 2O SIS AL, O 3 2% SUR IR ML AL A 1R

T 1o
1. AL —JE Child-Pugh A 2. 52455 AR AL 2% B 2 4 24 T 40 i

5



BT B RS B b o R (AR B U R R E IR KO EHE, SR GV A
FHEAL ST, B0 € Rt sk ot s K s T 45 77 B R
2. RAREEWIFRELL  —RJE Child-Pugh B. C %, B O RS HIRHK Kk
FLIL . VR . K S P E IR RORE .
IR LA IR RAR B2 S A 753 Ay 3% 0 30Tl e 20191
(=) HBHH
1. 18Pk HBV #iir#r 2 oAb T 52K HBsAg. HBeAg Hil HBV DNA B #,
bbl 4F N LR 3 YR LA L3 BoR I ALT A1 AST 7E1E 5 6 [, FFIZUAR & E W B = .
2. AEVEZHME HBsAg #Ear  Iflif HBsAg FH%. HBeAg M1tk $i-HBe FHIEELHIHE,
HBV DNA TR AMCA IR, 1 4F P gebliv 3 kA b, ALT ¥FEIE R JEIH . FFA 214
BoR: Knodell R EEHHREL (HAD < 4 SOMHR A 1) 5 s E 40 R G e i A 0
() FREMEMEZ BT R
I3 HBsAg BITE, (HIMEAT (5 FF41Zi0 HBYV DNA BAITE, JEA 181 QR 2 I
IRFH. [k HBV DNA FHPESN, 3 AT IS H1-HBs. $i-HBe Al (&) #ii-HBc Bk, {HZYy
20% 55 B PENS M £ FRUT 98 R8T () ML T 2 A 5 380 A B o 12 W9 R FIE R s 7 Al i A 3R 5
I HA 43 -

AN EREME
(=) EYERE

1. M3 ALT R AST I3 ALT #1 AST ZKP— v S WS4 i 45 85 1, sk o H

2. MSMHZEER AW IS IHLLER K S5 A AR SERE A o0, (H 5 5 FF A A IFAhIE
TR BT S RS IR L 2 T o) o oo S iy IR 20 &5 ] AT T, MR BT = 1
EIEH M ER (ULND, A = 10X ULN; ] HILIHZ 25 ALT F1 AST 40 3% .

3. MWEHEE RBUHEG kLhfe, 181 SR AR 3200 25 ) A I
R MR

4. BRI A] (PT) & PTA  PT J2 e H e K75 il D RE I F 224545,  PTA
H PT WU B 15 PR 53k o ST 1 JEe B TS A BN, S ) PTA AT PR 22
40% LA A s () B EE S Wik 2 —, < 20%E P mTE AN R o IR K FH B brifE Ak L8
(INR) R /RILIEbr#, INRAETHRS PTA (R S .

5. MOGKEREG TS WS S g, KT A A TR I R S (.
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6. W& H (AFP)  AFP WIRTHm EE U T HCC, {HWn] §27m K 4 i st n
(RIFA M PR AE, WOV TR AFP T RS . SR LS ALT. AST I KGR, Ji4h
T BT IR R SR JHF AR 75 (A5 A5 AR R 4 KA T 2555 AW
(=) HBV IiLiEZR 3

HBV I 245 &5 HBsAg. #i-HBs. HBeAg. Ji-HBe. Ji-HBc Alfi-HBc-IgM.
HBsAg FHPEL R HBV &4y Hi-HBs Ay dutk, HMERmu HBY sk, WTFa
R 9 e 53 Je b L R SR T84 ;. HBSAQ £ I FLBL-HBs #: BH, R4 HBsAQ IL i 2% F
HBeAg ] H¥i-HBe #:FH, FroA HBeAg It 2455 #; $Hi-HBc-IgM FHPESE R HBV & iil,
Z W TR R EMEW, (BN F18 M OB R S R AE; Bi-HBe SR T BT
-HBc-19G, HEE YL HBY, LisE e gunbs, btk hBHM.

J TG HBY 5 HDV [F]IN el # & By, mlillE HDAg. #i-HDV. $i-HDV IgM Hi
HDV RNA.

(=) HBVDNA. ZEFRALFZFHM

1. HBV DNA GERAM  n RBURFEE G, FZRTEIE HBV B2, A
T 3 I I R S 0 3597 20 4 T . HBY DNA PRI ) LA B 3. (1U)D /mL =% I
ImL o, ARERITE A, 11U AT 5.6 4% 111,

2. HBV L5 AURI 25 5L AT H A (D JERIAVRE 514 PCR
B (2) BRBITE T BEK 2 AME M (RFLP); (3) ZRMERER I i 24 453: (INNO-LIPA);

(4) FEP P 5E 1555

L. BHRFELH

AR IHEE L AT S AR T RN E 4 (CT) FREL R g (MRD
BRI R H R IS T SRR ISR . T A A . R
RIS o B MR AR PE i, UL 0 A A2 i HCC.

