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ZE BN HBV BEMESRER AR IER-E, BHIERX(1BZHF) WKRER(RIRINEMER) BT ARITZRT
J&, 7% HBsAg 1 HBV DNA $54e40 R 2 HBeAg FA%E SR HBsAg MiBZ R, AR AERBMARRIELHE, LR
RERERZERR, EEMERIINTIBZ AP GIEEIEFNERET Bfr. IWARSKERIER, NEERBESHY (DAA) [MRE
(BR) £ (NA) I @ AT MR Z ZEBATHE(PEG - IFN) o | FREBKEETHRA T RUNBOUBARERE REF
BT, THR 7 RTINS HBsAg FE Y & O BEALY IR TSR . (CBMZBFRIERER (IR MER) THRHAR) R T
KAERT TRARMEILEARE, HFEETRZFRKARREE, IESRRERE T REFIT.
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The expert consensus on clinical cure (functional cure) of chronic hepatitis B

Chinese Society of Infectious Disease, Chinese Society of Hepatology, Chinese Medical Association

Abstract ; Chronic hepatitis B virus (HBV) infection remains a major world public health problem. Current guidelines for the prevention
and treatment of chronic hepatitis B (CHB) have suggested clinical cure (also known as functional cure) as the ideal therapeutic goal,
which is associated with decreased risk of cirrhosis and hepatocellular carcinoma. Clinical cure is defined as sustained, undetectable serum
HBsAg, HBeAg and HBV DNA with or without seroconversion to anti — HBs, but with the persistence of residual cccDNA ; accompanied by
resolution of liver injury after the completion of a finite course of treatment. Accumulating data from a series of randomized controlled trials as
well as clinical practice have confirmed certain clinical benefit of optimal sequential/ combination strategies of direct acting antiviral drugs
(DAA) [ such as nucleoside analogues (NA) ] or immunomodulators [ such as pegylated interferon alpha ( PEG — IFN) | for appropriately
selected CHB patients. This consensus provides an updated and comprehensive analysis of the data supporting the use of combination thera-
pies and summarizes the roadmap towards clinical cure of CHB to guide decision — making in clinical practice.
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ARSI LB R (18 S ) W IR IE A (kT fg £ EEELNIESRNEEER
TR IR YT R R A S TR T . AR EEBBIRE g |
PEAESE E 1R ST I RIA @A PUR 00T T ML & BRI A jpgpasgy
SCVATT A P8UE P 5 U4 R ORI T8 SR S 2 M 228 A% ERRIET 2T HLIG BT B 2 1028 2 4307
BEB I RGY AT B . AR A IESE S 200 B %% TEARA I T BAIT BE LIS , 5k 2 0 R ML 5T
A B I C =AY AR N 1R 2 BIAGO (3 1, MR 40 C% TEAE A IR T L G SO0 A, 99 191 2308 53297 LT
GRADE 4344 1&17) o PESCE

W% HBV HEfIEG Z BT 46 So e BREE (1 BESR LI RS i AR SR L
B K RN AP R 259 i i T, HBY BRI B v BURSE T K 2 L BRHESE F800 78 083 T 0 BT & A8 3K AT B Y IS 1% 00
MOAE 5 SR TTERPE HBY 8k 3fe ) J2 2 BR T K0 6 T2 [, 4 B A 5 i A HERE 2

2 55HERE IEIRIME S 22 AN 55 M B AR AEAS I o M, B

R AF 2.4 {2194 HBY R %, 4R 3 65 5 ASE T
HBY HHSELAR T , 4045 T 2h B8 2 98 | I 6 14 0 1T 200 M oo
(HCC) "' ), 18 Z PG YT bR 2 4 5% i/ T B AL 2 1%
T OIREE A HCC f % 28 , DT 0385 H 355 2 0 3 4 2B 2
FEIFE] S~ HBsAg BA%E 5 PR Al ol 3 . 24 200 Bk 38 L K
KIIHG e M1 5E 2 R P MR8 2 Bl i6 18 e 77
1 BRAE AT FUAR , BD I ek i A e pR Wi G 0 SR T B

