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Mt 2 G REMERT A (CHB) R Bk E A L A
(A, i WHO ¥ fow , 2BR2 2. 57 AL NEGe AT
JGEE(HBV) | FH4E2 88.7 T AFET HBV AHEHIR
TR A BRI 28 (fRTFR S F ) K, R4 3 1 5t
it A L 2 W B A AR B P A i Je HBY SRR g
R H— B N\ BE 2 RURT 5 PR (HBsAg) PHAE
WATHN 5.86% , 12 M HBV JRYLH 25 7 000 J7 1], 1
H CHB #3252 000 J7 ~3 000 J7 5", CHB #& K15
BERERYT, TN AL e, 7 T R e R AR
WS, CHB IR YT B bR 5 K PR K
it HBV 2], Vel T 200 B 98 i PR B8 B 27 4k Ak, 4k
SERIBH 1B R | Yk 2> FBIF 1k B S AR AL |
JER B T e &R e S I IR A, IR IRIA
SE SR A5 IR R IT R R SE I HBsAg 1 2%, A 50U £
HBsAgIfL & 245 4, BRI AS 1 HBV DNA, JF A= 1k

RERIEHR PR 2R A s, RO TR
(Peg-IFN) -a-2b 1A¥7 CHB A MUFEIL A AU AT B3
i HBV &, 1 B8 I T AL G 2 D) RE , 18 G 2 ifit
Z AT B S HIG RIA L, SR AL G BAYT 2 Peg-
IFN-a-2b IGY7 I RIE AR5 A B, HLEB 4 /8 A
HBsAg TREJEA S & W 80K R Ry e DA it 52 1 Hh G
BIT . ITAER , Z KA BR Peg-IFN-a-2b 1477 5% % 12 i
ZENE R IET IR - EK-FR YT A AR AR AR
K TEREAT (R ) 25 I ( NAs) 4EHIG 7 5t 1, i 4
HBsAg 51 }12- %% Peg-IFN-a-2b A I AL 597 F
BE3bE e T RELEIAYT AN RS 2R AR, S i [ B 1
G PEAE LI 0R 5 SLIRYT N . X —IRYT SR IS ARG R S
Bz N o CHB IR R A, A A
AT 2 R B 8K 332 (IFN) 3797 CHB 1
PSR T R TR

— Peg-IFN-a-2b j&47 CHB HI#1

IFEN R ML 2 96 75 B S5 U 77 A ) — 28 R
H, BT WEYUREE T R LTS S EH . Peg-
IFN-a-2b J& 6 B 7, [ ( PEG) 4> T~ 5 33 IFN-o 3t
MEEETE MK R IFN, PEG BAfiZE K T IFN 7E1& A
FRf o 1A R ot 24 ke B T AR, P A [ B ik 2
TR P T R,

1. i FE WL . Peg-TFN-a-2b 15 41 Jifl 22 18 £ TFN
ZARGES BRI 2 555 s 5T — R
IFN JIEEER (1SGs ) FRik, X 2L ISGs P~ ¥ il ik 2 Fh
BL & U FEAE T, an il HBV %% 5% BHEE, T3k
HBV DNA il , BH 1= HBV 95 5 FURL 21 e AR CAE
REAT 5T % B, Peg-TFN-a-2b R4 HBV A (414 24
IR DNA (cceDNA) ¥ 5% Jdi /0 HBsAg L RIBF 4 e HU R

(HBeAg) K HBV DNA &, IS BERZI HBV RNA %%,
RAR G 77 2 A K

2. W E PR T L] : Peg-TFN-a-2b 4035 38 15 1 FH %
CHB JAY7 2 CH L, 3 5 HLAA [ A 0052 s Ny 1
GIEN L . FE A ST 1, Peg-IFN-a-2b 336 H 2R
AP (NK) 21 A 58 240 i 25 £ 2 200 ., 435 5 H X Jee e
HBV 200 A 4 A8 4053 e 5 70365 7 1 #2928 7 1T, Peg-IFN-
o-2b (EHEHT AR 52 40 i (APC) JRE, 1 53 Ho X HBV
PURAEE I N T B8 7, PATE T k0 40 pf, 32 7
YA EEYE T 400 (CTL) A Bk T 400 (Th) DhRE, 14
SEALRXT HBV B 41 A A0 45 5 Pk e e T BRAE A
AL, Peg-TFN-a-2b i ] 94 15 40 g X5 R 2% {2 37 Thi
TSR P F- (4 TL-2 IFN-y 25) 200 341 Th2 7 41 fity
P (0 T4 (T1L-6 55 ) 77228 A HILAA 5928 10 25 1) A7 )
TR BRI B 5 ARt

