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FIMKFTIICEFEE, HHWICHHE  SHRRGINC. WNKEFRROMESES
BAIC L DBMERD IFN BfTICBWT, 5 ORRBEEZ. BEAR, BREFCSHE
SIRAUMRRZHERT 272D, BERLs  KDOWTHAICHBEL, REEHZ,
() ZmfTL TWa, m/MREFERD
ROIBBBEEIMERMETHD ZENBL C WARKR
W, BEEESEEEHETIEETHS  TO—YA1 AR —ORETIE, FEL
Zemp, HREBBEANE T 5%/EEZ  RIFTO PD-L1 HBIEMHI(1.0+0.4%) 135 B
ERICEEL TBS IEMEFLN, €2 RIETO PD-L1 EHEHMIE(0.6+0.3%) i N
TRLABEITHEE L, ERP KUY /N THEIEML Tz (p<0.05), fﬂ*ﬁﬁzﬂﬁﬁ
FRE DN COREBEIEAENRE LT, BIrBUTH PD-LI BILME 240.8%)%
ISz 8175 CD 4 B THIEOFEEREIC ﬁﬁfﬁfmpDLz%ﬁmwawﬂﬂa
DWTHENITAHZIEELE, TOER., HEXRTHEEIZEML TV (p<0.05), XM
NIEE LU TP BERR T, s SMRECPDLI R RHL -k
DEEBCD 4 BETHIC ST, M EE 1T %b%bﬂﬂﬂ@k%b:f*?ﬁ&tﬁfb
BFEEMET L THY, IL-10 DEAIIRZ ﬁ“kf@Li%ﬁﬁmwmﬁbTmt
hé%@@IFN—gQEiﬁﬁahﬁT (p<0.001), PD-L2 DWW THRIBEDHEE
Lfm;gﬁ%&txbfﬁﬁzfmf T%otoﬁmbEH@”$MT®PDu
K25 NICIRIEICBNWT, PD—lmﬁ %@%@m&mm@iﬁWXMTmpuu

BIRETTEL TWe, FELES TI3M
FITI3 CD4 BB1E THIRE O Thl Jo 21 A3 E]
BL, TO—EIEPDI EBET 2L TW

HrREINTE, I THSEEX PD-

ZREB & MR ORM & R THER T 5
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BB RE (0.5+0.2%) I L RTH ZITHEINL
Tmf(<wﬁoH@T%ﬁt$sf%
PD-L2 I Pl (1440, Ol
PD-L2 B HIAZ(0.9H0.3%)IC R TH EID
%mbfwgm®%)kﬁ&%ﬁfmua
BHRZRFLZHER. FEZICBWTIE
%ﬁt%mfxﬁéw?bfﬁakau
B RMNTTE L Tz (p<0.001), KiZH
PD-1 Hi{k, Hi P 14?% mmnzmm
E‘ﬁﬁtﬂfﬁﬂﬁg& Tf&i}‘ iﬂﬁﬁ@é%wu L7,

ZOBEEREZ TR BERL .0, BB
% . M 2) L’Ci&zrbtrf*%aﬁ,

HECE = TR & I B % Fl o C
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1. mXFEE

1) Kainuma M, Furusyo N, Kajiwara E,
Takahashi K, Nomura H T anabe Y, Satoh T,
Maruyama T, Nakamuta M, Kotoh K, Azuma
K, Shimono J, Shimoda S, Hayashi J.
Pegylated interferon a-2b plus ribavirin for
older patients with chronic hepatitis C. World J
Gastroenterol. 16: 4400-9, 2010.

. FRER
1) M. Nakamuta, R. Yada, A. Taketomi, M.
Yada, T. Yoshimoto, N. Fukushima, K.
Fukuizumi, Y. Maehara, H. Nomura, M. Enjoji
ALTERATION IN LIPID AND GLUCOSE
(INSULIN SIGNALING PATHWAY)
METABOLISM-RELATED GENE
EXPRESSION IN HEPATOCELLULAR -
CARCINOMA HAS IMPLICATIONS FOR
TREATMENT USING LIPID
MODULATORS. EASL (Vienna) 2010.
2) M. Nakamuta, T. Yoshimoto, S. Harada, T.
Ohashi, N. Fukushlma K. Fukuizumi, T.
Fujino, H. Nishi, T. Mizutani, N. Harada, H.
Nomura, M. Enjoji. LIPID MODULATORS
(STATINS AND EICOSAPENTAENOIC
ACID) ACCELERATE THE DECLINE OF
HCV VIRUS LOAD DURING TREATMENT
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R A LB R
FAFRRANRIAEE (FLH5)
Biges s

