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Analysis of relationship between Interleukin - 28B (IL.28B) and
Interferon resistance with Chronic Hepatitis C
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CEIFF& Y 41 IV A (HCV) X, 7T ¥4 VAR~
VIOANVABIIETARNAVANVATH L, BETH
B REFIEEI L, FFEE, FHENEBITL
YL, BOUEIZBT L FHMREORRO70% U E* &
D5, BE, BECHNROEBEEIEINII Yy -7
OY+IN"EY YOFRBEENAVSRE 2, HEAK
&b %\ Genotype 1BIE Y 4 VA BDHESTIE 7 A VA
RIGABOURE LB LNT, EEDEVR O OHHE
EpoTnb,

WE, AV —T720D—RBTHrL ¥y —OfF
~-28B (IL28B) FIZFRU# DEEFRELIHEEY 5 E
EF%% (SNPs) (L C, ZDfRBEETF (v 4+ —
TLN) EROHCVEEHIGEREG T HEL 20 (X
Tx—T Ly BEBEIERL T, ERFEIFLULEOHE
RERSA 2 F =720+ UNEY CEEHBEENEL
Kabll, 86345 =T LVABTIIIL8ORH L
BEIEWZ EFEL DI o 72029,

¥/, 128B& 1 % —7 20 HFEEETF (nterferon-
stimulated Genes; ISGs) DEEICOWTHIEHEINTH
0, =4 F =T LIVEDOBREENHEIIBVT, HETTO
ISGSDREHAA T v — 7 L LVBIIHREZILE L, 4
VI =T 2 EEEToTHISGSHHE I N,
ANWABBRIZES B EPFHE IR TV EY,

IL28BIXIFN A 77 3 Y =BT 5% A b h A T,
IFNA3E SIRiENn 5. 19FFEIER (19q13) IZHFEEL,
IL28A (IFNA2), IL29 (IFNA1) &:HH: L TH b KMmE
HHERCBHRMIBE 2 & EICEA SN DY, Ml 2T
WThb, #ZT40E, IL28BOHAEMEH £ ISGsDHE
AN T 7.
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IL28BIFJAK-STATREE 2T L TISGs & FH L, HCVD
w/HEEMNMAS

oM

A8 =720 L5874V AFEIZJAK-STAT
RHEErH L TISGs* HET LI THb8NE. #
ZTIFNa EIL28BTHLY 4 L AFEHIZED & 5 2@
BAHALNLH, b TRk (Huh?) % FvCSTAT
DY) VEEILEMXL, OAS2EIZLD & LH Y 4 L AT
M2 S DISGsHEHICEH LERYfTo72. YA ¥
Y7 a vy MILBSTATD Y ¥ AL ML p-STAT1
(Tyr 701) & p-STAT3 (Tyr 705) {22 W THE L 7-.
IL28BidIFNa L& 9 & B ICSTAT1% U > 1L 5 7%,
STAT3® ) v #E{LIZIFNGe & 1 £ 85, B % T 5.

Real-Time PCRIZTISGsDHH % 5/ ~<72. IFNa ®
ISGsDREB Y — 7 3 H 5 H6B B TH L 013 L,
IL28BORI Y — 7 1124k L B DA S, 1L28B
DISGsDFHEIFIFNa LR THEIZRVWZ EHhh o
7. IFNq &1L28B% /L TS L /234121d, IFN«g
BMES LA L HNTCISGsORBAFEEL T 5
T ENRER SN, STATID FTHIZITEET 51SGsD
down regulation factorT# AS0CS312, IFNa 2k i
LICRHEHFEINL DY, IL28BR 5 TIZIZL A Y RH
Ladroi:,