FERESAPED 52 Chepatic elastography) FIAEFALETICAMGYE . BAERI(E. AT E & LT,
B8 E B YA bt V3 0 B 40 AL R B S PR 44k, / LI RFAAR 7 *80, (R L0 s ple o 36
SENERE WA B /N R R, e B2 AR A8 . SORESR L BB B 5200
HAS Gy HER X 53 AHAT (R P 4T 44K

I\ IREZ ST

JFLRE0E AR H 2 VAT SR T 98 R TR AR R B A JF P25 4 i
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Ja ARG T N2 o

18 CRLITE R K00 122 1 W 0 ROV X R G T B JARE ¥ 1R 0 40 D A ik 2
A, DB IRANMIAN SN SOREAR I R AR B S LRI DXYTOR, IR TR SR S DR S if
JH% Cinterface hepatitis), XFRIFEFEIASE (piecemeal necrosis). 8] UL /N - P 48 fifg A 4 |
WAE, BAEREA ERSEAN LA GEAS , B AR I E i o B35 o ST SORER S AT 3 UM A IR
Jsud FEGOR, TR R ET eI R o A ARt N EE, n g RN iR 2500 RN TR i 4
T JE Ay HAEAL -

T LR R I L2 W A B A W7« SOER SEIE B T A AR . i
HLIIEIRIEM 3G (GL~4). LFHEALREE 5030 (S1~4) ¥,

Jus TR B B AR

181 ZHLFE S IR T (KRR bR 5 KRB K M) HBV, i T 40 i 98 A48 &
JHEF4Edl, SESERIPD I RAE . AL, HCC S LI ACRE R A& A, AT 36 AR 3% i
HGEAAF 35 (]

P8P CRH 50697 EEAFRPUR T . R PLRAPUARAL . BT ML RDOIE BT
Hoh o dpvnyy A ockE, NBATIEMNAE, HAPFRVE, s AT IS P00 8507

+. PUREIRIT M — OB R IE S 2

— S A (1) HBeAg FITE#, HBV DNA>10° #% Ul/m | (14T 2000 1U/mL);
HBeAg B11:#, HBV DNA>10" #%Ul/m | (F124F 2000 IU/mL); (2) ALT >2xULN; UifT
PHEVIT, ALT W<I0XULN, I3 5 HZ0%E M <2>xULN; (3) ALT <2 XULN, {HJfF4141%: 5
7K Knodell HAI >4, ERRAEIAIE>G2, BRLT4EHL>S2.

XFRFE: HBV DNA B AR BiRiGsrbsdt . (B LU B —3&, IR % 84T
THUREERTT

(D % ALT KFIER LR BAFERE>40 3, BN EHRHEEHRIT (1),

(2) X ALT FREIE R RN (540 %), NEVIRAT, SifdifT s g
FFA141% BoR Knodell HAL >4, SURIERIE>G2, SREFHEA>S2, MBS TP ity )
.

(3) BAMERIAT PR BE U CanfIE s O 3, @UUT AU A, 2622
I 45 T HUREERIT (D,

LEFFURIARTT AT NAERR FH 258 RS S LA R 3 AT 80 ALT T, B R HEBR IS F Pty 24
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Yla ALT B PEIES o A2 SERF PR A AL Bk R AR S M T B 2R 2, 3L AST
KPR T ALT,  BEIN APRE AST ZKPAE O 2 b

T— FRBEGEST
e CHEEME T Fo (23, 2b fl 1b) AR BT FEa (2a il 200 HTiB97
P&k LRI 58
ZRIPITRY], TR QR R, HBeAg LG4 HBsAg kR
KO R HCC B4R FRE TR iT & " H5% HBeAg MITER ) 4
T AL BRI R W, VAT 4RI N R 38%~90%,  (HFF AN 2% AN 10%~47% (113
24%) B0 ). AT N, I IFN-o F7REE D LA BESARAT T 2 22 (D).
[ P 22 HhoO BEHLG R IR IS 7k, HBeAg FHTERIME I AR R s, R ikt
2% a-2a (PeglFN-02a) V9T (87% WU N) 48 Ji, 152Bivi 24 it HBeAg Il 5t
Ol 3296837, {524tV 48 JE I HBeAg I 2 #E 4 Rl ik 43% BV, HAMIFST Wor, T
HBeAg FHPEIETE S T2, N L b T3 a-2b (PeglFN-a2b) 1A HUAF AL
HBVDNA i, HBeAg i 2% . HBsAg W k% BH
X HBeAg TN I LB % 3 (60% W WY AN) H PeglFN-a2a ¥697 48 A, 1£2)5
Btivji 24 JH i HBV DNA <2x10*#% JU/mL (14T 2000 1U/mL) )55 43%5%, {52 )5 b
V7 48 JAIN 2k 42%; HBsAg 1 RFHRAEAE 2B S 24 JIN 4 3%, 1 2kV; % 3 I 4% 8%
[54]0
(—) THRERBUR T BT R =
A BN 2 8 T 9T 2% (1) 3A77 T ALT KP4 : (2) HBV DNA< 2x10° #%
JU/ml; [< 4x107 IU/mL] (3) Zcths  (4) Wikehds (5) JERFEMLIE: (6) MFAILURIER AL
H, AURRERE: (7) AR IR (8) J& HCV. HDV E¢ HIV &3FE&%:; (9
HBV J£[ A %L (10) VA7 12 58 24 JAI, 1 HBVDNA REERIEC2 5 (1D, g
JTH ALT. HBV DNA 7KF-RI HBV JE AR, 2 Uy 7 2 1 a2 i 35 5>
AWFERY, & PEG IFN-a2a yay7 ik firh, s #EAl HBsAg /K-8 HBeAg 7K-¥-X§ 1677
IS A g T 759,
() TP BRI AT B
BTN : (1) Afb2AiRAR, 685 ALT. AST. HL R, AEA T II6E; (2) M

