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ENEANBARZ _ETHE (pegylated interferon,
Peg-IFN) 8T8 Z BT % (ATEIRIELAT) MlEK%E
FREWAILR, (FHREBTEHCEFRERE (FK
CERBV) F 2007 F1E (PEERREEY LM, I
F 2010 4EH1 2012 B BIHEAT TEH "2, BAILMRAH(E
KB HARTRZ_ETHREEH AR (bascline guided
therapy, BGT), RIERIT N EZWEIRIT HE (response
guided therapy, RGT) WEARN, ARRIER R RM3#
R EBE AR RRMSHEAEM TR, (EFEW 1
RS A E GRS, N TR ERM T HEA

EAARIT B Z IR, STABERETFHRER TRRMIES
3

B (CERERY E—REHUR, BERE (Bftzm
4 Batarey MERRZ IR E SR R R
RWHEA, T Peg-IFN 18 ZFFiGT H E A T HH1E
TEEZFRAMFHIAR, 2017 48, & RALERR (SFE
FEREHHE T, SR BHTALIT, HX YR
TERETHRERIT IO X P AR, BRER (R
TETHRE o WTBHZEFREFRILRY, U5 HTE
RZOBTRBWTRCITERN R, R, HuE
£ BE LB ZIFIT B IR,

—. BZHFRST R

1B ZHFIT B R R EE B ZATFHE, MIRAFREIL. B
MBI KRR, REBENEREE, 2015 FERPRHE
%2 (AASLD) Y, 2015 F T KFFIERFS S (APASL) ¥,
2015 FEpEES LIRSS T, 2017 ERRMIPRIIRE S
(EASL) 18 Z. fF 45 R30S Z PR/ I B A SR A
#9 HBsAg WRAE R A LIS S, HIRTEFRIEZ
FREFEEREE TIRRIE S, BIEZ S HBV DNA
FREERAYE, ALT 2%, HBsAg ik, FFA4¥kE,

Il HBsAg & 87K V-5 iF P34 B 4 3Rk DNA 21
M, BZBRTFARMERER, HBsAg BB XN
BZ IR EMS KPTEHE", RIE Teng %"
HE G BT — TP, AK LiuZ® gz
7R, HBsAg 17K F 5 i Bk 28 2 5 i B U /D8,
HBsAg &% &£ HCC R B MR, XEHRLiE
7% HBsAg € B/KFRIBZIFHBIM il HZE, HBsAg
ERMK TR B E G BRIT.

#iIL: A RAEETREGRCTEE, RAHY
#E, PPALK HBsAg KPAHIKS (Fv) %57 242+ HBsAg
BARSH, BRTHEREBMALSE, KMk ALE,



AL ALIR 24 E 20174 9 H 35 253 %5 981 Chin J Hepatol, September 2017, Vol.25, No.9 + 679 -

BP HBsAg Mistfe () ik Fikik,

N - Y5 3: by agin ko)t

GBETE SN RIS T R 18 2 B RVUREIATTHOR
R Y, S E SR M R TTE R AR (ALT)
FrecttmEiksh, WEEH, FIERERK, FEa85H
BHRIAESA A, BIEEE ALT K ERITE TR ERT
AR EE., ALT KPR B aiie 2T S A+
XEIEITER. REIESN R E S ALT /KPR %% BUSR
AR, B “F|m. TR, B8 shsTk., ALT KFR
BB E B RV E, ALT KFRALEE 5 RN K5,
ALT B&AKF a2 EHE R (ULN), #ZE5SxULN
PA L] H1¥E HBYV DNA &A%/KF (21 1 x 10°# 0 /ml PATF).
B SRIFARRERNIRGE (G2 L) HBEETR
BT R R U,

Besh, K2 5% ~ 15% JETE BN A E T B R e
FREE, BRERESIE, RN HBeAg [AtE, $i-HBe
FH ¥, HBV DNA o % %7K & # (> 20000 [U/ml),
ALT ReESRE R, BN HBeAg FIMEBZITY, %EH
TS AR R BRI T AR L O,

H2: RLFEH, it HBeAg AKX MAK, RE
RTFLEZEHHABESHH, AR PegIFN B 248, T
#%4% Peg-IFN #m &6 55 .