Membrane Yeast Two-Hybrid %% B /= HCV NS5A BT

MaEdSEERTORR

BrFEsEE . K KR
MNLATBUR N 958 SRR AL IR AR BR T 5 SOWBs - Wbk

MRES  CBFRTIIVA (HCV) O NSSA BRI A N ABEICE > TIEICE
BERETFTHHLEEDIT, TNHMRBT M CIIEECHREE R SIS EREELK
EgLand, SETIINSSA LEATABEMORFEERTZERELT, F&L
T yeast two-hybrid IR NWSNTELD, ZOREEFBENTO 2BEOEQDOIMEEE
RZEBRETSHDTH S, NSSA I3/ME# (ER) BICEICRETZEBTH D, SERY
WX ER R ETOEBOHEAEERZBRHT S membrane yeast-two hybrid Ik BT 51
TIF)=DATU—Z2F%FF N, NSFA ERATHEADREERMN. ZOREE,
SERP1/RAMP4, 'I'MEM134‘- SORBS2/ArgBP2, signal peptidase complex subunit 1,
ubiquitin C. asialoglycoprotein receptor 2, HDAC6 @ 7fBEO 7 00— A& 5177,
Z® 5% SERP1. TMEM134, SORBS2 IZDW I AREILMEIEIC T NSSA & DFREE
RADHERSN/z, ER A MV RICEST 5 & 315 SERPL IZDNT X HITRE 2170,
HCVL 7Y 2V HBICBNTIRZOBEFBRIMET L TWS Z &, 55#EM T SERP1
DEFERIZER A MLV AZBBIT DI EMRDENZ, HCVEBRIZL D ER A M2
WHHEIND I EFEL<HAENTED . NSFA ENEBIRE->THZ 5 SERP1 O%BEE

AW ER X R L RIS T S AEREAVRB S Nz,

HEHEE HL< I Golgi BBOBWLICBET 5%
PIERHES RIRAFEMALBARSE #EE A 550THD, HCV OF J 1 RNA HE
FHE &k KEAKEHECEARE BE YA AR TR E T IVADEERE
BRT2ICB0WT. BEBRBEERAELT

A BIEEM B, FOBT NS5A BE S E/ HOV 0
C BEAYA VA (HCV) 0 BEBRCEILEAOEET. $ETIHY
non-structural (NS) BENVINEE (BR) VARSI 5 BE0E M5 A



BEBIOWTELOREND B, BIC
ISDR iE#EfRI &1 > ¥ — 7z 0> (IFN)
HEBETTHDPRKROMEERICLDZ
DT FNBEHMEND E NS EENRL S
N, EEBRESICBNTHRABLOY I
JEBER & IFN BRI DRI RV AEE
WRENTND, E/-HIETIE NSA L#5
BT AHTFOHERELTERBTZZ &h
5, IFN BEOHRAEE L TEETLRE
DBBEINT NS, BED &<, NSFA I
HCV O#FEICHEEIEB LT N ABAD
—DOTHO., MBNTHEET S ETELD
BERTFEOBEEAVBBETHS Z &N
MeNTWD, —HT, NS5A WEEETF &
AT DI EWE 0 EREOMIRIE S S 4
IR ICEE S T Z L b oM E
o Tha,

BERTEREATLIEREBRTZFE
ELTH. 5 TEEULTREEANE
yeast two-hybrid ERRBOWSNTER, T
DFEHEIZLORHINIEER ETNICE

BT IENEBLORAOBIIENICH 3.

—% NS5A DREVE ER BSETH 2729,
FRDOHETHS ER THEATHEOOM
A TETHAINIRMTH S, T2 TS
BHR42. EREETO 2BOEADES %

B H 9 % membrane yeast-two hybrid

(memY2H) #E%& AT, NSFA &4
LEHREHERTAIEEL,

B. BFFHE

HCV NS5A D cDNA Z# AR ATE S
FA X REMERL.NSSA ZIE¥MNICRET
LB EIER Lz, IBICE MNF/EED
¢DNA 714750 —75 X3 REZOER
WHEA U7z, NS5A & cDNA HROEHMN