O PRE R I A BUIRIREIRE ;. () WEEbrak, LS HBsAg. HBeAg. $i-HBe 1 HBV

9



DNA [FELORA UK (4) XF T rERL BB, NAR R AN, (5) FER A&
GREMED; (6) IRASRBBLEIRIELZE (HCG) Kl LAHERRAT 4R «

BT RPN A (1) PRI IR LA, NAE 1~2 MR E L RIER, LS
HFHKA 1R, HERITER: (2) A hbr, Wi ALT. AST %, I FREEH 1
W, M3, LUSRERTE S e 34N H LI (3) WRdEbeak, aIr G 3 A AR
I 17k HBsAg. HBeAg. #i-HBe fl HBV DNA; (4) HiAtt, 4 3 AN A4 1  HUR IR DI fE <
AR PR R EFR bR AR gy sk A 8 HUIR IR T RE S B O SRR PR 2, N o F 24045
il FFCBR R D B 5 O DR, ARG FHIF AR TR 3007, [l Bk D ARG 5 FIR R ) Rt
AR (5) M S PARORE AfCTR A, X H S0 S AT B A [ A ) P B, T B 2 9
Py
() THRFMA RN S L b7 B

LRI R R R TE MK S LR A = 0 %%, IERE ATV S IFN-a.,
B R T 25 ) A IR e A 24

2. PRSI ks> E RIS R A (PRI ) R AR
U PERE R 20 T4 <0.7550%L A1 (B I/ < 50<10%/L, [N AL IFN-o0 Fll i 1~2
FJEEA, Wk, WIEHHHE AR . wep R4 5 <0.5>10%L 1 (5 i
1R < 30>10%/L, MR A5 24 o % b PEALAN ] S5 A, T kPR AN S 74 IR 7 (G-CSF)
R AN PR G A0 £ 7 RN 7 (GM-CSF) 3897 (D) -

3. MpHSEH  AIRIUMINAR. AR, EEE ARSI RER . SRR R, K
I 45 F IFN-a, A BEIN 23 [F) AR 2R ol R e — A28 .

4. ASHREMESN LB A S PUA, D E I RUIRIRSE (R
WRT REGR BOTRE) . WP LMD . BRE . BB SRR T R R LR AL R
JEFELR AR, MO HICRN S BT <2 L RI2 M, T E A NAT 2.

5. HAbDWMAR KN WSS (MRS R BIRsE S I Sk B s 55)
ORI R (ORI OO RO WU A5) . WL AS . Wy B R ) 5
R, NAFIETHREIRIT .

() FHRFEBTT ISR IE

TIRRIT LN EE ARG SRR REOm s (™ EAAE) . AR BE P A 300

e RIS AN S e [N S B RS VS TR v o= i 3 L S AN S P rieb NG IV

THIRFIRIT AN ZE SUE G FORBRE . LR . AR AR s, R
10



PEBIRORE PRI I s, AT BT R AN BB <1.0 x 10%L A1 (=) it /MBH-EE <50 x

10%L, SHZLZ>51 pmol/L CEE )& AR 2 0 T )

+=. BE (B BWsiT
(—) HHr oM T IRRIPHBY 15 () K2y 5, FRE O L 4 B,

1. fk ke (lamivudine, LAM)

PN MBI BRI A TR0 45 AR W, 5 1 1 2 1T 100 mg K 2 vl B S i) HBY
DNA JKT-; HBeAg MLif *# i e B IGT7 I ) SE K48 i, JR97 1. 20 3+ 4 K1 5 4RI 4 Hilh
16%- 17%- 23%. 28% A1 35%"%; JAIT 1T ALT KT iem#r, H HBeAg Il it 27 # Hok i
168l BEHLXUE IR AW, M2 IR 58 £ W S F £ 4 AR ST B4, £ o oK O
SEIRIT 3 A AT IESESIIEIE . AR T T A A S JEFJA (1) o B 3185 000 AR A 0 i £
F ALK I IRTT B R AT Th fE, REKAEAE I EAMITSTSE R oR, Bk R e IR
JUFEAG P ZTRE R AT 25 AL, e At RAFTO T o TR I STt s A B P e A
IT R 2 AT

