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18V BRI REK S UM RI6 9T T 2K R
[ LRI AR RAEAR ERER S

TR o (IFN-o0) ZH (FR) U (NUC) PUis 75 259677 & H it 1k £ A
JH 4% (chronic hepatitis B, CHB ) i) 3= 22347 5 % , H CHB 835 it 0 1 5 £ 500
AITIEPAS T B Y AR BAZGIATY A R, SRR E T K2 5
2 5 YRR A BRI TN 25748 S 3 55 m  BR W T CHB JR 35 .25 3097 1Y i
RN o TEPUR BE SR 25307 Al , it — Ak CHB HUmsEiR 7 A, A A fE
FAAILR i 245 7 AN EZ 1) NUC 25 AT 0SS iR 7 2 — DI S,
CHB BXGPUREEIRIT AR CHUS R, R B TR N FE e, 7 HEshf il
U CHB WA HURREIR YT B SR , € i AR S0 Al RISk 24 7 (R0 )
B TR 2% 38 (HL TR0 ) {Infection International ( electronic edition) ) 2% 3 2H 21
= N #R4r& o CHB BX-SHU EEIRIT WA OCIm AR A T B 3 A, B R T (1%
PO RIKEIURBRIT T X IR) o WX FE 2|, CHB B HUR BEIRIT IV IE IR
TR BT A 7543, RN RE B2 CHB BE 4 B 321897 P T RE I8 2] i) 4358 1)
i W% CHB BRGHUR BETRYT Im R S5 B 0 AN W8 2 Ji Rk 3l i AN W SR AR, B X 2%
T AR ATIE B A IEIT

— & ORI RIS PURTEIR T SR I

(—) H23a7 1 Ry R AR

A CHB YT HE M F 22 IFN-o 5 NUC JL257597 SRS HERE , AR HUS T
BT AL, T I R S U T B n e (B 2R T RS AR 2 1 R
PR o

1. 18 SRR G E 2507 A R B 7 HBeAg( + ) CHB B 1,1 4F
()95 27 0 25 % (HBYV DNA IR FAGIN T BR) 7658 & —F b TP 2= (PeglFN) [ Fiiok
K (LAM) B fERRFEE (ADV) B R (ETV) B R @ (LdT) RFiaE
g (TDF) y&I7 R 43 3~ 25% 36% ~40% 21% 67% .60% K1 74% , &8 IFN-o
il PegIFN J697 4 1) HBeAg IMLIF 27 55403820 30% , 1l NUC 25913097 4 K4HN
20% ,HBeAg I i5 74545 28 NUC 2543697 I8 18] B9 REC T4 5 , 1H 2332 i 24 %
IR, 1697 1 42T HBsAg MEEzE i PeglFN .LAM ,ADV .ETV LdT FiI TDF 43
3% ~4% 1% 0% 2% 0% F13%

HBeAg( —) i) CHB B 1, 1 4E [ 8577 022 3 (HBV DNA I T4 T FR)
1% PeglFN .LAM (ADV | ETV | LdT #1 TDF J&J7 H 435l 67% . 72% .51% .90% |
88% Fl191% , J5J7 1 4EB] HBsAg [ 3 4E PeglFN 4 3% | fiff LAM ,ADV ETV |
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LdT #1 TDF 6¥73°8 0%

2. 18 PE O R B 2Ry 28U 0 P K 2 i R RCES
IR BiaF6 rd 2010 44T i) X CHB 838 i F] NUC B2 3697 i 2y hn vE E
FTTHEHY . T HBeAg( +)CHB H3, 7E15 %] HBV DNA I T4 F B  ALT
2H HBeAg MiEH )G, HALE 20 1 (&L 2/ Wk E A, B IREIFE 6 1
H) PR FEAZE  H EFRER/ADE 8 2 45, nf F jEfe ey (MK fEnl b & & o
i %} T HBeAg( - ) CHB & MIHLE . 7615 ) HBV DNA I T4 T BR L ALT 1F 3
Ja, YL 1 AR (Gt 2B/ 3 WE A, BRERE 6 N H) R FEAZE B BT
/R 2 A BT, BT EE R SRR, T UERKIT R, iR
KZH CHB B E PR 2567 i 7 R B A i e DA e 8 572 o