— 43

ER BETHALEES, 20/ 00—
His, Ade BMAEZBEATEIEEMRD, W
HORBEW L TOEENTREE RS, ©
SLTESNABROIO—2 LD T 52
I REENL, BEERCEAL THED
SENEENG T EERROR. V—J T
SATHESNIZEBRTEMBTL /2.
BEINZEBRTIOVWTIE., ¥/ 4=
RELNY 7 —EER, FHEMRK Huh? 1o
WAL, REEEEEEBNT NS5A L0
EEAERB UL, TAREETIAI R
EMICEAL. TORBEME TS &
sl

C. WFEmE

memY2H EZBWT cDNA 51751
—DAZ Y= T %\, His, Ade X8
BEMTEETS 100 @Hoan=—k0 7S
AZTRZEENRLZ, &4 2BEU0EBERIZEA
LTHBEEEE LS/ O0— 2 D0nT,
RIC—UIVAEFTo>TTIAI RICH
BAEN-BETOREEZT >/, BEEL

CTHRHESNZDOBH D, T 0 O— 0 R#

B BB & HE S Nz, T OWERIL. SERPL.
TMEM134, SORBS2. signal peptidase
complex subunit 1 . ubiquitin C .
asialoglycoprotein receptor 2. HDACGI T
Holz. TDOSHE, SERP1. TMEM134,
SORBS2 IXDWT, REILEEZ AV
NS5A & OHEERIZDON TR ZTo /-
LA DIRF Ty MZThThd
BRI R s hiz,

KiZ, TS5 SERPLIZDWTE 5ITH
EgEnszEE L, HUAOBRELD,
SERPLIZER A P L RAIZXDFHZIN.ER
APVAZBBT2BZOH2EATHS



ZEMPENTNWS, £, HCV. O R,
HENWIHCVERDREBICLDERA M
AVNBEBINDILENEHREOBEIN
TWwd, £IZT, HCV L7V a#ifa
(Huh-repSD) . BL W IFN iz &L D HIlEA O
L7 RNA 2B%EL7 cured Hil2
(Huh-repSIc) 1= SERP1 ZMBEH 4,
ER ARVADY—H—D0VEDEIRHST
W25 PERK OV VLAY 70w
hTHEH L. SERPL OREBIZLD,
Huh-repSIc Tid PERK OV »E{LL )L
EFEERDTHEYD, SERPIIZITER A K
VAZBETHERDD A ENHERIN
7= —74. Huh-repSI ® PERK O Bk
LAV cured Mg & ERTRESHHBL
TH 0. HCV I3 PERK DiEHELZHHT 5
ANZALETT DT ENRBENE,

. ERE
HCV NS5A EEHi HCV i“?ﬁ AT
HDHEEBITMEREC LD ERREEELR

X9 multi-functional 72EH T&) D 5
Bl 41X memY2H 2 A WT ER [RET
NS5A ICHEB LD 2BEEETOREZRA
Tz. TR, BEIIC RO 7 BEOE
{=F78 positive clone & L TRIES 17z, &
® 55, SERPI1, signal peptidase complex
subunit 1 13 ER BENBREZNTVS,
SORBS2 I stress fiber % lipid raft I= B
B EENBH, HCV O replication
complex ® F 7~ lipid raft & OBEDER S
NTHY, ZOMUELTREL TN
MIRMEE 315, asialoglycoprotein receptor
2 BMRERICBEL. TMEM134 [IEER
TiS B MIZFY TH 5, SERPI.
TMEM134, SORBS2 IZDWTIEHMBEAT

NS5A & DHEE/EH B HER I L. NS5A DR
fh'9"1ﬁgllb_|’;§—‘§»b'6b>5G)‘Uifcﬁbm*&#ﬁ
Blxinrz,

ZOHT, FIRFTTIE SERP1 OfEH 2 X
ST &&LE, a2 bR—=ITHS
cured fifZIZEL L. HCV L7 O 2 #IRT
SERP1 ® mRNA BIZHEZIIZNDHOD,
TOERRBRIRESEH T &5,
SERP1 % NS5A & H579T 352 & T
degradation WHFBE N TNAHD TIE AW
MEEZS5NS, SERP1 OFHIL ER 2 b

WEDFBEIN. F-ERA MLV AZER
WeDHENBBEMMENTNS, —
J5°C. HCV B EIZ ER A ML AMHE X
NZEOBMEBHMEL<HD. SHEIOHEEMN
5%, HCOV B L 77U a3 MR Tt
NS5A & SERP1 QM EERICLD
SERP1 DEBELXARETRELL, 4
PERAEHIC ER A MLV A2 FET 2 T hEMH
MRBENZ, HCVICEB ER A RV AE
BOBFEITHALRADSL . TOBEHO—
BZiz0 3550 EBbin 3,