FORFKEAR R AERAR, MR R . BEVGYT I T, o e 25 SR ¥ K
AEEIE R (B 1. 2. 3. 44ESRI 14%. 38%. 49%7F1 66%)1°% 77,

2. [ ks =5 1E (adefovir dipivoxil, ADV)

N AMBERLIUE IR IR B, HBeAgRHTENS M AT ¢ 3 11 JIRBi 4 =5 1 ) 0] 4
FHIHBY DNAKHIT* 7 (EEALT S . SR AT AL RAE ISR T4 4L 3 HBeAgFH
PR RITL. 20 35, HBV DNA<1000 # Dl/mLE 73 5l h28%. 45%7F156%, HBeAgifl
AR Y N 12% . 29%F1143%; TR 242593 7 0%, 1.6%F13.1%7% . ttHBeAgl T i
HIHIT54E, HBV DNA<1000 # DU/mL#E N67%. ALTRH 3 N69%; iHJ744E . SN, A
FFFUE 98 RE SR SEAN LT L AL RL L 25 43590 i 83% FHT3%; 637 B I FE 2% (¥ SR Al 24 kK AR
RAZZE A 29%. I T A 25 R A2 K 20% . IR 24 K 26 11%: 6 R FULIE T e A
3%,

B4 5 BRI 5 oK g, o TR oK R S i 245 1 M2 vk LA 4% e A HBY DNA.
TRMEALT R H, LI FH 258 6k B A4 45 1k (i 25 % A SR AR 032, 2o e 4 SR o, &
KRR SE M 25 AR B R ARSI T B4k 8, IR B 4 5 W I 7 3 4 200,

3K (entecavir, ETV)

—IREALOCE X IRIG RIRIG R B, X T HBeAg FHIEME M e, RS -RI51HIT 48
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Jiif HBV DNA FFEZ 300 # DU/mL LLN#h 67%. ALT ZHE N 68%. A A 217k
Foh T2%, YIRS Ih9T # s (P41 HBeAg LI F B AL (21%F1 18%) ¥7),
X HBeAg BT &, K35 7677 48 J5 If HBV DNA R [% 42 PCR A 7K 3F- LA K 24 90%.
ALT 525 50 78%. FTAILR 065 0 700% B9,

KIREVT IR W], Sk BR a2 N #, 4REHRYT AR FFAL R HBVDNA i 24 R
B, HA T R B R 34 BB 25 1.7%~3.3%% WRRA ISR, Bk
RSB VAIT RIUEF A0 R4 H 1.0mg ZRAEHD ] HBV DNA. s A b8 ds, (HIT20%
WIEH AR, FL5 B2 S8 R AR 2] s Y, WOR AR AE . TR A I AR 0 45 S5 A
AREIEAAR L2,

45K (telbivudine, LdT)

— TN 2 SR ER 2 T IR RIS R P ), HBeAg BHYE R # AT 52 AR, b
KIEZA HBV DNA R[4 PCR ALK LL R4 60.0%. ALT SN 77.2%. « My 25Kk
HEAN 5.0%. FFHZUEIN A 20 64.7%, WAL T-HOK K ERITA, (A1 HBeAg MLk 4

(22.5%) LHJaaAfl; HBeAg FYEL #i6y7 52 I, JL HBV DNA i, ALT &5 %R K&
M 25 R A2 R IRR T BRI e 4l 7 2 4R, JLEAT A0 (B HBeAg W 2K S LG e e A1)
R 25 R A2 IR TRk I 41, o 22 poCo i AR 56 1 2 W LB 2 95 ME A IR 25
PRI TR E R H A AN RIF ST R, HE4k HBV DNA<L0® # Jl/mL [z ALT>2ULN
ft] HBeAg FHPE &%, B HBV DNA<10’ #% Jl/mL ) HBeAg Mk #, LBt K ifyT 24
JHIN 4RIk F) HBVDNA < 300 4% DU/mL, 897 2 1 4E, 2 SR 5 47 B9 7 ROMUBLIR T 24 5 A=
%[97,98]0

B HE I E I RARAS R A R AE AR R R E AL, AHYRYY 52 JAT 104 JEIN & A 3-4 2%
LRI (CK) TR k4l 7. 5% A1 12. 9%, Tihk Rz 450 mh 3.1%F 4.1%° %,

5. B iitm1E (tenofovir disoproxil fumarate, TDF)

TDF Sif a5 ma i AR L, (RSP, Wy R R H 300mg. A8 24 7 3k [ i
Rt i

FE— TR LU % B R R 56 T, TDFELADVIATT HBeAghH M % HBVDNA<400 #%
DML 7353 76 %6 MI13% ,  ALT 527 %2531 4 68%H154% ;X HBe Agi P18 14 2 4L %6 48
JEIFHBVDNA<400 #% D1/mL& 433 4 93%163%; %57 Bon il HIHBVIK/E FH AL TADV,
KR INE AR AT DS 2558 480, R B B i AR T IR T 34E R, 72% (I HBeAg