3. 18 O R BB B IR AT 245 5 e TR 2B R BAIG - TFN-a VR YT J5 HBeAg
HARRBREEEZE 4 ~8 WU, 2 80% ~90% & n] 4EHrfr AN &, H
Hi R 508 Z ) HBV DNA {3 BHES ", WiE E % HBeAg TR, 1552
5 4E N HBsAg SEIRVEBRZ A 12% ~65% ,{H HBsAg SR 15 BR7E H [E B4 H 4
BRI 5 HBeAg( + ) B HH ), HBeAg( — ) CHB {5 1| IFN-a J8JT
J5 5B R RN A R, R 15% ~30% 710

MR 3E E 20 FH LAM 697 HBeAg( + ) CHB 5255615 37 P~ H (5 ~46 1~ 1),
77% %' HBeAg I F L E e N2, HA 20% H 3 HBsAg I 2247,
777 79 58 155 24 I 5 A R AAIR (50% ~60% ) '** . HBeAg( - ) CHB 3 LAM
1897 1 AR R R AR T 10%

ETV V457 48 Ji HBeAg 445 Fl ML HBV DNA K T4 F BRG 74 4] HBeAg
( +)CHB & A5 1H36Y7 24 5 Fr£eiiiE HBV DNA KTzl T BR i 7K -
ALT IE# 1k HBeAg MIFHEH AR50 39% 719% F1 77% 2 G IT 48 J& it
A F 113G HBV DNA {4 R FRI45= 1EI8Y7 1 257 1 HBeAg( — ) &+, R A
7 (3% ) E45 1HIGY7)E 24 JRIMLE HBV DNA A] 45 TG00 T BR A K SE

4. 18 M ORI 2 B A B2 KIGIT I 2548 B3R 80 m : LAM /97 1 ~5 AR &
LR TR 25 & A R A5 h 24% 38% 49% 67% 70% , ADV J&¥7 1 ~4 4E [
2528 0% 3% 11% 29% , Kt 2578 54 LAM W 8L 12 {5 bt 2 FH 24 e [a]
PR, R A RN B3N . LdT 3597 2 4FH B 3L R i 24 23R 5138 17% , 5 LAM g
BEXEF, ETVIBIT S AERIEETH 25 &R 2Ry 1.2% 22 KT HAth NUC 7
2 3 (B3 — ROk F WA I A B 0 R WA, BURAETE R AT ™ o Tl IR
WA T BV IR I PR TG TDF i 24 45 e Ficdis o

() 1B RTFR B S PURERAIT I E X

R i a5 J o7 FH P AP sl Rl LA B i 2590 1547 CHB $000 16 97 1Y SR I 7K A
CHB G V6T ( combination therapy) . ENAME 4 I A9 % # IFN-o , PeglFN |
LAM (ADV \ETV LdT . TDF B i fts % (ETB) & H: 55 TDF (14545 53k ( Truva-
da) 25 [P AT PR AP sk RN L T 259 Rl a8 5 J5 o L BB I8 F RS PR 218 7 1
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a5, 24 CHB HUis 8 25 P B e 8 1 R AR 2= ol , DL BB ORI 318
PLR PULF AL 00307 AR 0g H AT i SR = 5 S5 TIE B2 2k 4 , A< PO R
W B ER A NS BB TEIR IR L T a5 IR R

(=) 18 OB RIS HURERIT B 7k

ft CHB HU BEIRYT B L2967 SR , PUW BEIR T 2990 73 W K2 TFN A1
NUC, CHB EXEPHUMRBIRIT BT ¥4 F 2 4HE IFN-o BKG NUC, DL KA (A NUC 2
[V o HiE FEBE I T I RG YT AL AS [5) 5 25 0 35550 1 Rl RE 48 = Do B
BT RITRL, Ja B EEEFH N 2506 A TEZ 1) NUC Z 8] PR R1E 7 AN 5] A9 B
o

(V) 18 B RER G HUW BRI T Y 2L Y

ft CHB HUi B0 Y7 B vh , AR 4 BRI DUAT AT I s 7 n] LL25 SR I 516 97 1Y
de . AR HATA BRI RIESE A6 97 EEATE 3 M 1R K G (de no-
vo combination therapy) fL{LEKE (optimized combination therapy ) Fl# 8067 &
(rescue combination therapy) (& 1)

ALT
VIsREE &R B ERIT RBEKEIRTT
R
2458 .