WEAENRIT B L AT RE S A B I A TP 3L 5%,
S TR R
FEHURTEZIY) (DAA) [ AN H (BR) 25 BI4 (NA) J B fe e i 5
FILANR Z B T E o( PEG - IFN) J BB F S BRI IRYA
MMYEFABR, #ig b, NA F1 PEG - IFN 4%t HBV &R A
B BEVE FIAL A BRI F RE 4% 7= A6 D W A0 B AN 800 . Il
PRSZEGIERT, LA NA H1 PEG - IFN 8 sl -S89 itk 7 &
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I PR IR R 2R 1 1 G0 AR, 1 S e R 18 A 77 bl 5 B 13T
LAHE B 2 BT B S BlIR RIA
1 HBV BRI REE I G KGR
1.1 HBV B faglsRab)a A —Fiahdiomg iT DNA i,
HBV &S A S5 it FFANM I b 32 0, i 7 — 2R R — th
[ 512 26 11 (NTCP ) 42 AT 200 B A1 , JFG 2 R 4L 30 43 XU f 1
PRtk DNA (reDNA ) 3 A 20 A% I TF B 75 52 o1 B0 R ——3%
Hr P A FRAR DNA (ceeDNA)  HBV ceeDNA 515 £ 40 8 [ AR
B ATE AR MO (i, LG 7 B R E 1, cceDNA 2f 3214
K, TE 0 2 HE AT 40 I B AT 1 kb 7S A — o B
% TEREAR . LA, HBV i R 4 75 75 5 40 B (9 4 R, s 7
XL DNA ST 845 275 2 DNA oy 8045 1 2 2 DR 4
Bl 00 35 11 14 5 30 R R, TG Rk 7 A i A
W ARG S HBsAg (95 0 7 X3, AT 525315 HBsAg™! | J&
HBeAg Bk % HBsAg i 2K, HBV i FE 5 44 i 2 K 41
15 A X (0 75 7 0 LA DR P AR T

HBV Jge A A5 AT S B0 [ 16 PR 45 Jo) , 4045 2t 1 Rk
SIS P HBV e | J5 #48 1] 43 91 /4R35 3k HBV 45445
# HBeAg FIHE/ FIVENS 20T I VENT 45 | 2 AT 9 T il Ak 2%
RALT L 90% 1 B AL IRCL T 25% ~ 30% ) B4y JLIRG L % Jit
g YL s T 5 4 LA S YL B 4 R 2 40T B & T R HBV, Y
A 5% ~10% % JE 18 PR Y . HBV B i I R 75 V3 R s
R T B M T 7 A T R T G I 4 = I A EL AR
HBV 2Pk 5 , HUIAGE 1 7 A= A 20 B0 2 S 0 BE %, A0 45
TSR AP T I P 8 IO 25, 6 T oG 75 2 s HE R v
PREEAEM ., 2Pk [ RO SR ) HBY S [ AR
U, — R TR U BRI T, B8 2 AR5 4R N K 2 HBsAg
B , Z 80 HBsAg I #7540, R AEERIA N HBY i)
TR (R KBS BAF. 1520k A R R A L, 18
HBV JEHL] , HBV $745 52 i A 5 7 bk 0 40 0 0 o 0 A 2 1 S
ZEALIO HBY RS T AR B2 S 1 A S R
AT I REREIR " T AN REA 280K B R T, Bt
2 B E T T ARTS FUR Y2 A
1.2 R THFeERER KSR T E L TR IAIT
AT BRAT A A B 2 R R 2 24, B ALT 42 % (HBV DNA 4%
A% TR T R (A 367 4 55 , 3843 3% 7 3775 HBeAg
BR A 1 (ER) LIS 27 e i B TS B P 25 5 O B IR T 4
) IR FRAR T 4 4 2 0035 I e A T 8 4 il HCC 19 %2 2 R
Koo B QST AT RABHRAL RIS SR B H AR AR W, 1L
T B B 285 . % 4 1 B 4 D9 780 JFF 46 368 A e B0 7 VA T 190 R
1, HERENS 2RI BRI R T (50

18 2 AR 0 26 0 2 AL 4 58 A B (OURR A 72436
) Rl A B CUFR D RETENA B sl se e zia i) 7" 52
AU I3 HBsAg K IR F) T PRIV HBV DNA 35 B
(FLIEHIFPY cccDNA FI4& 4 HBV DNA) |, I 3% 4t — HBe #5345
P, B R PR - HBs BT T cecDNA Hr 4R E 17
7, B H A5 5% coeDNA BE S8R m 254 , TR 56 2238
MELLIZHL . W R IA A B 52 A BT A ST )G , I HBsAg Al