= BRI BRPeg-IFN-a-2biAFF AR R E LR
AR R

Peg-IFN-a-2b G745 38 AT LA i il A~ Ak
FUORREIAYT T ERIEE CHB AREMIG ARG AR, 5
A48 3 PO RO 5 A IRYT L MEGRYT B RKIRYT
HWF5E B~ , NAs S Peg-TFN-a-2b 1697 1] i 3548 &
HBsAg YIS FRE X —2518 HRTE B Z R,

PRTE 38 TA K Peg-IFN-a-2b B4 NAs AT 96 J&
A IR RIA AR E 30% LU |, KW FH Peg-IFN-a-
2b JRYT A ESs B IFN AZ KU/ CD8 * T 41 i FE s |
IFN Hiid =4 | K it B 45 i Peg-IFN-a-2b A F T 15
FHRPEIGEIR E IFN Z KR8 B LA IFN $TATH
. [RIE R[] BRI 435 NAs JR9T, AU BERr e i
BRI HBY DNA /K-, 34 Re il Bl 3 4 A 53 1k f s
IhRE, HEHE F Peg-IFN-a-2b JGITFBITENL ), 22
W R BAAE 2021 4R 0 114 18 S 2022 48 (1455 BRATEST
IR K, Peg-TFN-a-2b [0 BIGYT AT LA & CHB (3
IIfi PRIA AR | Peg-IFN-a-2b [H] BRIGYT B 28 4R
SR EA L SR 2 — . BF9E 7R ,90% LA 3k
RIGRIG ARG CHB 5, H Peg-IFN-a-2b ST
it 48 AU R, #5 BB AE % Peg-IFN-a-2b I
F7 T 48 JH 5, H HBsAg . HBeAg 7K1 Hi BRAFR4L T &
A TR IR T IR AR A T S PRIA AL 238 A0 00 B

1. (B BRIGYT A [ BT T & CHB A4k
IRIT RN, F8 7E NAs 4EF5 R y7 L ah b, B Be k4
Peg-IFN-a-2b, HATRIER A7 o 58— A e,
Pl HBsAg T &2V S WIVEN Peg-IFN-a-2b #5715 5,
— M SCIEAT Peg-IFN-a-2b HILRIAYT , 45 HBsAg T F&iE
NG, 815 Peg-IFN-a-2b, 18] fd ] NAs 4E 4534
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J7, 18] B — BE I 8] 5 MK 52 Peg-IFN-a-2b 3497, B 23 B
BT IGY7 - BRI L OREI R BRIG T T %
FL45 8 ] Peg-IFN-a-2b J297 6 ~ 12 N F [ 8k 2 ~6 4>
H PR BB A Peg-IFN-a-2b %5, H {2 041k
BIT R, B IS — R o,