KL A8 R RIS HURTEIR T RIS

(o) 18 LRI R ISR TR B E X

1. BRAIRIT AT EE SR TR YT YT R B F IFN-a 5 NUC (50 5236 97 PL
AR X PR R Y B A 7E e R —Fh G B R s BE, BN AMBHAT T Z 1Y
I R 5E . LA PeglFN-o2a 135 g 16 Y7 HBeAg ( + ) CHB £ & 12 &, X} HBV
DNA {IX-FH I BRI 52 B8 HBeAg B FH I B REHL 0 AW, — 21 A LAM J597
12 JH| J5 YR SE PeglFN-a-2a FLZGIRIT IS8 AL 52 JEYTHE, 53— 4 B PeglFN-a-2a iR
JP IR S52 T . IRIT AR IR T A S B Aiay T 4UAH L, HBV DNA KT
Rzl T BR Y bE 3% HBeAg MG 55 % HBsAg 5% [ 3% o ALT &5 3R] i & 42
7, PeglFN-a-2b B4 LAM 3477 HBeAg( + ) CHB [ i PEREDT , 19745
JakEVE 5 AEEF Y HBeAg MG 2 W R R AR P AL B 2 5 T 257797 41, HBeAg
MLIE A F R IR YT G5 R 1Y 37 % $2 75 B FE T 45 R 1Y 60% , 22 B PeglFN-a-2b
B LAM Al 3R 26 745 G i 4ER N & R, PeglFN-a-2b BE 4 ADV JAJT 48
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JEI BT J5 B I35 HBY DNA JIFPY 5 HBV DNA FIJF I cccDNA R (B #5200 T2
HRITA

S AR T B Ak 28 3 AN 6] NUC BEAiaY 7 s 7 F R, 5 LAM Bzhig
SYALFI L, LAM 64 ADV 477 2o AR AT 4k 2, H HBV DNA IR TG R R
1 HE 2% Child-Pugh 53 T FEAH A5 .2 AR R GRS BB T H2598Y7 4,

2. WRAIRYY VT WG B AEZEAZ (1R ) FSANI IR 25728 53« I RVB Y b 2 B, G
42 IFNa 5 NUC, it 2 A NUC 22 ] i3 & 247 B T Hi Ry 5 4E 2% NUC i 24745
SR A . A TFN-ou 85, ADV A] B[4 LAM fiff 24 & 2R 5252

3. T 2475 5 IS e A AT T T B 22 B 24748 S i 1 B0« AR ST 2 B LAM i
2 I, TG ETV 18 & ADV BAZEIAYT , H IR 22 1R 24 738 S i XU 1 (i
FE TN ADV BS540 0 BRI NUC 697 F i 24 728 S5 4 3 %) 5 i 1 4
NN JGAE it 245 FR 28 — A 25 ) A T 3 B8 97 -

(73) 18 1PE TP R B HUR TR 1A T 10 R BR

LIPS el B B A 1 Tk — 2048 1 . CHB B Tm sEiayr IR w &2 2%, BIfd R
FHEEAIATT IS , AR REI BT I N S8 8 B 3% R BNA AT B i . R,
CHB BEA A7 I SR WA AE — & R R A o

2. 22 (e AR B AE 5 2 e - A5 P 25 W B A AE A P A A R B2 T )
AJRENE, PRI, ANRI 29 2 ) (4 366 4 7T B 2 05 B B4 N 25 9 22 a) 8 AR ELAE T L A
11 7= A 2 AR BT RE o TR , 8 S T BOG 5 VA T (AT AR 25 2 A, i B e v A
FURTRAIT 2 2k