EDBED, memY2H {f’&% T, ER
EEMELUT NSSAICRAL S ZEANE
HFREIN, g.mm;tmﬁmwiﬁ@%
DTHYV. memY2H id ER BH OFHTIC
BERRFETHD, D HCVEHIZDW
THRADMENH 5O TIIz VM ERD
N BHENZHODHRIC ER ARV AR
532550 6HH0., TNSEHD NSBA
IR LMK EEHNOREBIIDONT., &
BT ORAIBFEVMBEELEZ LN,

E. BfERZE 2L

F. ISP AMED BERR



1. BarBE 2L
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BLEFBHFRARRNE (FREZBRERWRER)
MRS EEEE

EinE C BAF4123% 93 Peg-1FN/Ribavirin #f Fgik

BrsEmiEE T EE RRKFEXFREZRPERMCENRIE  Hi

T EE - Peg—IFN/Rib{#ﬁi%?ﬁ%ﬁ&%ﬁéhf&Cﬁ’lﬁﬁﬂ?% 3064 # (genotypel B (1H) 1435
B, genotypel BIE™ A LA B on-10) 498 #) B & E LTRE L=, (1 BEOEHER &
IR SIEFIT 165TH o /A8 65-69 2% 25%. 70 ZELE 325 /<. non-1H BETH 6569 %
16%. TOREA L 26%&, BEpIc/a 22 DN TR L -, BESEFIZB T3 E9RT,
1H B (48 435) T 60 BERN 525, 60-64 2% 47%, 65-60 2% 37%. 70 UL 31%& Bidlcanie
DORTETLAA, EVR (123820 HCV-RNA BaE4b) #ITIE. 60 ki 81%(260/323) I7 1
L. 65 B EOBBE BT S 195 48/6]) &, EHEOETEROBM o7, £/, 65 %
EAE®D LVR (13~24 38D HCV-RNA B&ik{b) #iooESh=iT, 48 i@?}’%—ﬁf 17%1{4/23) . 72 H¥s
| T 53%(19/36) & T2 BI5 1T & D EHEITAE L7 0<0. 0. —F. non-1H B (4 I E) T
1. 60 BRI 838, 60-64 % 774, 65-69 1% 83%. 70 HELA L 80% & EHAE 1T 11T b HBEHD FLAF
RENENGON. (H] BB ( BIFAICHT 3 Peg-IAVRIb SRBEIZBOT, HE
TH EVR 2Y8 5 USRI B S & BEA <. /- LIRATRENESIT L > TEY
AsE kU 7e. Non-1H BECIRIEBEAE T IFREDENMB SN, RIS EA SN,

A BPZEEH (. WFHRER

BERCERSEDICON T, HiE ¢ B
BHREEIIHTI2HT AN ARIEDRIEN
BREL2> T3, RIFE T, &ipE ( &
B SIC39 2 Peg-IFN/Ribavirin Rib) £f
FAEEORAIC OV TR L,

B BYEAE
RRRZERSVICHEEBERICBWL T
Peg-IFN/Rib St IR Z BRSA B I N/ ( BIE
T % 3064 #1055, genotypel @D 1))
A (H). 1435 B (65-69 #%/70 ELA E=169/46.
B/ H=T70/663) . genotypel BEIA1 LA
& LLSE (non-1H) 498 41 (65-69 #%/70 #% LA
E£:31/15. WF=252/246) & L.

- 46

IH BOBIERPIERIILRES 165 TH o7
%, 65-69 #% 25%. 70 BELL L 32% &% < . non-1H
BET®H 65-69 5% 16%. 70 BLL L 26% & iz
BDITONTHIERIEML, 70 BULETIEE
MICEBHIEDH 4 8% 5Dk, —H, B
SERFICBTAEDERIT. HE 8RR T
60 MEARME 52%. 60-64 5% 47%. 65-69 5% 37%.
10 BEAL 3% E BB ONTET L
M3, EVR (12 ¥ HCV-RNA BRMEfL) 41T,
60 AR D 81%(260/323) IZEL L. 65 BBEL LD
EEHEICBNTS T3 U48/61) &, EMEDE
TEBRDEP-2E 1), £z, 65 BULD
LVR (13~24 B HOV-RNA BBHEAE) HODELIR
48 S THE 17% (4/23) & BT H - 7k,