=, AMERIETT IR R

KERESE R EWHERE IR T Peg-IFN J47718
PRI B AT R E8F BABA 1Y A, Peg-IFN a-2a i& 47
HBeAg [HH B HBeAg FAME B ERIHEF R EH 2 180 ug,
R RETHES, #ETERE 1EY, B EREET
KIEHRE R KIBTITE.

XFEAFRIE TR BRI AR T g R
B, BTERISTBERMERRRA LB ENERER. 24
YRR ZEARER, Hit, KSR TRSR
E MR, XA B BB 2 S AT MA
WA EATRE, EEESTRAVEMAKEN. &
%} Peg-IFN a -2a iG¥7 & MELFIBRER, FERIBR
BT 3215 BTN B VR R B I 24 A R R
6, BEEERY, FNGREHREZ. —BRRRNE
BRENIEFEIRE, BEEAZEATEINNFIEF S
WRERAZEY, R, MBI EEN P EREREN (stop
rule) FERGARSZBR P RIEHEEN,

FRHE 24 & B & 18 LA B IE T 7 R BIRGT R, T
AR—EDY @AM, R RERA R E KBS
TR ZEXEE, BEK, KETAFNFRRERX
HE, FEREBHTEFSHERY. THSH WG IEEIE
¥, 1B R G R BN LB RS R
HBV DNA 7K¥AEfk, HBeAg ERECEEEL, 2
HBsAg E &1k,

H v HBsAg F &%} Peg-IFN {825 J5 4% A IV 25 T &
i 18 & & % 4. Sonneveld, Piratvisuth, Liaw, Yang,
Marcellin X BE NIMEERATR TR HBsAg E& R

Peg-IFN AIZAERHESE L™, & (LR w “W
R (B) R EIEEE PegIFN ME/LR H 40H8”
TSN TR IR T 44 BRI,

B3 MEREAFTE: RBESS B AT TR
FoE A FRAEEHNHYR AL, URREELS
Si. 5T ATAE ST AR ¥ B B8 4T HBV DNA. HBeAg =
HBsAg £ 24, 455]% HBsAg £45-F6 7 F R AL P&
TEHA.

WO, #RAEE MG I F SRS

(—) WBITHT RO

SR B 25 B R ARG PR PR IESE T Peg-IFN 159718 2
FFEOFTAL. Lau 2 "' FFRAG LA AN ERBF S, 271
%l HBeAg FH{EB E B3 Peg-IFN o -2a JRIT 48 &, 1RIT 45
WJE 1 4 HBeAg MG R R 42%, AFEFEENEN
NEPTUNE HFREHEKBFEHAER, Peg-[FNa-2aif
57 HBeAg IS Z P B & 48 A, 1525)5 24 AR 5 Erti
HBeAg Ifil i % #4581k 36.2%"" 1 48%", Marcellin
a2 gpist BR, HBeAg BtE18 ZFF B E52 Peg-IFN a -
2a WWIT B, FHRRANERFEMM, FHS14E
HBV DNA < 2000 IU/ml ¥ 8 3& LG8 31%, H 88%
WEETERL)GE S FEFZNE, $24/5 1 F HBsAg &l
EH %, BHESSFEHE 12%, Stelma Z " HELHA
Peg-IFN o -2a FI ] #5848 FH EREX SR YT 48 J&, HBeAg A
1 HBeAg FAtE B # 5 £ 21t HBsAg #HE 5518 19.3%
M117.2%, T EF 4 88% #&F HELH -HBs (> 101U/L),
XL 5T ¥ 3R R DA Peg-IFN R B RE R B2 BB AIGTT AT N
BZFBEWREHL WAL, 2012 4£ EASL 18 Z i
feEITR H : HBeAg P 235 3031 HBeAg B 7510 &
R R % Peg-IFN 1577 ; HBeAg At BB H Ry7
ELIEN G R AN E T RER ME— B2 8 Peg-IFN IR
ﬁ [l7]°