3. WA IR R Rh e R AR DA RO 259, 2 B i i 2 WL .
DRI , A2 X B I R YT 7 22 I 25 W G U5 2 - AT R G VEMT , AR ST 45 R G A it
SEEIRIT T BRI AT A

TS LR R AR R

(—) 181 2R IR R A I8TT

H1 TG R IESRAR XA 2, J2 75 BT A 1 CHB H 25 8 07 SR B0 BA T 45 18 97 1 3
W, IR AFAEAN R B = WA o (EURR i 2 3 s 1E 8 R AR I R AR 1, X 35 49
B R HWIRIR AR IT RN, AR T & mIm R UEYE

1. & NIE : FE2E HBV DNA 5@ 198 2 ( =8 log, ¥ D1/ml) F19 A4 1 -
T, AT RIS IG T ISR, . IR R0, B T4 R 1Y CHB R 1
F LAT 8%, LAM S5 525757 HBV DNA {IXF R BRI He 2R BAK HL it 25748 55 &
He R 0 W BRI EA T Al 4R s % PR R 25 R Y 24k HBV DNA #;
5 R A GR R AR Y B AP TR RE 258 (ETV 8 TDF) F2ygyy . 2t
JE R S A C B AT AL ) B 3, T X A v NUC iR R 18T, N AT 25 XU , HiE
7% ETV TDF BAZ3AY7 8 To 38 Xt 2451 NUC BEA G YT skmg 5

2. 24k $R A NUC 258 k41677, B IR R R 25 S A ES
B2 WA TSR YT o — T LT LAM K 156 5 3A 7 10 113G R A5 29, 1
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WA 25 BE-G JC B T2 5 HBV DNA il ZKF \HBeAg #54 ( Bl % ) 2R M K
HBV [z Bk R IR AN SN FHAFAEAS ST 25 NUC BEFTBEAAYT o AR 3R
X — ), X6 NUC Z [ ) dn e 53097 I R LU T 2594146 : LAM + ADV
8¢ LdT + ADV _

IFN-a 45 NUC Xf T-42 = HBV DNA G T4l T BR A b 32 1 HBeAg 137 2%
iR REAIG NUC it 2578 53 A A A — R . 38 IFN-a-2b 5 MU il ADV I
HIRYT HBeAg( + ) CHB % 48 JH )5, B A IR T 415 IFN-a-2b BL2575 97 41 1)
HBV DNA fIliF#: 0 F PR EL 3R \HBeAg [l 2<% I HBsAg [l i 255 %57
Mk 86% F150% 50% Fl136% 14% F10% 7 o FRIFAk k5 TE £ 3 PeglFN B
4 NUC 597 CHB Iif R3S At A BT R (B BA SR 243k 3k B 31 BT
[P FEAILNT BEBFSY (RCT) |, B0 7 it — 2B WF 7 DA B LG PR o 04 H 1 2
PeglFN 1564 LAT Rl CHB £5 3% J& BB 255 78 B 2 s IXURS: 02, DRI 7 e 784>
WEHEIERA LAT F1 IFN-o 565 0 A9 2 AL AL VRIS, I sk 00 PR 25 5K A o

(=) e ORI R AL B A iRYT

1. CHB $UR SR Ir DA ANEN & L 8 T BAF it A7tk ia Jr, 220 %)
CHB B & B s 1R Y7 N B R BT ROMER E LA TRRE . CHB Ui #1797
B E RN RNRTT 25 Fh 20 5, AR IR 2T o L 2 b o B o] 404 28 AN
(1)IFN-a J697 : QR TEWE 3697 3 4~ H B, HBV DNA 2R KT /N T 2
log, ¥ D1/ml, @725 N2 IR YT 24 JEIEF, HBV DNA JKF-F% 2 4 log , #%5 D1 /ml
DIR . QUi 0% : HBeAg( + ) CHB 35 ¥ HBeAg Ifil i 25544k .