HBV DNA $52e kil A%, HBeAg 155 , fE A HBsAg I 2
el R cccDNA R RFSAEAE IR 98 0 22 ff AU 20 2 L2
Bt ARG K A 2R B AR, IR IRTE S LT 24 HBY
TG A R TR TR R BRSPS 18 2T 5 A s
i, 2 F R N M AR B BEAEA YT B RRD L SR HBsAg
B 2 HE AR =50 % HBsAg 5 [ 5% HCC & AR fa i
Fz 0 PO T A B S TR I AT R SR e R
BEL, SRR, IR IRE &L RS & I R s 2
VR AR IE X5

1.3 AARBESSENEREEHGEHRE  HiTHAERE
ZIFHUR T2 FE G IR ) (U PEG - TFN) DL K H#:4E A
T 2 i R R R A DAA (i NA) P A BRF R
PEG - IFN S K3 NA Y477 1] 3R A58 A AL 2 R 1524 D24, T
LU, S5 R A AFL G 12 100 R 91 B HCC S 2R XU
SR N A PEG — IFN 5 DAA #43E LSS HBsAg IR

NA i 75 i L 52 1 R 4T, BT 294 80% LA szt
SETETRYT IR IR NAYRYT o ME 0 i ;i il 571, NA w5
R HBY &1, SR B2 BUE R 45 (ETV) V3 SR i
F5 1R (TDF) BB i 4 45 3L hi Wi i ( TAF ) 8 — 28 NA, B RREE
A cccDNA {0 %5 S5 35, WATT JG 325 A3 2000 3 5 4 11 4
HBsAg 763%™ . RAF K NA JAJ7 cccDNA Hl HBsAg /K F-
Gl 0 HBsAg FIHRAL 0 ~3% , H NA JBIFXELLK
A 2l A5 255 B R &0, HIL e R 2508 E W
ERMEBZGRA, Wfridt—H8E NA 56 BEMRITITY
BRIEIR AT R S BIG R YA AR I AR 02 A A7 e ) A s R o5 )

TG 2 1o 434 50 G 2 0 O ) B AR 0 R T B 0 L
TR HBILR (1SGs) WA H L TILEE S mE L
FRUOE R AR AT HBV & 5 45 SRt
T, AT 2 P G 8 381 3 RO 245 19 AU A o e 4k, R T
it 3R HBY RiE[H 41 RNA (pgRNA ) R O B0 14 4 A, B0
T X cceDNA (1) e Wist & 16 1 e 9 i) HBV % 5% s A 5
FE U HBsAg 9235 . 15 NA A b, T 27 BA B, i
T 2F N R LR R A B TP SR 5 R AR R 4 R
AR, B A2 . TR IR AW R S s
AR AR (PG DAE) (A B B R R HZ /5 ALT K2 ~
10 f%1E 4 {5 _F R ] ik HBV DNA § i ik HBsAg /K -4
PEG — IFN Ba257497 HBsAg BHE R Ky 3% ~7% ,F5E T NA I
7o badte Z PO S TR T T 1R 2 A% S iE A7 00
WS 1 PEG - IFN 3897, J6 97 JRINTE 2 WAH ¢ T £ 1697
e,

BT BLR B Z T iR HBV cccDNA F14& 431 HBV DNA )
254, R TR G Tid SZ RS AL 7= A 78 0000 614G A 5d P
PURTE RN E , A BRI IR B 58 a4 il 7 B2 5 2 S0l i
PRYGEI H Y B ] NA 58 PEG — IFN X 75 F2 6
(RN AN ], L S8 107 255 K SR A A BR Y . PEG - TFN =
IR TR G e 25, IR CDS6™™™ [ 4K 2% 5 ( NK) 4 L £t
POR RS (H AT B SEGOUMTE CD8 * T 4 i I RIS #E , % HBV
FESPE CD8 T 4 h AR K A/ FAA RS . NA #fuUph 17
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BE) TRHAR