RIEBREE SR, TAERRIFIR BTN BEE,
BRI &R BiXE (RCT) ICEMTER : T
B/C &Y HBeAg FHIER ZF &84, HZ K HBV DNA #
8 (<2x10°1U/ml) & ALT KF (= 2xULN) B
#, Peg-IFN o -2a AR R B IS4 ", NEPTUNE
BN, Peg-IFN o -2a JRJT HBeAg FRMEB ZATEE, &
% ALT #8it 2 ~ 5x ULN 1 ALT #8353 5 ~ 10x ULN, 48
JEIATTIS 6 3 4r BUT] 1K F| 44.8% 1 61.1% B HBeAg Ifl
TEEHRE  MATEL ALT <2x ULN /&%, HBeAg
IR 18.5% ", LB TB 5T & HE L HBsAg
A IRAT AT 25 S i LB I O, — T R B e X =
T Peg-TFN a -2a FIFEHL W BB 5T+ HBeAg MR B/C Bl
BZIFEE (n=647) BATLESH, KIMEL HBsAg <
25000 [U/ml KB EEZS 6 H , HBeAg FAF T (35%
Xt 16.3%, P <0.0001) ™, B—BEL#RBFIN 201 6
3% Peg-IFN (1918 CHF B E #HATAHT, KIEL HBsAg <
25 000 1U/ml /2 HBeAg M B EEHE | £3K13 HBeAg
MELHEARAMITMEE (OR =10.45, P=0.025) ™,
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32X 4 : Peg-IFN 74 55 7T fLIRAF BT W6 AR 5T 26 A BB
B A LR RESEFFEARY  REH ALT KX
#%3h. HBV DNA < 2 x 10°° IU/ml X 3). HBsAg & EAA*T
4% (&F 25 000 TU/mi ).

(Z) WRITHm A2 AR

1. HBeAg FHYE B % : B ATIAH, Peg-IFNIGYT 24 A
HBsAg EBAMETFNELRRANE, BRBITHTER
% Sonneveld % . Piratvisuth % 1 NEPTUNE #F ¥ 39 &
I, HBeAg PR EES Peg IFN JAYT 24 A5, # HBsAg
{75 > 20 000 1U/ml, {2255 24 J&§ HBsAg 1& B i B 14 75 3
i (NPV) % 100%*" 2, 5 —J7 [, PegIFN ¥4 57 24 &
HBsAg % < 1 500 IU/ml 7] ATUIIE 25 JRE A R A L 1R
#i. Piratvisuth % " BF 57 % B, 67T 24 Bt HBsAg & &
<1500, 1500 ~ 20 000 % > 20 000 IU/ml #y8:E, TEGT
45 m 24 J R A HBeAg MBS MR 5IR 54%, 26%
1 15%, NEPTUNE Bf R 45 R 87/R, 67 24 ] HBsAg &
£ <1500, < 20000 F0>200001U/ml, HiEzs)s 24
HBeAg ME#F M EERME (PPV) 25104 57%. 45%
oM,

HWRER, WBIFHEE HBV DNA 7K & 38 88
B TRIAITT S RGN A%, ter Borg & HA K
Bl Peg-IFN J4¥7 HBeAg FHIE B & BRI (0 ~ 32 ) HBV
DNA# TR <2l1g IU/ml, {7255 24 & HBsAg & &
¥ NPV 34 100%, Hansen % ® 75 % 3, Peg-IFN & 4T 24
Ji, & HBV DNA TR <21g#N /mi, NEFEHE6MA
HBeAg BA%% H HBV DNA < 10° #I /ml #l&74%, 2013
F NICE 12 2B H 5 B B 13 HBeAg PFH% B &, Peg-
IFN J4¥7 24 /&, # HBV DNA Fi# <2I1g1U/ml 0 ()
HBsAg > 20000 1U/ml, & L&FF >,