(2) A (BR) 253697 : O & T2 3097 3 A~ H Bl , HBV DNA #5352k
KT RE/ANT 2 log,o#%5 D1/ml, QWRFE2ENE IRYT 24 JEIEF, HBV DNA R 2| H
SERF PCR RSB K . GF /R RE A - JRY7 24 JiBS, HBV DNA T [ i
2 log, % U1 /ml, {H HSZET PCR LA REIIAS 2

2. IFN-a BLZGiR97 N AR E A IRYT : BHET, S0 F @ IFN-a i/
J7 CHB A RCRATR AR . 252501732 B, HBeAg( + ) CHB 35 24233 IFN-«
IRJT 4 ~6 P HJ5 ,HBV DNA {IX T4l T BRAY b % \HBeAg 5 HBsAg ¥ [H %453 5]
N 37% 33% 1 7.8% 5 [ bR £ HhuC FEHL AT BRI PR IR ER 71 , HBeAg ( + ) CHB
BB (87 % MIT ) 4 PeglFN-a-2a G 9T 48 Jil , 15: 24 Fiti )5 24 JE B HBeAg I 52~
R Ny 32% ) A BB s, 0 PeglFN-a-2b BAZGIGYT 4 G RIS
LAM j&J7 HBeAg( + ) CHB f3% 52 Ji {52245 J5 175 24 JEI AT HBeAg Il 5 % 4% 4%
H36% ) HIR TFN-o 4 NUC 1597 CHB Ay 8cf T4 i, IR, 24 TFN-o B4
AT O 5 B0 5 ASEERT , 7T L% IR A BR LT RASM AR NUC 3677 .

A Z it 57 F W] HBeAg HBsAg HBV DNA FEJR YT H 1 1 8 54 U 45 SR el 4%
BT LR B R R0 B A) R T TFN-o K720, B, A ARG YT 24
JEI %) HBeAg .HBsAg .HBV DNA /K F, Xt IFN-o ( £35 %38 [FN-o F11 PeglFN) Ff.
ZHIRIT VA NMER CHB SB35 R AT LR A Bl S it -
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(1)HBeAg( + ) CHB H#% 45 IFN-o J5 77 24 JE BT, 40 HBeAg Z(# =100 PEI
U/ml 5§, HBsAg %€ & =20 000 1U/ml, H HBV DNA =5 log,, 3% Il /ml, & i ¢ &
NUC J697

(2)HBeAg ( - ) & % IFN-a J6J7 24 JEBS, W1 HBsAg %E & T [ <1 log,,
1U/ml, BUUEKE NUC 3597,

2 FIRERARYT 24 FlJ5 , FAARTE 5 19 HBV DNA HBeAg } HBsAg 7K -1
S ARANE B, P T —2BIRY7 R M. anik HBV DNA Ik F &0 T B, H 3
HBeAg Il77 2% %4 5 HBsAg 75 2K, W W] LLZ% jE 452 H NUC 4k 4k TFN-o 1697 2 72
Jil; qn S HBV DNA XTI F B, {5 HBeAg i ( 5% ) HBsAg 7KF-F BEAN B 2, ]
AJ % 5 ] IFN-o, 2K%E NUC KH1E9T .

3. B (BR) Y 253R 7 DA AMERE BCAIRYT : 2058 % B, CHB
I R SR O R R B NUC BRLZGA T IV 28 AN B I B0 78 7 3O I
i 245738 5 A 07 1 B — e MR

I NUC BL2byy697 i B D FETRYT 12 JE B AT PEAl 5 328 /K- AH LE I 37
HBV DNA FFE/INT 2 log,, $5 D1/ml B 2 0 B & PR IR YT 25 e, W S B4R Y697
2, R SR 25

TATT 24 JES PR K ML 7S HBV DNA 7KOF , HAR PRI F 3040 o8 4 M 24 4y
I 2B BN TR AT A

(1) X Fikgse i sEse N2 (HBV DNA (XA T R ) i3, de sk fr
JF 250y, Al e R U R R A T 2 6 A~ H 1 Ik,