eI NK 20 5006 75305 2, (H6 T ALT T35 19 %, %
o (LdT) fig— s FL B4 CDS6™™™ NK Zi g hfig™ .
Zeik NA KIVRYT RIS 2 N A 1 B, 2 B HBV ek
CD8 " T 4N h g 70 K A2 3 9 15 2% it A HBsAg T ]
AT BT HBV #:5:4k CD8 " T 40y Shfigd g™ o Bedh, NA
W HBV 24, 7T LA B4 58 PEG — IFN i S A JC AR 538 3%
BB O b R e 2 e B R 2R 2 A BRI T AT RE R 4
FE I b R R B T RS AR . BT SR 45 HB-
sAg BRI , WIEAE iR (ADV) Fl PEG - IFN 53897 W)
feit HBV F¢50 T e D g0k 2 . ETV 1 PEG - IFN J¥
BURYT 1753 10 0L 22 V28 5 R T S B 1A R0 I 4 2 240
DhREME S DL R 1SGs 19 58 L % I % | PEG - TFN
FFBOATF T CDS6™™ NK 41 i i) B B , J5 4 38 3o 142 A i) 42
BRI HBsAg Fl cecDNA (935 . M H 2, 1% 2 8HiE
ST BRARYT ALK AE LU B S 2 N R B TR
TV
WESN.
(W) EABZIARERTERNE S, RSB EHE R
FrA2iEFTIE, 7% HBsAg #1 HBV DNA #5454 il 7R 2, HBeAg
PR fES B HBsAg MiE S5k, B cccDNA AT HE G,
FrREE U FFARRESNE, ARPFRRERBERK,
(A1 2R)
(2) 18 Z BT R4 AU AT U@ i Wik &5 78 5 B8 F03& 7 1 0 i R 25
MH A6 HBsAg P £, (Al )
(3) NA #1 PEG — IFN 3¢ Bl 75 #03& Rr i S B B M0 AR, B NA 38
MRS S S AT E) PEG - IFN W RE AT ER, AR XN
YSBERIRE TERKE. (Al R)
2 1B ZRFRIINGBRIE AR R R B 2k

DAA (40 NA) R 845 5] ( PEG — IFN) 225 9 i 5
VAT I8 A 4 A RO ) 9 T K A i T S RN, A R
W B A P R S BRI ARG A TS TR T R G o IR RS2 e
NA Fil PEG - IFN K G3RY7 5 B ER T8 £ i) 5281 HBsAg (]
FELL R NA 525 R HIAE R o A4k, E AN
S F A IR SEEAT T ORI, T v [ 2 2 0
NA 1 PEG - IFN Bt & MR IE IT IR W R W b 4T 4k, 7R 1 £
Al Pl 2590 P ST 44 6 P 2507 T T B8 T 22391 2 v B L
IRIGERIIZE. EH T NA fl PEG - IFN BE& 1A 7 28 £ B A5
TR GIR YT R WS R T BTGB T SR M, 5 & 46 e 7 SR g
(B NA #J PEG - IFN) 1 Jii Ji] ™ 5 W& ( BV NA Jii il PEG -
IFN),
2.1 NA o PEG - IFN %6 B A-38 57 ok FLUPAE I LRI &
YR TT R I 1R ST 5% B A R 2% A ] 48 /=3 95 1 27 17 2 51, HBeAg
M2 N2, AR F HBsAg B4R IR TTIT A& o LAM( 5
ADV) #1 PEG - IFN« - 2a %] B 3 A 04 97 IO AR 6 D27 &
B, %% PEG - IFNa - 2a H254H b, B AR AR YT IR ISR T i A4
PO T AR N A R i, (EUR RB AR R 45 2 U R N B R, — T
PERTZ R A5 P4 T HBeAg FHPEY) i % 1%5% LdT Al
PEG - IFNa - 2a B 5477 YT ALRI % 22, 15 PEG - IFNa - 2a