F 5 H B AR B BT 55 IE BA 48 & it 9 HBsAg 7K E 4
MK VEYT HBeAg FHME B E T R WM&, BREZED
72 ~ 96 J&§ Peg-IFN ¥&i7 L2 CBFE %, 3 H 2017
4E New Switch BF %% Peg-IFN J4¥7 24 & HBsAg THZE
200 IU/ml WEE (BR) LI EI6 HBeAg AN EE, &
¥ Peg-IFN 1597 Z 96 J&, HBsAg & &1 PPV % 56.1% ;
Xt F 48 Bk 3k15 HBsAg WG BRI EE, 107 48.3% AI1E
72 ~ 96 P KIGT K18 HBsAg 151%™, HILEIX 48
Jif HBsAg M Z KK F 3% 48 T f HBeAg B,
W[ K Peg-IFN QT E 2 AIREFE K.

2. HBeAg [ 8% . 7r HBeAg [HHE@ Z P&+,
Peg-IFN 1557 231 HBV DNA 1 HBsAg 5 & 28 7R 7] T
MEGERANE, BIFRITHTROTWE, UXAESH
16897 B4%. Rijckborst ZFHfTHFR KR, Peg-IFN 57 12
J§l HBV DNA T <2Ilg# N /ml SHEZ G 24 R AN
% (HBV DNA < 10000 # )1 /mi A ALT IE#) B NPV
iKF 100%, ER%ZEFIZGREEXEED R, XWikE
A D &) NPV T ZE 80%, It 2013 4F NICE #5552
Peg-IFN J3J7 HBeAg P& 24 A, #& HBV DNA TK
< 2lg 1U/ml H HBsAg & Fk&, #E{R4YF. Moucari

4 P J1 R Y Peg-IFN o -2a #6977 HBeAg R B E B R
%8, HBsAg BB {NAREHRTFFENE (SVR) WEEF
HIE T M, J6J7 24 A HBsAg T > 1 1g IU/ml % SVR B
PPV % 92%, T HBsAg T/ < 11g1U/ml X} SVR {# NPV
>k 97%, Marcellin Z£%T Peg-IFN o -2a 857 HBeAg A8 2,
JF IS8 s PR BT 45 BY [l BHE MR 5 R BoR, 1897 24 A 56%
HHE¥ HBsAg B TH=> 10%, XEHEES HBsAg BT
B <10% HA, BARRANEREZEM (43% X 13%,
P=0.0004); i597 24 J§ HBsAg EB TH= 10% &, EF
J& 54 HBsAg i 0 22.4%, BEE T 24 A UBsAg &
BETH<10%% (3.8%, P<0.01), XLHHRER, T
VAYT 24 Al HBsAg B TR L. HUH SVR W REHER KM
B, N4kEEH Peg IFNIGITR 48 ], PASKIUFZfE SVR,
% HBsAg & & NI/ i B v % BiRBIRI T i &,
16Y7 K HBsAg & B/KPXHMEL JE R A 2 8 Tl
YEF, Brunetto % ™ 5T ER, Peg-IFN a-2a MyTERERS
PR FEIRIT 48 J§ HBsAg BB ISR T M, 48 K HBsAg
BINETEH/E 6 1 HBV DNA A WA TMER .
1697 48 JEK HBsAg FE#MK, 525)5 HBV DNA BANE
B, JATT R HBsAg & & < 10,< 100 F1 < 1 000 IU/ml 3%,
{E£25)5 24 5 HBV DNA < 400 ¥ 11 /ml By EL 04351025 88%.
66% 1 40%,