2. KRB LA A HARIE T T 28 R 45 58 . L)
Lampertico 45 i 2 F.0 W 58 A 9], % CHB #8352K
Peg-TFN-a-2b [B]HCSTEE HIARTRYT 16 IS PEAL HBsAg
IR LR T % <0. 5 log,, TU/ml, %7 5 Peg-IFN-
a-2b , {FH NAs 4E45;3 ~6 ™ H J5 HH1 )5 8 Peg-IFN-
a-2b IGIT, HL & HBsAg & BREUIR T BT R A 96 JA
FE BT, SR BE4E00) X HBeAg A H % R Peg-
IFN-a-2b-2b 180 pg/JHIGYT, & 12 JAPEAL — U, a2k
HBsAg TREHEACE 6 1 (% 28 W Ul 25 2R B <
0.3 log,, IU/ml) , W[ 8k 8 J&J5 PG A YT , iR
SPR 144 AN P BERG  B U2 IRR
W REP 401 BF 5% 4 2% 1 “ NAs FERHIATF — Peg-IFN-a-
2b-2a Bk G NAs—NAs 4EHE" 1977 SR, ] B AR 4
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PEH N AR S AT SR W UR Peg-IFN-a-2b
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MEHFoY B, RIBRAL (3697 24 Al — a8k 12 B —iR97
24 J&) HBsAg JEFRR A 15. 6% , Frsi4H (48 JHESHR
¥7)H 14.2% P2 22 R TG it 2 S0 R Ak 2 AN
BLIZ IV 155 25 3 B AIG (4. 2% 6 9. 4% ), Liu 21 1y
Meta ZM AT IE S, PO J7 2897 R0 >, B I 8RR YT iR
HAEWE RIS, NAs nl P gl HBv 2, 4
Peg-IFN-a-2b & #5328 75 4F 813k 45 /4. REP 401
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21.4% , BT NAs 12540 (3.6% )", Wang 2%
XJ LG Peg-IFN-a-2b + B R 35 " [MIBIK & SR G
T, R (A 16 JA—-BERF 8025 8 i—E
52) i HBsAg T FR%E N 18.8% , SHFEeE &40 (19.2% )
Y AHIAST A AL 23.5% . [E BRIE RS XS NAs
£83A H HBsAg <1 500 1U/ml B34, AT R Peg-1FN-
a-2b [HIEEE A NAs JAI7 LB SRIGRIA @ . W i
st s (EASL) $8 a8 H 4 8B40 N4 B, L (A1 R
RIPITRR (=3 A AR R AR — IR
HESZHG (RCT) iF 5% & BL52 FH NAs Hf 2 Peg-IFN-a-2b
TRYT 48 JEl T Wk 2 ARG B S R, R4 ) HBsAg
TH IS« g 3 B $0ds Bon , XF T 3R 2E HBsAg #i7k
PGB, T 5 B B Peg-IFN-a 577 1T 15 2 Iifs
PRIAAT®) | £55: Peg-IFN-a-2b 69T 48 Ji )5 ,43. 3% (1)
B HBsAg TREZ 1500 IU/ml DU 5 X HB 296 &
FH IR 3% Peg-IFN-a2b 677 48 Jil 5 ,17. 1% 3k 1%
HBsAg i 4, Horh HBsAg <200 1U/ml # % HBsAg
THEFRFEATIL 24. 5% , WISEAE IF @ i — T AR 1L 18]
BOR YT 9T & BLIX 2L R 28 3L T Peg-IFN-a-2b [ [H]
BORYT RIS IS HBsAg IEBRR AT T2 19.41% , PIR
BIFFIFAYY 24 A4 HBsAg N2 1 % HBsAg 1&
BRI BRIk 44. 06% , Jian 252 X [E] Bk P Peg-TFN-a-2b
JRYTHY CHB &2 ( Hirh Peg-IFN-a-2b jE4LIG7T 8 JH,
15254 JA DL 12 JA S —ANIR9T R ) #0470 — TR Y
R 7R, 48 JE IR YT AL SR F ]k 45 25 07 22 1)
CHB 3%, Hid3Z Peg-TFN-a-2b Y77 I HH 30 v Pk 20
LU 2 T PLT 3620 9 KU I T4 32 R B2 48 2 2 1Y
B,

=.% R iE B Peg-IFN-a-2 b8 fF CHBHIIT L 5
REe

L YT RUPFAl 48 AR . 2 K ] B Peg-IFN-a-2b ¥/ 57
CHB J7 &b P8 45 = 240 HG HBsAg 15 BR2E HBsAg Ifil
B 543 HBeAg 15 FR ¢ HBeAg Il 15 °7 % 5 % |
HBV DNA %% B K ALT & % %% HBsAg 155 &
CHB IIfii RIG AT A Je B bR A, HBsAg 1M 375 2 57 45 ) 3¢ B
HUAKT HBV = A4 20 G 8 2%, T B 4F; HBeAg 7
I AR LR 27 2 40 4 7 o 75 52 T 32 40 1% e PERRAIG
HBV DNA %% [J] 5 B 75 52 il 9l A 2 il ALT &8
W AT A R A R