T2 A5 T 53% (19/36) &, EMIREICLD
EHREALELE 00.0D). —F. BEEH
O HCV-RNA D 58 & RN 2RIT i 3 B S
BO. 65 FLEOEMITS T B REMAS 458
BRI CD HCOV-RNA DB DELHR (48 ER
5) ik, <llog/1-2log/2log< =0 % (0/32)/
13% (2/16)/ 60% (28/47) . 8 JEBS A THL.
{ilog/1-21og/2108 =0 % (0/22) /0% (2/13)/
58% (42/73) &, WHURBALS 4 BB ST 1log. 8
BT 210g KD HCV-RNA WA FR D FE B 20
51E. 48 BEETIE | Bl HEPNE SIS
> 77, )

non-1H 8 (24 B 5) TIE. 60 BRis 83%.
60-64 &% 77%. 65-69 % 83%. 70 A%LLLE 80%&
BREICBNTHLRMRIFAEHRNES
Nnri. 1
D. =%
BihE C W4T D Peg-IFN/Rib BHA
BECPNT, IHETERERP LRSS,
CEPRBIED 7oA, EVR AVE S UG s
BIIEEBEEHEGAR<. £ LR ATRE
BMBEICEZ > TEMRNME LU, #iZ, 48
BRETENEB DI, B 4 8
BT 1log. 8EBF 4T 21og LAk HCV-RNA
BOMKRETH D, RO ISR B2
FEF T, BHERBEOBREVWMAIZL DY
ILEEETIHENDDEEZ SN, Fik,
Non-1H BEIZ 3T o B #E OBIVER LR
B o 208, IRRESER BT B E TR
%54, Peg-IFN/Rib BERIBOIED B\ BIE &%
¥ 2t

P

A 1 A

BEE O MITRICHT S Peg-IFN/Rib £
BRI, RO RS IC & o T b/ %
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EETDIIEICLD, JOERRBEEER
0353 EARBEN,

G BIFEEE

1. @wXHEX:

1) Sakamori R, Takehara T, Tatsumi T,
Shigekawa M, Hikita H, Hiramatsu N, Kanto
T, Hayashi N. STAI3 signaling within
hepatocytes is required for anemia of
inflammation in vivo. J Gastroenterol.
201045 (2) :244-8.

2) Mivagi T, Takehara T, Nishio K, Shimizu
S, Kohga K, Li W, Tatsumi T, Hiramatsu N,
Kanto T, Hayashi N. Altered
interferon-alpha-signaling in natural
killer cells from patients with chronic
hepatitis C virus infection. J Hepatol.
2010 ;53 (3) :424-430.

2. FRRE

) R B ERES HERT oM C
EEHFREICH TS VITQ (Virtual
Touch Tissue Quantification) % A\ 7=F
B DOIERENFE" —RiEE 596
[ HAHEBHEEERE 2010

D) THEM. FEBE. HORK
Bl C FRIC KT % Peg-1FN/Ribavirin
PERBREOEICIERC L 2R RS
EOHRENE" ORI OL TCHEFRIC
B BIT AV ABEDERR] 5 46 E
AXFFEFESHES 2010

3) H LT CEMES, NEET. M
B C BRI T 5 Peg-IFN/Ribavirin
BERBEERICBT B OV Core Y X /
ERMBRESERICBIETHECDN
T —EE $ 46 MBEATFEEEES



2010

4) NERIT. TAREM, EEEEAT. fb.
“Real time PCR /%% A7z HCV RNA S
FITHTS O BFRITHT S Peg-1FN/RBY

HRAREOBRRYR TR —REE %

46 [E B A FFigFERE = 2010

5 NEERT. THEH. EHMET. .
“Peg-IFN/Ribavirin £ F gikIEE L4

IZH T SEIBEIC DN T—L % (OLF) #

FPfR—" —WEE 546 @ H A B

=EE 2010

H AT HED B - Bk
L HEEE L

2. ERHFRBRE L

3. oMzl

— 48



120

100 100 s '
a7 [ <gEhy.or B1% (2604323} | <650
100 g2 12403 | B5 .o T9% [48/61) CI65y.0¢
{111£136) 72
- BD 65
18111
% s 15823)
g .
- i
£ 1
wooan :
i
o
20 11 8
: 113 ©
e ~ . :
i
~dy 5-Bw S-12w : 25-4Bw
&