(2) X FH R (3 log, #8501 /ml < HBV DNA < 4 log,,#% Dl/ml) [
B NARERIRIR YT 23 R 2R BOAS [R) A BRSO 4an SR A FH Y 245 48 S5 k4B %
BRI 25 (Can LAM) | 25 oA oy 1 Fp o sg Lt 25 ) 259 (4n ADV 5§, TDF) |
A7 11 T 245 2% S5 0 5 i ik i H8 3. QO SRAH Tt 245 48 S5 kA R EBAIR I 25 )
(WETV) , W43 A H W1 vk, FH4r2 48 R DL E . QU FH 24548 5k A= %
BARAR PO BV FH AR A5 258 (I ADV) [ i 3 AN A Wi 1 vk, ansi7E 48 J&
TSR B39 BE 5 O 2 B S AN FE 430 B A LT, WU AR YR T 58, i T 245 4z
JANEZE N NUC 8 IFN-o/PeglFN, UN5R 48 JE B R 58 e w2 i 227, AT 4k 2 i
1BIT o

(3) X FREAFE S (HBV DNA =4 log,, #5 Dl/ml) By, i 7% g 2] 5§,
IS 25 P Ie s SN 25 i 254, 5 3 M H 1 R il it 48 i J5 , Alad Y
JEAC W TR 35, a0 SR i 3 HBV DNA AL T4 R FR, Wil [ i el st 2= 6 > H
S WIIR B 58 4 W2 e X R AN FE 534, FEATART B e 5y ] i F 2 () ke o
25 JE REDT I AR5 3 S H 1 IR,

( =) 18 M SRR T 245 35 A ROk 5187

KZ8HZ NUC JRYT ) CHB S5 35 ME LU i 46 30036 97 SE B FR AN 2, T 7 22
Pz KIIAYT , X oK 3 s w2 0 25 R XUBS: o B NUC FRE 938 i, HBV i 24
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7R A e R R . X4 R £2 % NUC it 2653, o L2 Jc O R PR AL i
F L R T EOETT . T R T WAL R R, 15 AR WA AR S
AiHE T RGaYr I T e T AR A S, b T FRILE S 2540 7
R A 0 XU, o P I 38 ST 24 1 5 — i 25 W ik — Al A sk mg S ALK
WeRGA T I BT .

1. LAM fit2h . i ADV =% TDF,

2. ADV (it 2% . UnAF7E rtN236T /}’Sj‘%,j][]ﬁﬁ LAM . ETV = LdT, R ==
Ko QIFELE ttAISIT/V 2555 i ETV (TDF + ETV B F 922 4k i AN 548 ) 50U
FrE FLik .

3. LAT M2y . il ADV 8 TDF (GZEX 5697 R IHL AR E) o

4. ETV it 25 . inf ADV 8¢ TDF GZHEAVAIT R 2V M AHE)

5. TDF Ti24 . HAG i JC TDF i 25 A %ERE, 7 7E 4l 206 3 A7k (5 B A
FERU 25738 S K 00 LA 58 52 SUTR 25 5 AF . BHIE B Al A ETV  LdT LAM &,
ETB (IZBEAVA ST 4 P A E )

= 2 VE ORI R IR R B S PR RER T

B TAERE AR ML, o 5 5E A BERY HBY SR AT R AR w3k 7. 18%
I, HBY 504895 5 (HCV) | A28 B2 s [ 5 (HIV) {1 38 ( coinfec-
tion) 41434 UL, HBV/HCV HBV/HIV FLRYL pd 35 AR H FLpe s 1 2 AT 55
AR AR BB A DU B TR TT R

(—) TR I 75 FNPS B R e B R IR Y7

2310% ~20% CHB i #44 HCV &y, HBV 15 HCV Hh/sfe n] g hn i % &
ST PR AL, Pl BE 2 AR 55 T 40 M g 14 o 2B 358 H e i) T o 255 =2 ) A7
EAHEAEN , 228 HCV Bye st HBV p3HIvE T o e dh /gy s #3897,
FLEL 3 HBV DNA 24 HCV RNA iDL K ALT AKCEZ4545 , RBUR [RVA ST
FE(FE) , R B F N R FATH HCV Y87, fEA A H HCV 5, A] fi# bR
HCV X} HBV ROHI/E R, 2630 HBV B936E AL sl 165 i 8, 2636 Y7 w0 e il i 28
% HBV DNA 48 DL &% HBV J 8 A AR5 K