Xt Fi6¥7 24 F HBsAg TH > 11g IU/ml, {H 48 [
KL HBsAg 7B, HBsAg EB/KTFERMK (< 101U/
ml) WEE, EYERQTHEBREITR, SEHER
AN, BEEE %%, Lampertico % ™ #i8, EEED
RIMHEVE 4 HBeAg (AR B E o, Peg-IFN a-2a J5T 48
HBsAg & <10001U/ml %, FEEKIGITZE 96 G
1 4¢, HBV DNA < 10 000 #£ Il /ml §9 8 & B4 80%,
BT 48 AT HY 25%., 4R, Peg-IFN FEKJAY7 Al B
IERAME, BiRYT 48 ] HBsAg K% Fi{E HBsAg &
BKPRIEE, TAEKBTHPELRA. Bib, LR
F 93% MR EL MG ER D BB, 7E Peg-IFN |/
EEMHER B R CHUEED, ERKIAITHITAEEE
B, & PR, Peg-IFN {47 /5 HBsAg E B #AKE 5L
I HBsAg {E MR EE, FHXT 45748 HBsAg S
BREZTH, 167K HBsAg ERIEKTFE (<101U/ml),
EERREREG % RELERKIGST, # HBsAg R4k
TR, ERERMMEESS, RRBBRTESR,

HILS: &R MR ARG 5 ROPARIES T LS ALS
I 7 KW B R F4% 25 R 1

HBeAg FAM &4 -

Peg-IFN 7677 24 FR}, # HBsAg & €< 20 000 IU/ml,
WL E A8 B, 97 48 B G BR1 : % HBV DNA B
EAR TR K% HBeAg o ih #4444 H HBsAg & £ /%K
F (<200 IU/ml) TRKEFET2H, RUALR 96 A,
4359, HBsAg 751 ; % 48 /§ HBV DNA & 249 F 1%,
15 A K £ HBeAg f ik 3 444512 HBeAg #4 T THR AR
B, M KEHFE T2 A, $IREH HBeAg Sk 34444 ;
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il (HBV/HCV FX AT AMB IR TIST T 53R
IR3RTE HBV At HCC BELGEIRTH Ry, WML
&, Wi IFN o SeT (1, A) ™,

#iL9: xF HBV AR £ M HCC 84 84, BEFR. A
A HEFFEGEAE, BATFHRE o #ALS, T
A TFHRE o (036 Peg-IFN o ) HEHHBIE T, SUAY .
FE AT R L& H4TH.,

. JILERZIFEE

NEBZHEHAMEL, BEHEAZA, XEHEHY
ke, B40LHR HBY BRyvE FoRm Rm i 2, g
HBV M EBR AN E R REmZ, B Rk HBY,
YL R AR 00% DA L 5 8)LEERY HBV, BHb k4
ERHI%W LA TRABBEYE HBY, B0 &4 RH
% ~ 10%*™, 4 F A2 HBV B E Hifk st
HBV #547% , @EEHW N HBV DNA At k¥, ALT HI
AST TEIEEHTEE RN, FAAFEELREIRTRM. #E
BIAH HBV B EH HUR BRI RERIE, HilkE LA
A EBIRARAH I B LE BT ALT SRS s g,
X HAA TR EIRIT A RGBT R RN E B L .

ILEBZFHBRRT, BENYFERTHE o. %
B RATHE o WITILERCH 506 81, 18IT4
B, HBeAg BAFRG 36.5%, BTRBIMAERE (32.3%),
HBV DNA %% (BMETRERITR) b 15.4% (MBI
ABE R 15.03%) 5 SHhTy, DR ERERHES R
PRIRE, FPREE SRR RE KSR TN s m
HEMEIIEESHAML, RRREAENEKD L.