FAZTA EL AR YT RE 3 BRI B 20 N LY HBsAg 7K,
SR RSN T ™2 i B A 2 A8 1 RIS, A1 T 3K 19 7 245 4 g
R [RIBTIE . —JRBELA BETFSE ™ 99 A\ HBeAg I PEVIE B
%, %5 PEG - IFN« - 2b 2540 L, ETV il PEG - IFNo - 2b BE&
RTINS NI A R 5 SR HBsAg B R4l M 2 5 sl
SERES(9.5% vs 4.8% ) o T — T B AL X IR 50 4 A
HBeAg FHHERIBIVERDIG %, 45 5 B85 TDF 5 PEG - IFNa - 2a
FAZGIGIT L% TDF B64 PEG - IFN - 2a A7 16 JA A L, TDF
A PEG - IFNa - 2a JR YT 48 Ji 7 g 35 $2 %= HBsAg T F& IR B
KA5 25 )5 24 J5 HBsAg B 2(9. 1% ) , JUHXT TR A R
B GKEEBEVIE 120 J4,10. 4% 1% 48 JRBA AT IR 52
Bl HBsAg BIEES" o 55—/ NEARBIESE > 4 A 26 ] JE 14 C 7
18 Z 3 ETV fil PEG - IFN« - 2a B¢ - 2b BE5 3877 48 &
JG ,HBsAg BIEE(Y 5 4F BRIRK 15% .  RBFSEHER NA(TDF
BR4M) F1 PEG - IFN #IIRBEAIGYT HBsAg [ % 5 5 ] PEG -
IFEN A2 %7 T 48 2 40 F O 5 BRI 2% 18 4 1R 0 ] PEG -
IEN, dnful £ = FE A8 S ABERIG IR VG A el iE — b R &, FLrp ik
BRIT I 25 HLAT REJE S IIAT T T AL I R I 2 —
2.2 “BRAVET R LAk, Z2WUFR SR TR R
NA JRY7 AT T 24 DA 1 BB 5, ¥ ] PEG - TFN 0] SE R4
HBsAg BI#E 3143 B T NA 22 24525 . — U/ MEA o>
I ABETE TFN {47 JC R 8%, LAM Al IFNa ¥ 53R T 1T 5281
FRELG RS 025 A HBsAg I35 24 F64 (3/14) . OSST fF 5"
R, ETV SR A5 Fr 2L 5 % N2 H. HBeAg KRR (<
100 PEIU/ml) ) HBeAg VLR # , 15 ETV S253677 M L, #
PEG - IFNa - 2a JRY7 48 J& W] I 42 15 HBeAg Il i 2= 406
HBsAg [ 3 (8. 5% ), OSST WFox b 1i 1 4F 1) 504 Bow,
HBeAg il {24 55 400R BIRTT 45 B 17. 7% ¥ EE 255 1 4F
1) 38.7% , H 85.7% 697 45 AT & 2k HBsAg [ 1) (8.3 4k 1%
PR IR T I £ U PR IT 45 SR 1 K38 NA
VY77 5 PEG - IFN A ¥ HBsAg KF T BRIV BRABAL T B
BERUE MR e AL AT B2 e 8 7 SR T HEmE 73
MR R 22—, — TR BT 52 2 W], HBeAg FHAEW)
RERE 2 ETV 3597 21 )¢ 5 PEG - IFNa - 2a JR Y7 48
JH, 5 PEG - IFN BL2594 )7 AH L 7E 152 25 5 5 20 B R i i
WA . NEW SWITCH fF5¢ > RR T T Z “ il s ns i)
BRI HL R BT AL, PSR W5 %) NA 2363515 HBeAg [14%
1) JE KT B PEG - IFNa - 2a {6772 96 JH#5 48 iR
JTIT R A BB HBsAg FFE % (14.4% vs 20.7% ) . —3i
R PR A 551 98 A 41 B HBeAg BHTE 2 ETV 3477 J5 3815
HBeAg I35 #5451 B35, )7 51 PEG - IFN« - 2a JRYT 48 Ji 15
Zijg 24 J8 6 5] (15% ) H % S P HBsAg B %%, Endeavor fiff
F Y BERLAN A Z K ETV 3697 973575 HBeAg B4 19 5%,
54 T] IFNa - 2b P25 sk 4k 2 ETV 5257457 M 1L, TFNa - 2b |
T NEAMIAF -2 FIRYT MR 1Y )7 ST A 75T HBsAg
B4 3R 3 5 (9. 38% ) .