2. ANEIWFFE YT RO - 2 5T R 2 k]
) Peg-IFN-a-2b 897 CHB J7 3¢ & % . Brouwer (2]
XF 180 5] CHB £ 35 #EATREHLXT BRSe: , 45 2R R B4
Peg-IFN-a-2b JGYT (R U7 FE 24 Ji], [A) B 12 & ) 45
JFi 24 J& , HBsAg 7 FR3RIA 18. 3% , i 3 5 T Hur fe gl
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(8.9% ) . Li ZE2VH1 Jian 2512 41 % HBeAg P £ 3%
RS B, Z2 R [ 8K Peg-IFN-a-2b Y897 (3 MITE,
RRY7RE 16 JH, (18K 8 JAl) () HBeAg Il 7% 2% 5% #e % K
40.0% ,HBsAg i R %K 13.3% , b 3 i T4 NAs
(AN 12.5% F1 1. 7% ) . B N BFSE o, 25 2400
0% 120 ] HBeAg PHYE B R Peg-TFN-a2b £
JPRRIAYT (BRI RE 24 A TRk 12 J]) , HaR e a5 ol s
48 JE Y HBsAg THFRF N 16. 7% , Horf L4k HBsAg <
1000 TU/ml Ay SB35 bR R ik 38. 5% , ALL0 %5 %t 1
[ B 55 4L Peg-IFN-a-2b 697 45 5 B, [l 8K 4] (IR
J7 24 JH— 8K 12 JH—FIRYT 24 Ji) HBsAg TR FE N
15.6% 5240 (48 LRI ) N 14.2% , 4 2= 5+
TCGE 1124 8 S, (H ) B 4] BB O L X T
HBeAg BAYE B 3, oK %Y B AF 58 7R, Peg-TFN-a-
2b [BIBIRYT (REIT 2 24 J8, 8K 12 J&) 1) HBsAg ¥5
%K 9.8% , B E T NAs HZ54H (1.2% ) , HIAYF
B (=3 N7 FE) , HBsAg 1 BR AR (15.3% ) o
Sonneveld %52 Y 12 BN &8 69T, 27 1RIT 12 J
HBsAg <1500 1U/ml, WI4kZE[E BRIA YT, H HBsAg V& BR
AR 22.4% , RE S TIENEH(3.1%) .

3. &AM S5 AN R Peg-IFN-a-2b H WLAN R 2
NS FURAEIE R (KB SR U CE BRI (A
AN /NS ) | FROR BR T RE SR A L 2R IEEGA
I7 AN RO R AR SR SRR SR 7 AR A, (H ™ E R
1%, Lampertico %{91 BT 9E B R , (A &4 & AN Kz
P30 5.2% , W EAR TR ITH (11.7% ) . B
PIBFSE A, Tk BEAR O HRGH A BRI T 4 R IR & AR
R 68.3% AHZ Mievi i H BT i 2 K 32 i 2% A
HUIR BRI BE 52 00 K %k 12, 5% , Horpak A R
BRIIBERERE (W) 5 2. 1% , K25 T, 554k
ARAEDPS BRI A5 R SR | R BKIG YT LR R KRN
1525%5N 4.7% , BEARTREHRITH(9.8% ) .

I . & X B8k Peg-IFN-a-2b &7 BTN E =

1 IRYTRTEEZ P R  Hh2k HBsAg 7K1 2 fi 5 T
-, Hu %77 &3, 4k HBsAg <2 000 TU/ml fy
HBeAg [ [ 3 22 WK 6] BRIA 7 /5 HBsAg 5 BR %4
31.2% , & 3 & T 3L 28 HBsAg =2 000 1U/ml &
(7.5% ), A, F2k ALT /K02 54545, ALT >
2 x ULN {5 HBsAg i FRR (22.6% ) W3 =T ALT
IEH#H(8.3% ), MEEHEHE Ay, A BIFN B AR
X BR YA I7 I 24 B84 . Brouwer 25 [ 5T 45 R B
7N, A RIS HBsAg THBRH N 25.0% , & w1 D Al
(9.1%) , EWNHFFE SR, ZEFA B BE 1) HBeAg 7
R(42.9% )5 FC H(28.6% ),