P HE 5 F187% HBeAglH: i3 il HBVDNA<400 #% U1/mL, JRA K i 24575 5100,
12



(D R%HF () MR T7 IR OE )

LAY BUAHSCHRARIE AN - (2) A ZAdiRbr, J2843 ALT. AST. JHZLE. HEAS: (2)
R bR, %4 HBV DNA Ml HBeAg. $i-HBe; (3) ARHEIMIG T2, AWl 3 M. 1Moy wl
BRI IEG  . WAAFRVE, 1R Y7 A0S SRl AT T 28 A 2

2097 I B A SRR I (L) AR, RITIHIRIE R 1R, L 3 Ik, L
JERER I S AT 3 AN H 1k (2) R ARaE, EEALES HBV DNA #1 HBeAg. #i-HBe,
—BARITIFRASE 1-3 N R 1 vk, DUGSE 3-6 AN IR 10K (3) AR TR, I
U0 IR N N8 (s = A

3TMST AR AWFTUERY], BREEG AL, VRTINS
KT AR 25 0 A RS 0N AR IR TR (D SR8 M LR 4 11 e 2%
IR0, S iRy T U A A T, R B HBV DNA W4 R4y ik
WRIT o AHE, B 2W I de A 0 I 8] ORI T AE AT R T AN A . T HL, TR A
G, RATRIGY T SEMSRIETE AT A0, 7 i W PRI R TR B0

4. BT BF R RMERN B WA R . R IR AR R ATE Y
GO, MR DL T B 25 T AR S BN AR, S B

5. /b WL AN RN (BT ANAL B . M (IR SR B Ak 2e A ME TR 520k KL AT, B
PRI AT D W 35 0 N R MR A, i hBe R4 WLJe . BREUUL g FLIRIR
HEEAE, NSRRI . @ UEAIT AT IR A OCR E, BLRD KBS o AT R IRV LT
CK EFLMR I UM W Tt JEAEAR R I PR RIS A S 5 oA 22 . WU . JILE )55
(Fifr, NV, — BAS R EE . LK BRSO FLIR IR b 555, N5 2
sSUHI 25, IR TR R AT T

T=. AR ETEST

GBI ATIRIT A BRI I8 M R R T B, (HH AT RS I £
HE9AS AL BT id e IR o WG SN R BTN RE . AN RSN T 321 R4
T APURFIENAE, HARMNZ A BEZ TR (R) ROWa T8,
SAERT FIBIRIK 00 1.6mg, A8 2 7, RVESE, 97 6 AT (1-3)M0 0 BRI of BEA
T 2590 75 2500 (19 7 28000 5 K REAS BTN JE il PRI 5 B8 AIF

T, gy R SHIRRT
e 25 RNG T I E LR RAE TR N2, 0 O I ACRE R AT AT D e Fa AT —
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SERCR, AH TG BEVE T AT RS IR A AR B AL I PR AT SR i FL 0w 5 2R

TH. FURBRITHRERRL
(—) 184 HBV i EFIES M HBsAg # 7 #

181 HBV #54r & B INA THPURTEEIT o HNAE 3~6 N AT A wtey. Wi
WARBRHIE, FEEPURTEIRITIENAE, W IFN-o s 1F (R) Kby (1
-2)o AHEEE>A0 %, RS MEE HCC Kk ¥, RIE ALT IEH BT, iRy
ISR 2 224 1 0 2 R R U REVR YT -

JEIE M HBsAQ #54 # — R TP U aH R 7, (LA 6 4 H 3T —IRE1L \HBVDNA.
AFP K JHH T 5 AR 7
(Z) HBeAg FAH:S P Z R JiF 5 B

1. % IFN-a  3~5MU, ] 3 kel H 1k, KRS, —BorfEn 6 M (1)s
AR, AR RO KT R 1 AR PN . AR R A R R S0 L
MG R TR AT 6 AN TR, T SO s A SR BUR #E2 .

2. RO TWEIFN-00 22180 pg, B 1R, Ko NS, J7FE LAE (). HARF SRR
YRR R I N R T 52 P A TR 3R AT T

3. B W IFN-o 2b 1.0~1.5ug/kg, B 1k, B2 RS, J7RE 14 (Do HAFIRE
Y7 R T RR AR R P 5 B 32 1 A5 R 2R AT T 4

4. FrkwE 100mg, FH 1k, 7EIAE] HBV DNA IR TR N B ALT 53,
HBeAg Iif2:HeH )G, MOEE D 14F (LD E, SFRER 6 M) AR
A HAEITREDTIK 2453, W EELEI), HEKTRAMAE K.