1. Peg IFN/RBVGF BRI L S50 B HOV-RNARS ME LIS HARIZ =
(RS THIE L I8 BFEND



BEFBRFEMRERFMNS ( FASRHRB2MHEIIeEE )
W HRES

C B4 - Mm/MUEREBICH T 21 > —T7 20 58D H 0 M-

WA EE =H 3 ERbREEEARERE > ¥ — BLEREE

MAEE CHERFRICHTIZRIA >y —Tzn 1)
NEU CHFRBEICB W TI/MUEEFA OB M Z RS L. &
BOBHONc2ER LUz, TOHRE. MM 12 F/mms3
RMOEFTRENRT A =T O PRBEINZEDS
WIERRENZ, Fiz, A 2 F—7 20 VRERER T
THHE. I/MIBIIFEY 7.2 F/mm3n 5 14.1 FH/mms ¥
THML. BRICHREEATOIMEREEZ B4,

A. BFZEEB

C HEHRFRIINT 21 y—T D
> (interferon. LL'F IFN) &L, =
D 10 FMTKRE KL 2. HCV
genotype 1 Bl - m AL ABDLHID S
HHRAIIHL T, BERRETHIRYS
125 —7x1 (pegylated IFN, LA
T Peg-IFN) - J/NE U > (ribavirin.
LUF RBV) GfH#E TDZE%) (sustained
virological response, LN SVR) #i3
50%IE<ETHELRZ. BB OFTT
—EHEEH® NS5A HEFICE- T
SVR X oiZmETob0DEEZ S
A%, HiEd Peg-IFN - RBV &0 3 Hlff
ATERING. LizMo T, /MR
PEEOEMIZH L TIE Peg-IFN O
adherence 2MEW /= DITHBRCERNIZ /2
IENTRIN, FELHHOBES
EX5.

Il /MREUEAE DO RIRELL genotype 2 B!

HLLKIFETAIINZABTHRILTH 3,
IFN,/Peg-IFN O adherence & Z HER T
FUE 0%\ SVR BB TE 2 H
DD, IFN,/Peg-IFN D{&\ adherence
MERARDOREEIZZB T —2AWH 5,
ZDMMRRBEIZ T2 MEELTO

RO & O BB BRI L.

B. BFFEAE
(1) BFRE O M/NRED 5 A7z Peg-IFN
DERE 5 &

2RI T Peg-IFN - RBV fif L%
B A L7z HCV genotype 1 & - & 1))
ABO CEBER & 171 f1 2 RIT,
RO M/NMEE & Peg-IFN @ 1~24 A
HOERZEGE MELZEELERFL
7o
(2) FMEIC X 2 M/ MREEIsh R

SR T M/MEBURERNICH U, g
fird U <WIESEEIRERST (partial

- 50 —



splenic arterio-embolization. L, F PSE)
ZRWTI/MRIBIMZEZND IFN A
ZEALTWS, LML, m/MREIZ X
SR B L PSE G DML HET
WEZERENTURN, SHINSOH
ReD< I, EAOREAERNEE
EEZD, FEIISRTHEZRHH L~
FEGI D I/ NMIIB IR 2 A L 7z,
(3) fREE DK

Bzl

C. WFFRER
(1) EFEEID MBS A7z Peg-IFN
DEPE SR
171 HlZ f/MRE (Umms) &> T,

(1) 26 HEA L, (2) 22 FLAE 26 77K,
(3) 20 FEAE 22 HRM. (4) 18 AUE
2073 K. (5) 16 7T LAk 18 7 Kii. (6) 14
JTEAE 16 TR, (7) 13 FEAE 14 A%
W, (8) 12 FLLE 13 k. (9) 11 F LA
E 12 &R, (10) 10 FEAE 11 77 &,
(11) 10 AR, ® 11 )V — A BRHE
L. .

ZTO/RERE (K 1), MR (/mms)
A 12 FUL ETIHIZITHB B D Peg-IFN
BEVARETH- ., LML, 11 HFLE
12 ARHE, 10 LA E 11 FERBETI
Peg-IFN Z2BEL TW5 Z LR ENT=,
Z LT 10 ARMTIE, E5IZ Peg-IFN
DPED L ITBEFIENTN TN,

70 1 duviE#( /mm?) At @-©@ 145LLE 165k (n=220)
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