2ARIT R TP B R AT R HBsAg 3 )
FRBOOBMAE bR, Hu %77 (A5 45 5 R, HBeAg
FHPE 8 3697 12 JE I HBsAg T R$=0. 5 log,, IU/ml
7R HBsAg WK AT A 44. 1% 345 12 JHIC R R, 3
BRI K 2. 3% . Sonneveld %5 5IESE 24 I HBsAg
<100 TU/ml 3 5 2405 BR 2 35 58.3% ., HBV DNA
TR LA B A {E . Wang 551 RS AE S B
7R IRIT 4 JERT HBV DNA <2 000 TU/ml /i % HBeAg
AR R 41.7% 0 W T ARIAbRE (15.4% ) . AL,
Li 5512 R H, R HBsAg RIEE <0. 3 log,, 1U/ml
B R IRYT S N A R 5 (38.5% 1. 1% ) .

B EAEERFHE AR TEED

1. R AR 45 5 E N AME R S ST, Lk
PR T P S5 B R 2R AT 2 IR A 8K Peg-1FN-a-2b
IRYT AT 18 ~60 %, JC/F A fL ok Child-Pugh A 2T
fififk; HBsAg < 1 500 TU/ml ( F£ 4k 588 NAs 2R )5 ),
HBeAg FHM:/FAPEI AT ALT 1 ~ 10 f51EH L FR (JCHF
REHRACAES) ; BEAE Peg-IFN-a-2b JAY7 /™ H A B
JO7 S S IR AR N RLAT BE L AR )

FE i HBeAg/ LRI 4 e HUK (PT-HBe) \HBV DNA |
JFDIRE LH B R IR T BE . A S PR KR 2142
(HEBR FREAL) ™7 SR 7 A . & 4 JE A I HBV
DNA FUHTI6E, & 12 JAKI HBsAg #E 1 IR AR T
A, A5 24 TR RAR 22 0 AN R RO A B K
FEREAR T 5% £ BE R L B XHE IR YT ; WBC T4 < 1.5 x
10°/L B SR YY , WK E S5 I (135 ng/J8]) 5 FCRAR
DIt st # & T Wbk 22, FOR IR ag T it (H
TU) /B A3 590 465 T 0 T RN 2 4 kA HPOIR R 2R
15 2hRIE S HBsAg WHBR G TLERYT 12 ~24 Ji ;47
1BIT 144 JAAPBA IR AR, o H B0 ™ 5 OR R R (40 B
AR | H BB MEe ) | W4 13RI IO NAs K35

ISE
NHARRES R

JUEZIKIB)BK Peg-TFN-a-2b JATT BUSIERE  (EA5 77
FELL T MR HRR A AIRYT I %E . (1) B i (Al 815 1
(8 ~12 J&) FIYFHE (3 ~6 AN Mikg —, il £
HU ST B AR R B O 21 (2) FHOF A
DIFREY) - Bk HBsAg Ab, R SME N T 41 M #¥ | 20 i
HF (40 TL-21) ,cceDNA ZKSFEEHMAAE >, (3) Bk
A itk . 5 HBV ZE ABIHIF (40 myrcludex B) |
KFEAMHIFIFBCA, 7T 68 48 = HBsAg ¥ bR %%,
() MRAIRYT TR Z M (4 11288 LAY
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I ERGUEI AT HEMS . Chen 251212024 4E BB IY 45
R, 2T R HBsAg 3 1 24 19~ 1Ak 18] BRIA IT
(N EFAERT TR, OB #4000 ) Il HBsAg W bR %
PR E28.6% , Xia % LRI ITIE R, 8] BRIGIT
AL T S Toll AESZAK(TLR ) 7/8 38 B& 48 5 B0 5 o
£, R G g IR SR IR

H i CHB JR Y7 AA A [ 8K A Peg-IFN-a-2b 5
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