IFNa & IL28BIZJAK-STATHREE 2 A LT 1 L A2
7o {ISGsh FET 5. # I CTHCVEGEIKEEIZH 5
Huh7iZ BT 5507 4 M ABHEOZECOFM % 1T - 72.
HCVH 75/ AL 7)) 2y HAMEENICERL VS
MH14C% H v, IFNa B 5., [FNa &I1L28BOHEH
BE L7228 31T 12B I VIR Y A M AERE R
B3 555, 1L28BEMIR S L/- & &34 MR%IZY M
A DL HERTE T,
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A5 LTW3
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v MU E BT, FEINLEBET, EPUEH
T L AZDNAF v TR T L7z IL28BIZ L D
EWABTLHE L 2AEYHEW T 0 £ XL, Interferon
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1. IL28BI3Jak-STAT#REM LSHEETX% A LTI
ISGsDREBLZFEL T LIRS TRIE S N7,

signaling, Innate immune response to RNA viral
infection, Inflammasome, Antigen presentation7s &
EERGEICET 270 ANEEICERE L Tws,
Inflammation, Interferon signaling<*Immune response
ZEIFN@ L5 2N EEBTEHDIEL 0N, Zhb
DTULAHEET HBEEFHOFEIIFRILZ L
SR TE/, F/IL28BI X VERMICHEESNLE
ZFELT, BEFXERELE. AERTHEEZFXE
[FNa TiZiT L A CHE ST, IL28BHRGH6IER], 12
R R IR BB S N,

BERFXIZISGsDHBICBES L T3

YT AHRELETXOTIAI F#Huh?IZ R 2 X7
rrarl, BEFXHERHE TV 2 (ER L SEER
ZiTo 7. IFNa, 1L28BZ - 136F iR 5 %17\, 248
BEDISGsOEIAEILDWTHRE L., wFhoRic
BOTHISGsOEHEL, BETXOBFREHET CIIE
BN 2@EmsALNS. F72, siRNAZ BV TE
ZFX%E /v 7 87 LI2EE R DISGsORBEIZ D0
THRET L., BETX% /v 287045 EISGsDER
PERICHN SN, TRO0KERE LY, BEZEFXIE
ISGsDFEB A FET LI ENHS & o7z,
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IL28BI3IFN e & [HA£IZJAK-STATREM & - L, ISGs?
BEAFET LTI ANAERE2ET LI L 4IH
S22 L7:, F72ISGsDEFEIZIFNa 2 L TE L, %
BOY—7 2B 8% LB TS &0 ) B, IFNa
ERLDLEVH)ZEVHL NIk ol HHEE LS L
TELRSTATIO U Y EALE R I T2 200 b 5 F,
ISGsDOFHEH B W IZFEIRDO Y — 7 HIFN ¢ 1368 %,
IL28BIF24 Mk & K& (EH 2 &, F/2IFNea LIL28B
FHERABRS L EDISCsOFEIZFNFNLOKEHE
W U CHFAICHEIL TWA R EO&E L Y, 1L28B
HJAK-STATEEE DA OBBAZVEH L T A iDL S
% EREL, DNAF v 712 L AHBRNEIT R Al.
DNAF » I L BT OE, 1L28BIZ & h RIAHFHE
AN 7 Ot 2 ZIFNe & A4 2 Inflammation,
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Interferon signalingX°Immune response’z &' IFN¢ 2 X
LENEHBETLIDONZ VN, Thbo7Tov A I0H
595 BIEFHOFEIFEIHNZ L IHATEL
Z ZTI28BIZD AR FEINLBETIER L,
BIEFXZEE L. EETXEe MCFERIC B
TIFNa TIHIL A CFHESh L WA, IL28BIZ L T
MFEINS,
BIZFX%Huh7 OB H %3 SHIFNe , 1L28B% 24
ITERBRICAHLUISGORIHELFFML 72, IFNa
IL28B#% 5- 1% 24F H 2 D ISGs DR BB (LB ZFXBER
HRETEIEEICLER L., TBETXE/ v 28y
T BEISGsHIHI ENS Z LV BEEINS. T 0
EHREMEFXIZIL2EBIC L Y FE SN, ISGsORBRD
WRENIZBS L, IFNe FIL28BZ BER#5+5 2 212 &
DISGsDEBAMENIC LA T2 WF IEEZTXIES
T B HEMEATRIE S /. IL28BI3 Jak-STATHEER Dl 12
bBEFXENLTISGs2FET LI ENHEL Pk -
7= (K1)
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AROFFEIC & D 1128BidJak-STAT#RE LIS, B2 BT
O 2R LISGs 2 FFE L T 2 W REM AR S
7o, TL28BIC X AP A M AEA BT A2 LIZL Y,
A% =70 VIHREENTFEICBIT DGRBS ES
NAZEDPEHETES.
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