5. fiflEEmEE  10mg, H LR OR. 7R S EEK R (1),

6. BEFEL  05mg, HEH LIKEMR. JTREATS KR E.

7. BFRE 600mg, fEH 1R AR SRR S ALK RE
(Z) HBeAg B 1S 2. RUF 5¢ /B

WEHRRR S, TR (1), BIFEH TR 2R AR T (1)) 3
WIRTT -

1. 5@ IFN-o  FIEHEFE, ST REED 144 (1),

2. L W7 IFN-02a 180pg, i VARAT, J7RE 2R 14 (1), BARFEAY FEA]

AR A8 R i 52 ML A% D R AT I
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3. PKRE. PIERTNE. BUERBAEIL R  AEAEFEET, (HI7 RN K.
FEI5 %] HBV DNA LTl MR ALT IEH )5, Z2AEIRE 144 (20 3 RkEHE,
ERIIRG 6 A D ERFFAAE . HAEITRE S D OOk 24504, W ap. d1iE
Ha R, AUEKIT .

() RESBHZ BB R R B E

HBeAg FH ¥ 1IVAYT $54F 5 HBV DNA>10* 4% I1/mL, HBeAg [f114# & HBV DNA
>10°#% JUmL, ALT 158 8. 3897 Fobs & 22 sk /b T 3 fig R AUEE AT HCC IR
T EBKINAYY, IR 2 R ARG (R) IRy 7, A% ZhriE v A W afy o

THENILE FBOF RIS ISR AT RE, N MEE, QAN H LI, BN

ANFR TG, AR A PRI 52 A7 100 328 9 19 00 2 F50E BV Y7 /& (1),
() RAVEES Z BT 2 T REAL BB

P RAEE A A 2R, LERER H HBV DNA, Rig ALT 5 AST &7, &
DUAE SIS R O FER b, R N (R JIPUR REIA)T, LA T g o HE 2% ok
WA R R . IR AT, MR R 25 R AR () Kiasy, A
BEBERIS Y, — FORAEM A8 5, N K i AR e B 1 T I 25 R R IO (R) 28
B (1—2).

TIRZRBIT AT FEUF 20, Bk, 0 RACVE A s B AR ik (/).

N BT1F (B AT 2 (i LBy R ey

L7k HAR VAT IE NAIE s % TIPSR AR M AU RE N 5 1 B (e ALT

I HBeAg BHTEII S 52 W), il X s 4 <30 % I, WY R ok o il A% Y
(1) KBWGIT

2PENDEPALTT () K29 WAk Fuir, FRURYAYT IR RO P B0 25 1 FH 3 A i 24 2%
R .

3. VATT A DI I NI VATT s ARSI HBV DNA, AR Bk R B P TG I, 25 5
BRI XA I HIV G JHAEAL A i i i A R I N B AR, BRI A X
M 207 SRR (B RAMIRAIRTT -

4 —EURBL 2y, RBP4 PRARGEIT . XN THSZ PR ERIT I, — HA R A
it 25 B HBY DNATFUG T e i i I Bl A A B BRI A vy, Pk g sl i 2 R AR D
RSSO T LA 2 Wi 24 58 IR T IR A SO D, A7 5% (K9 7 HERE 7 W

EEARYE RS S 4 IO TR IR B R R 2%, IR AT b B sl
15



FARYT o X TR EEAR T BRI 258, FOIBOKIE . B HOSE RS AT AR e
TR, IR B 0 TR () FRAEM 253, JNnT 2% i sOH sum A 408
RERBAVRIT, RN IRE S L € FIPEG-IFN RGN HT,  BEK W] EOoh A0 22 UL P50
5. RGP BT A IRIRITIC RS, BRI 1 () R 251565
BB () R5WiayT, RITHIE T Z M () K252 k. Rk, N b i

T8 RRBRIB LA B
() SEPEMTE TR o SRS TR IER o HIT RN QBT R B,
FHFITHRIE AT LR IR () RBTRIT (7).
() WTEE (R RAMHIEIRYT 5 R AR TC N 8, RGY T 20 6 A HIN I
HBV DNA [ <2 loguo, NERAIRTT I G4k ELG )T (JID .
(=) I AT 0 G e300l 70 VT 1 J

XTI PR T2 A7 G MG Y7 B, R BT & HBsAg: 45 ok B,
RIEHBY DNARBIPEMIALT IE 5, WA VR ST HT LR TF46 ik F 7 oK 5% i sl A (BR) A4«

XTHBSAGRIPE. HUHBCBHE B2, E4s TR s i S e bl n s an i 2 254 (g
B0 BET K T 41 s B HT 44O Ry I, WA DI IIHBY DNAMNIHBsAg, 4+ Hi I BH %
U8 % Bt om0 29697 0%

TEATT R BN T4 1S, AR B 1 g = 2 /) (10-1, 1-3): (1) %)
THELHBY DNA<2 000 IU/mL I8, AE58 b7 s e dmbiliia I 7, N4 4RE5 )16
ANA UID; (2) HE£8HBV DNAJKF R (>2 000 1U/mML) (3, N 4 FREE96)T 2R
P TR 118 E ST 4 58 R B 2ttt (JID . (3D W T T <124 A ik, vl
CLEFIRERIE (1) BB HLRE ([D. (4) W TR R K, A ik B
TR TR (ID. (5) i (%) KUWE T HIE R, E2RmEl, N7
Chim A, (6) THRaAE sl e, R Gt A .