Kt FR % “ E BT T 1 ~ 7% HBeAg HIEIEZ
FILEZTHRENRERT. BEHEELHII 6 MAN
. 311203 Bl E A HBsAg IR M , PR )L8E
FIHRERITIE I 48.8% i HBsAg JERZ, TiH, RE
JBYTHET ALT KPR, HBV DNA HERE, IEEEER
# HBsAg WM, WHFA4RR, 3T HBeAg FAHEIBZ 57
JLERE, T HURMEZUTRENFWIRFIGIT, &
BERN HBsAg 5%,

EPHsHREE . ALT A8 (>2xULN), {L HBV
DNA 8. THNUE <5 ZHBILATMATIRE o H7HK
BERMMER, A TIRE o MEDERARY,

MILERZHFHTTINE o JAITE, BEFEETERER
EREETRENE Y, N TRALENALFER, Sar %™
WRTET 3 ~ BPRIFEENEETEERE Peg-TFNa
B R HES B, ZIXF0.51 ~0.53
0.54 ~ 0.74m’, 0.75 ~ 1.081?, 1.09 ~ 1.SIm* > 1.51
BESHGES 4 ug/ A, 65 ug/ A, 90 pg/ A 135 ug/
JEIA 180 ug/ AR PegIFN, FHAEISH A FHLRZI SN
HHHE, ERRERRERERAENASTERTITHLE
BT R,

HN0: LERTHRARERT, TALRBTHRE o
G3 PegIFNo A E867 5 %K. LERLFAAZSET &
FEREEHE. REAMR. REARRMA A 5% T 69 £ 7]

¥, RmELWHLER/NRA IS 5T 2R AANE
AHEE, N TFHBAEHIRATRETHE o BRI
B &, FHE a .35 PegIlFNa £ THhAH KA.
ALT #& (>2xULN). /A HBV DNA & &. MU R <5
Feh &L IFN B X E WA,

fFFILENR AT PegIFN a % 7 TATHARBRE
BASBHE

0.51 -~ 0.53m’: 45 ug/ A

054 ~ 0.74m’: 65 ug/ A

0.75 ~ 1.08m’: 90 pg/ A

109 - 151 m’: 135 ug/ A

>1.51m’: 180 pg/ A

J\. Peg-IFN W67 HIEl . BEVIAIA R R N AGLHE

18 2 HR RIS R R A WA BE U R I R SE R b
HERH, BXREANETEGHABER, T AREEN
FTHRREIFNERE. AYHZERSELZ AR, £
WRE TR EYRAARE R EE S 7,

TEEBFMFHITH, ERBELEZRTWNE, &
TR AR & &R, Q0 HBsAg ¥6# €&, HBV
DNA 7KF, #EE/KFESR, BRI, FibroSan XFFH
FIPEAS, MR E AT AR MR, IR, HURAR
THEE R KA, I3RS ST N B AR SR R 7,
BOX T RFIEEST R RS = B AL B K R BET P
BEREEB L, WTEPNERETEER R RN
TEIMEN T, BTN RN AE, BT EH
R ST BT B AT & Y,

SETIRSF IS A ALT F+ &5, E454 HBsAg £ &
& HBV DNA 7KF# R AR, EFIAR, XFFF
WRETHARPHEIAN ALT ASEEREAERENENR
B, NERSBMERA ‘B BT, UREWTHENE,
HESBERGE, REEBSIE. RN, REN
ZHBREFEEL I HBV DNA TH & HBsAg E& THIF
REfEE ALTHE, B ALTHA S5 EREEEMITF T
WFERR, MEDER, WMTRBEITEANEE, LT
ERREY LY, FFRE 3 MHEBT 1R, B 6 MARER
HREHEKBYRRNE, BiiPRRER, BIRTERA
ﬁf& [2, 5]0

FRENARR M ZEWBTRAEHEZRE, XT
FHRENARRN EAE, RE (BEZBFRETEE)
FHEFER, SIEKAEENKFHNSEIER. WKEMR
EXRBET R TEERR Y,

FRZWBTFIER R RN EER BRI — 3
SR ML H AR . FRRRRERE AR, WA S8R
L HRERR, FEMRRRE, TTHRYT R KBS
BEHENER, TEEWIELE, B0 8% & E I RHTERIT .
BT B SME I P AT A (BAEPHERZEE)
M/MREA IS, REERMAERETHIERE, ¥
SHEA MBI EERTTAE Y, BETUSBIRE—LISEY
FHWEAR, REREAMKEREAREER, FHAGEHR
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BARENE, T ERERENRE ERENER/NIGETE
KAZMR, FEBFREME MR,