2.3 ARV R CIMATIRIT RIS AIFE NA SEBURRSEAR
FEEA N TN PEG — IFN iZ5Ems S5 4k 4L NA BAZY IR PR LU AE



1696

G RATREfR#EE 35 5 8 #2019 £8 B J Clin Hepatol, Vol. 35 No.8, Aug.2019

HBsAg [ 5 15 % J7 1 2 7w SR A 9T A, — SO 8 M A
oL G LKW 12 14532 NA JAYT 19 B35 A PEG - IFNa -
2a J5 2 Bl &k HBsAg I 35 24 7 e, — 100 AT R 1 F 5
AN 10 F1Z2K I NA JR Y7 3Rk 45 HBV DNA H5Z2 81 ) HBeAg
BB, I PEG - IFNa - 2a J5 6 ] i 3 5230 HBsAg B %%
FeNA %2 4243 25, PEGON fif 55" % Wi, ETV % TDF 2434
HBeAg B8 %, N PEG — IFNa - 2b B BYRYT 48 JHG, 5
NA BZRYFAH L HBeAg MG 2R T R &R R, —WE
PERCGHIFSE ! TR, K% ETV 397 R S8 HBeAg Ifi 35 2%
540 HBeAg FHYE 2, 5 ETV H2536 7 M LL, A PEG -
IFNa — 2a 4 97 7T W 25 §2 ") HBeAg [l 7% % 5% 6t %2 (44% vs
65% ) Fl HBsAg BI#535.(0 vs 4% ) . HIEELL HBsAg IRKF-( <
1000 TU/ml) #1 12 i HBsAg T &% >0.5 log,, IU/ml BEFIN i
AT HESCH HBsAg BA% (1) % . HERMES BF5¢ ' %1, NA 28596
FEP D # HBeAg FHPERY 12 2 5235, A PEG — IFNa — 2a 1]
TE AR HBsAg /K F-. PEGAN #F 557 45 5 0] & 7% , fifi JH)
NA JBF7 I AR5 95 75 5 N 2 (1 HBeAg BV 835, I PEG -
IFNa - 2a 3577 48 4,96 JE It HBsAg Ff% 28 54k 4z NA BL2hiR
SR 22 F G (7. 8% vs 3.2% ) ,{H HBsAg /K F
WeHi 3. ARES BF55 '™ L WIEH 4 HBeAg BITE £ % , NA AT
5 24 JEFFUEINA PEG — IFN« —2a 5 48 J&, %% NA BAZG3697 A1
H, HBeAg Ifil 75 2% 25 % i 3% 32 % , . HBV DNA 1 HBsAg 7k
TR, BT IR BRAF S 49 A HBeAg Y]
VR 52 TDF 397 12 JH )5 INA PEG - IFNa2b 3397 24 JH,
%07 25 TDF 253697 HBsAg R 5 (7.5% vs 1.9% ) .
T3 /INREAS LR BB ST 48 A 3% 52 TDF 3697 1Y
HBeAg fHM: i # ,20% i PEG — IFN« —2a (1) i % 5281 HBsAg
%% , MdksL TDF BRZGVRYT R TC | (i 30 HBsAg B%%

2.4 BABAHRMAER%E TN —TEREMTTIHAT 24
WP Je NA FIT RS IBIT WG R T , 45 R R P B &
M SGRIIRI G 2R W AH LU AE R YT 48 Jel Bl 52 JE B RE S LT /&
) HBsAg B % (11% vs 8% ) . BLANF FLHE & RIS, “
FH” SR 265 48 JRl 85 52 iy HBsAg [ 3 (14% ) W& & T
AT S (8% ) o —IRIAl LA L AhA ETV 2894 HBeAg
BTk B S5 R BTA IR 2 “ e " PEG - IFNa - 2a 7397 (9% )
I BIT (15% ) , H HBsAg [J156 514 B 25 T ETV #
ZRY7(0) o 72 JRR“ " A R ETV BLZE 57 4
2% (HBsAg /K F T > 1 log,, TU/ml) 4351y 60% 40% Fi
2% o Jj—TEEXT NA SR IRIT 0 5 N & 1 HBeAg B M35
Ry AEREHLIFSE ! B, 80. 0% (8/10) 3 F PEG — IFN — 2a [
HFEH18.2% (2/11) i PEG — IFNa — 2a [f) 3% HBsAg 7K
TR > 1 log,, TU/ml, FH“ 4 17 SRME A A 55 % T8 7T R 42
iF HBsAg /KRG AIFSR & 40 phy 1 40 F 7 SR o, 455 NA
A RE S O 1 RN AT B TR PEG - TFN 957
Ro —TETEHEAT I BEHLXT BEBF ST (SWAP BF50) 7 gy A B %
KH NA JRIT IR, O A A e 2R W, A PEG - TFN 41
(9.0% ) F#e [fl PEG — IFN 41 (8.9% ) ) HBsAg B/ S84 & F
NA BLZ5R7 X RRZH (0) , i AR M 2524 B K % (30.2% )

W R TR (3.3% ) FAL(2.0% ) .