(JU) HBV/HCV &I 3 ey

SR I R I S B R ISP B O SRS P AT iAYT . Wi HBV DNA>10*
£ UUmL, 1 HCV RNABIIAE], WNJEi6Y7 HBV &Gy, XF HBV DNA /K-y Ll o i £
HCV RNA %, N5g AR5 £ It TR MA 24097 341, W HBV DNA %
N BT R, U oK SR e R 1 BB AR T R VR T
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(1) HBV H HIV &I G 8 F a7

SR 12 4R RBURTEIRTT FRUE K B8 B SE R T (1D o 3 —id M s
ALT Jhm (1~2>ULN) K, N4 Bk (7-3).

X ARBEAT HAART 697 A AN G 2 3E47 HAART 697 1) &4 (CD 4>500 / mm3),
2% FTEHT HIV WS 29 TH0 QB 50097, BIAnR & —BE TR o sRBflAR
FiliE.

S IEAE B2 20 HARRT Y697 I, #7 HARRT J7 & P EHL LB R a5 254,
WIRIE SR & A TR o BB EERE T REEYT (17-3)0 X THOKIGEM 25 88, N4
B EAR T WRvR T (1D

MIFEEHA HAART 7RI, BrdbEs DA HBeAg (i H 4. IFoem T 2B
[ V67 ISR, AN 2 7 2 AR gt P W e S B 90 S 1K A i) (113D
N LR 2 B 305

M KE o S QB R B AR T, AN 20 PR R 16T o (HXE 2> B
BOTAE . AT HAEM ] &, NAxgs THORTERIT 1D,

HBV J&Y BT SUM AT 568, A Atk ek, 1 SRS AT %38, H % HBVDNA
A, BRI (D IR R AT A,
(B LA FBUN R K40 (HCC)

VIR, HCC FFEIRE AT HBV DNA ACE E T A f5 & K [ o7 fa e K 222
—OO7 B B R VAT R 3 K e R 2R AE SRS Bk, 6 HBV DNA BRI &R
M HCC BE I N ZE (7R RMIPUsEI16TT

OO Mk E#E

T A TR HBV MR 85, W1 HBV DNA RN 2, Sl + A i
AT 1~3 A HIFa ARk e, #H 100 mg Fk: RO T HBIG: A J5 Ky
Fhrk R g /N HBIG (35 1 41 800 1U, LLJS4F 4 800 1U Z4% F K] 800 U) (1),
IFRAED-HBs /K- iR%E HBIG FIEAT 25 ke (— Bit-HBs A (KRN KT 100~150
miU/mL, RJGFEENEIKT 500 miu/mL), HEEAFTREEG R8P (11-1). 5T
RAPCKIGEM 2578, Wk HAb CHUER BRI T I 2538 S 0k (R) SR S35k, %)
TREARSEE AT HBVDNA B, MG 2 4F HBV RE KD, AT HIERTHK R

S8 0 B A = R DA TR (D
17



L) TEYRAH IS i b B

B AR O 58T, A RITENAE, AREEYRE AT N TR (%)
Fiasy, It BARIRST A R O SERE TR (D

18 FIRGUR B 20 7 R B R AR AR R R S, A NV IR h oK e B E ARk B 2%
251 CF L RE BUR R ), 787035 F0 XU BRI B A 2828 s A 2 B IS DL R
MEPRAUIE: S5 u

UEGR MR ST 9 AR, AR ISR o AR 45 THUR BRI ST, 7878 70 15 S0 KU
B R, B S R BRSO, ATRUMEHROK €, B b e U AR 51877
.

QI ¥::E

X112 5 UL E (A E>35kg) 11 OB R EIL, AR IFN-a 077 & MNIE . J7

R B 2 A KRB, 5 3~6 MUIM?, g K AN 10 MUIM? (1) 725015 1)
RMSERE L, thaT s N AT R Bk R T (1), B 5 g

T, LR FIEEMARIT T
HBV T80T IHHIE S REURFE K He T 50K JFE 2T Al A 1903 28 i 10 2 g B 2 Bl o H B0
A KRB ER IR 2 AN BIBEG IR LS OSOAESE, A FIREEII PR . Pisatl. &
I A0 B e A B S IR I P R O T A A A AR b (J1-25 11-3).
PIRNIGT T R ZR BT I — 82, IFARIUPUR R . AT ALT BIR The &
ST EASE W R SAEIRIE , FEPURREIGYT IR En] 38 408 P P2 ORI 2590 ASELIR]IN B
M ZRHPURORIT 2540, LA SR SR JE JUE G 48 K A 28 Tl A EL A ot 5 DEEAS R 280