11 : #F Peg-IFN o 3657 T 45 s M A 5

R A A E R ARG ALK ERNAE, €45 HBV DNA
% %. HBsAg #= HBeAg £ EXF L &. ALT A= AST. TBil
Fo DBil. fo¥M%, FHATAERE X CTHE., SHBE
FHhE. BRELSE, RRTHEOE, TREHEXTHRRA
& FAR R FARIEHE(TSH ). 3% & = F AR ARR KB FT3 ).
HEBFRKRE (FT4). FTREREGHIAK (TgAb), FRER
it fALmBESAR (TPOAD)] #4547,

2+ F ALT & -F 9 £ 4t % (> 10xULN), TBil # DBil
EFEHEEXRTFRESLAN, BEHEFFETREBAR
HRAZERNHEREARIGE LR, 2ATHEN, ZAEN
MEFETA, BHESAFRFFSERLLT. — 2
ALT KEF# T, RETHE<10xULN, F4AH2
fesrE A S MTRMFHRAST. TRBELSLRFLZRE
A E R AR EFA4E.

T HFEERARN L REFH, FREEAESLHE
(12 F REREMGAEALE), BIFEERRES
THAE AR E B E, AESA N1 K,

ERFHENITIANAA, EHA 1 RER ALT. HBV
DNA. HBsAg #= HBeAg, AR THER AL EETERER
HrgetE, AEH3AA 1K, HBeAg Fate &4 & Fl ot i
) HBeAg fo4i HBe 9 X EXF X F LA, B ZTHAR
HBsAg ## -HBs 9 £ £ k. R KAEAATFHETR
BAEMEAE,

HeANMAHITBARERSE.

T TFRESFAREERREGHOES, RBEWMG, &
WER 1R, 3INABREIERMIGE R, $58EHh
AR EETES ~ 6 MAMIT 1 K.

12 X F Peg-IFN #9 71 R R B 69K R R HL 4L 52

o PABMEEEE, RAHLR. XA, WAFZH
F, TR A Peg-TFN, AL E 4144 Fl i IR A A4 25,

F R RSB T de b A @L< 0.75 x 1071
Fa (K ) s A8 <50 x 1071, A Mk Peg-IFN H &, 1 ~ 2
REEE, ki, NEHEWEIRE, ¥ hbmi
SO0Sx10L A= (K ) fo b4k <25 1070, M| & %1545 A
Peg-IFN. #*f ¥ MAsm oo B M, ~TiXMAmiedii
# B F ( G-CSF ) 345 tmfe E 4 gm0 £ 3% % st B -F ( GM-CSF )
&I

EHAERETFTHRRIGH A EETEE MM RE,
TERAAIA, ERPERLETEKR. BARENAE,
TP A KA R EH, HH5HAAE IR LS
5= EMAYRE &A, BAR TR THREEST.

—REETRIA FIIE, RVHSEHHATREAE
. BRRA. BB . REA. AR, AREXY £
RAoMaBRAEAOESF, BHMAMTEIFLERLS, J
FARARE, HALUNTREAERTRIE O FRATH
X4AF (REB 1) B L TREERI X EKR, HF TSH

EFARTREOGRAARGES, SHEIAALER LK,
HEFRESFER;, A FTSHAFTEHEZEREA, A
R, —RBT, T TRBEAERBES, TEFTRE
FAA R H®Eg TFRESS, 3T Grave REEELTER
RRES T RN THESS, 2HEEMmRR. %A
Bk e T E TR A A A S A K H A E IR RS,
BT AR FHRES .

B RERE : GETRAE. v hFPHFLE, AME
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