1 HBV/HCV SLEGeE HUiaia7r i

HBV DNA HCV RNA ALT iieyiES

T Kl T IR Tfh S HCY T by %

T T, <2 x UIN SR HCV 17 FRAE %

ATk T, > 2 x UIN BUE S0, R IPN-o+ RBY = NUC 3777
Ak T4 T I <2 x ULN S #0050, PR ST,
Tt T Hl) T IR >2 x UIN S HBY 97 %

T4 B T4 B AT Y

VE BB TFN-o 5 LT (04 1A5T 7 4%

(=) T S5 A\ o s b 2 SE RO Y007
Y5 6% ~13% 1y HIV &3 004 HBV LR HIV JEE T i HBV %
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Y HBV DNA 23w , AL H &P HBeAg I35 27 5% #0358 i = JHF W g A2 38 hin AR
I NEZE e AH O L% . HBV/HIV MR YL BB 5 H1 HBV J5 7 Jr 2 i 3 77 2L 4
G RBE R AU S5 BT 7 (HAART) 3697 1R 0o 40 B35 75 IRl ik 9T HBV &
HIV 3697, WAl 76 H HAART J597 7 £ 3t HBV 2547, il %45 TDF Bt A LAM
)7 RS FLIA IIRYT 7 48 W HAART 3697 I R AU & LAM, i
Wi HBV i 2515 00 9 S R BA T T %, IR B AT HAART 477,
NIHPT HBV /Y7 al £ 88 ADV LdT 5 IFN-o; i+ LAM \TDF \ETV H.253897F &
B HIV it 25 i XU, SO 30K F LAM  TDF (ETV 457",

Dy e R R S HUREETR YT M & 8 5 ]

i E CHB $UWEEIR YT 259 ) & B 5 [E SN ELAFAE— 8 I R 22, 259))
RS ) B T DRSH AR A e R 1 T A P 24 ik T R, o RS 2 T IF R PO ER A
ST A — o B, . T ELP [ Y CHB 53R AL T A A TR 2 , CHB &
FIGIRFFEA ], Prseia )y a5 K BA 2R 55 B35 5, A RIPUR 25901
Il PR FER 438 W R, 56T CHB B3 MBS PR 21897 SR WS A2 H R i il
PRACEE T A W I sE 2 X, CHB BEA YT SR AR T A5 3G IR B K11
2] H H BT RAEAE AR 22 [l A TRt — 2R SE o

1. WIRERATRYT B NBE 25 £ IR T L 75 E— 20k o

2. PIRPRZT (R ) ALY IR B 697 FE R 24514 7 a1 VR A Rl

3. IFN-a FI5R30H (B2 ) 2514 (ETV 8¢ TDF) BX 53697 LA 5 HBeAg F11
HBsAg I35 ¢ 7 R VR A R A

4. BRNBRAIEIT T R e i T it — 2P

FEREAN BT AR RL

ERZRSBE(UEZNEHBTAIF) RO KA FAF ORE R
M EREENR JGIR BHFELRE FEALS . TE T SHE XFTKR,
P BRI T I R AL M e IR BRI B BT
W% TEMN AL ENR . EE. ZEE . ZFHOGHE /R GHEF oA,
R IR FE AR BIAE T B AR R EIR

1 Niederau C, Heintges T, Lange S, et al. Long-term follow-up of HBeAg-positive patients treated with interferon alfa for chronic
hepatitis B. N Engl ] Med,1996,334(22) .1422-1427.

2 Liaw YF, Sung JJ, Chow WC, et al. Lamivudine for patients with chronic hepatitis B and advanced liver disease. N Engl ] Med,
2004,351(15) :1521-1531.

3 Di MV, Marzano A, Lampertico P, et al. Clinical outcome of HBeAg-negative chronic hepatitis B in relation to virological re-
sponse to lamivudine. Hepatology,2004,40(4) .883-891.
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