T\ AR

AWIFEEW], 28 IFN-amiiZ 1 (1R) IPUm R T Ja, AT SR B 7] LT 4iqL
FERRHEACA Pl . IE, DU BRI DU HEtL i 7 (K 3L Al

ZAN YU ETHEAL il 25 5 F1AE SE 56 AR PRAESE P s — 087 2% (B AG BEdt—2D AT KHE
AL BENL. RE AR R, JFEMAHS AR ESR, U PR3

+h. BEREY
WITEHR G, NEHLIRIT NG, (545 FENZR DR 2 A0 1K ALT. AST. i
WML (BEER). HBV I b5 HBV DNA, LUG % 3~6 N 1 vk, & /DB

12 Ao BV AT A, B4R R U 1]
18



XFTHFSE ALT IEH H HBV DNA [PE%, il %04 6 A~ 11T HBV DNA. ALT.
AFP FILEE 7 ARG Y o 6T ALT 1E % {H HBV DNA B, @i 34> H A 1 7k HBV DNA
HUALT, % 6 AN HEAT AFP RIS WA A D2 AR A R A .

XTI CRUT & B L B, FEIAE HCC mifa i (>40 %, k. vEIN. T3
AEA Al AT AFP 1Y), NAE 3~6 AN A TN AFP ISR 7 AR (254 CT 5 MRY),
PAHLIAA I HCCo 0 JH-lAL J 558 N R 1~2 AR EAT B Bk A BV AGIE X ZRis 58, LAMEE
0 B T R 5k S Lk A B

Bt L AT Pl A T L P R A PO 4 2 4 )

Uk 5 4 E X

[ B LX B I P 1K

I1-1 AR AR AEREA LI R 1

-2 BASIBIE S S 491 % HE AT 5

I1-3 Z N0 R B R 5050 AT, 4 R W] (8 X e
1l 5 0 AU L S IR ST A P

M 2. BURTRIRYT P AR 4 1 fRRe 2 23

1. RN (virological response)  fRIMLIE HBV DNA FillA~F] (PCR %) o+

R R B C 52 4 #4527 IV 25, complete virologic response) , B0 4 T B =2 log IU/mL
CEB43 9 ai 242 N2, partial virologic response)

2. MgV (serological response)  FRIMIE HBeAg # B ok HBeAqg I 24 4k, ok
HBsAg #4 [ 5k HBsAQ IfiLiF 4 5% # o

3. M NZ (biochemical response) TG ALT A1 AST VK & 1IF %

4. HZUENE (histological response)  FRITFMEZH 2127 SERE SR AL BLAT- S A0 R FE o435 1k 2]
R e

5. JEKRPEVRTT KM (primary treatment failure) ZEAK MPE R AFIRAE LN, IR (B2
EWiaTr 3 A~ HE RN T log 1U/MmML 5% 6 4~ A HBV-DNA FB&/NT 2 log
IU/mL

6. B SAE (virological breakthrough) e B BuR Y7 IS T, HBV DNA /K-F-LE
T RGBT Uog 1, B RERE RS S B, WA B ALT T

7. A4S (biochemical breakthrough) & & AEAER B MG, RIS ALT li/Fl
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AST B )5, fEREEGAIT RO N FHEETT R, (H R HRER AL D 325 DR 1 ALT A

AST JtiHr .

8. YERFMVZF (maintained response) 7RI EFVAYT I A] HBV DNA KA E] (PCR )
ST R R, B ALT IEH .

9. VAITEEHIN N (end-of-treatment response)  VAYT A RN IE IR . Mg . Bk
FERAH L N

10. FRENE (sustained response) VAT A AE RV 6 A H B 12 N H UL, ST A 4EREA

11. 5K (relapse)  VAIT &5 RN BB R 22 N %, H4FZ5/5 HBV DNA HOH 7| sl
¥, FEAT ALT RV AST T, (HNHESR i HABR Z S K ALT A1 AST T

12. Tfit?4 (Drug resistance) ZEPUHERVAYTEREH, KM 2 AT HBV I 24 4H 5 (1) 36 R 58 A%,
R ALK AR 25 (Genotypic resistance) o AANSZEG BoR P R 2 BURPERAK . IF
FIIERIR 2540 0C, FRoOWE AL 25 (Phenotypic resistance) o &% — R 2 254 B
PRI 24 R AR 53 b —Fh sl J UM U 75 25 0 B 25, R 28 X2 (Cross
resistance) -

B3, ek LR Ry R

1BIEZ TR 4
/ \
:g.\gﬁg;,& 2 20000 Ml _ AAVEHA

L

N | l ‘.

k.
HBeAg-+HEY DNAZ 2000 [l
ALT = 2ULN . ‘ HE" DMAT iz E] ‘
[AT<2un | ALT2 2ULN ) Bgag.  HEV DNA > 200 AL .

l ) ‘, ~_

ek

FiesEah WEE, MALTFE, AR (B)
OEREEE) | A 4 40 45 TR 4R R RAREHE (B

=02, EEf =52 FHE 14
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