FRAE LA A SCHIF T ME L) BH i B5c (A B AR 7 SR, il T
NA #if) HBV 2 i 7] B350 PEG — IFN 319 KSR e BT
B, NA B 2K WA 7 A B IR 15 15 2w 55 22 0 i 5F B A1
HBsAg /K F-, M &6 43Wk 52 HBV H5 554k T 4 D &, 7T DA 4
- 259 e 8 (SR NA BRA PEG - TFN) (25 2501 (NA SE1TIA
TG F B PEG — IFN) D) S 28 35 0 i (4R 25 2 ) S AL I
MLAE ) A& 2SR 77 AL G R 3R
2.5 WBUFBRERREE L LIG)T R HBsAg i # ok
HBsAg s T B T/ B+ HE 2 7 LB A A 9T HBsAg BH%L
FHET AR T e s B AR S ™7 . OSST WF 5 il
NEW SWITCH 58 724 22, K1 NA J397 /7 5 PEG -
TFNa —2a i}, 348 HBeAg [1%% H. HBsAg < 1500 TU/ml [ H 534
J7 48 JERT HBsAg P45 SR8 (22.2% ~26.5% ) , ifif HBsAg =
1500 1U/ml [ 55 HBsAg PHAEREG(1.6% ~3.8% ) . LA,
YEITES 12 JE B 24 JERF HBsAg <200 TU/ml ) H 3% 5 45 1 g 4k
5 HBsAg [H%% (48.9% ~77.8% ) . #HJ%, 4 12 & At HBsAg=
1500 TU/ml 5% 24 J& it HBsAg=200 TU/ml [ H 35k L SZ L HB-
sAg BAH: (0 ~ 1. 7% ) , IR ot g 130 1 #8452 PEG - TFN 33
JEOY L 5 R R — B, FE— TS R 4 PEG -
IFN JRITAEN NA (25 50 , 25 SRR RE R ] 20% L2k HBsAg <
1500 TU/ml {58 AT 5280 HBsAg 354, Midt4k HBsAg <500 1U/ml
TN HBsAg 4% e85 41 ( HBsAg [J15% %435 50% ) . #71tk
AR H DAA (40 ETV/TDF) FF 5EBeA S 28 9539 (40 PEG -
IFN) AT Bt 3L T HBsAg S8k 118 2 I R 16 /L B 2k
B T SRR AR AR 8 SR YT (BGT) R & 18 SR 97
(RGT) S ms (& 1), FEF Bk, F 48 HBsAg Ik H
HBeAg [ ) 1t % i 35 12 %2 )7 Bt PEG — IFN J/ 7 5545 1] fE 5L
B PRIG A, I B I ST I — 2 IE 52 . Endeavor HF55 "
LRI HBsAg /K- <1500 1U/ml [ F& 3% HBsAg B4 %55k
27.3% . HRIELETF B Z 3000 58 610 O 34 A BER L B0
BIRITHE— B IESE T BGT SRS (1A &kt . — SR AL Xof HE 4
T A NA 36 AR 2% B B HBsAg <2000 TU/ml )
B M PEG - IFNa - 2b A7 60 JAMIEJEIA Y7 45 AT HBsAg
BHEE (32. 6% ) Fll HBsAg Ifil 15 %% (27. 9% ), Anchor B}
587 MBEHLANA NA 283541 HBsAg /K- (<3000 TU/ml) f i
#,5 ETV HZNEYT (HBsAg 45 R s #4050 0) AL, 1T 5
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HAIAE HBsAg (5% . KAEA Z o B Sc it 5 COST i IR F
FEALNE Ay % L P 1) Sk £ (36 7 AR 2 2R
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RIRTBE /N, R 812 A PEG — IFN, 3% A H At 87 254 (40
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3 1B ZAFIEARERA SR HARETS

FESZHING RYA B 09TR T 2 R v 0 R Bl 7 . TS
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