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Interferon-A3 polymorphisms in pegylated-interferon-a plus ribavirin
therapy for genotype-2 chronic hepatitis C.
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Interferon-A3 polymorphisms in pegylated-interferon-a plus ribavirin therapy for
genotype-2 chronic hepatitis C

(BT 2 B C BRUSMEIFRIZK T oA v x—T zaa, UAEY UOFRREICERT D
S AV E A= IRE (e e Zitlk e )

Haruya Ishiguro, Hiroshi Abe, Nobuyoshi Seki, Tomonori Sugita,
Yuta Aida, Munenori Itagaki, Satoshi Sutoh, Noritomo Shimada,
Tomomi Furihata, Akihito Tsubota, and Yoshio Aizawa
World Journal of Gastroenterology 2015; 21(13): 3904-3911

HEY ; 7 B A 7 28D ¢ BUSMERTAIE 1 AU, PEG-IFN o /RBV ff FHSEIEIZ kI3
DIRPRBOGHED RAF T, #J 80%I1Z SVR 28345 B % 725, SVR #pks W R fE il & > 5, &7
J B A7 1HRNZES LTI INF A 3SNP 78 PEG-IFN o /RBV & VE T 5t 2 1R RO L HE
KIGEELRTTZEN, FoZ 0 LA TS, L, 2B L TR
RogmrnsdEtZAThsD, AL TIE 2 B C BIEMEFFIZ %95 PEG-1FN « /RBV fIf
FFRIEDIRIEROGHE & . IFN A 3SNP & 23 B4~ 2 MOV CTRRGEE L 7=,

J71%;2006 4E 1 H ~2012 4£ 6 H % TIZ PEG-IFN o /RBV BRI Z 2 S T-47 ) # A 72
T CAMEBMETRIEE 180 A& xtGe L LT, 1R, RVR 2 2Rk L7IERNIL 24 1, 2
% L7 o TJERNT 36 BdH DT 48 W E Lz, T 180 JEMIIZIUVNT, IFN A 3SNP

(rs8099917 73 TT 72d 5 WM& non-TT 7°) NRFENRITHEL LT T E 90, Fz 2
ROV T HZA T ThD 2D 20 TEWRHDLDNE S, BEt L,

R RERSR L 572180 AD S B, 111 A RVR R L. 69 AN ER Lo
720 RVR BEIZFSUNTIZ SVR 328 96. 4% & =3 Tod D . TEN A 3SNP (X SVR I %2 KT S 7
o7z (TT: 96.6% vs non-TT: 95.8%), L72>L72A35 ., non-RVR BEIZI VT D SVR i
72. 5% R L, IFNA 3 SNP B CIE TT BEIZEL LT non-TT B THEIZ SVR RPMEfE TH
>72(80.0% vs 42.9%, £=0.0146),  non-RVRJEFIZFT SVR RIZEH 5T HHFIZD
WT DL BN TlZ, IENA3SNP  (rs8099917 TT) DANA E AR K+ L LTHiH &h
72 (OR = 5.39, 95%CI: 1.29-22.62; P = 0.0189), HCV 2 47 & A /| SVR =R|Z %48
B RIES ot

i ; B 2 Y C RS IT A 3 D Response—guided PEG-IFN o /RBV ff HlJRIE
[ZFBWWTIX, TEN A 3SNP @ SVR H(Zxt7 % B8 5-1% non-RVR JEBNIZ IR H i1 5,




HEAEOE RS

HEEART 2015481 H 14 H KIEH 18:00-19:00
CRACERRE R R R Rl B 6 fEF C Ri=)

BRl1., 1% —7xnry (IFN) L8128 8ETH 2 8 C B MK
ZXT 6T A E—T7zur - UANE Y UPHEEDOIREZ RVR & non-RVR
TLEE L7 TH DN, 5L 725 SNPs 1314 v X —T =z L BEfFDL
DERTFNZ BT D DI,

—BIEFOEa— R T, 7 rT—X —E5 Tl

B 2. SNPs|IA V¥ —AEMTDH IFN E2t:, v~ T —HREGG E~T R
(TG EFEEZMEE LTHELTWAA, TG Z middle & LTHET L Z L1137
WD DA,

— IFN &=t & IFN A 8z 1D SNPs OB IL, 7/ AU A NN
(GWAS) LW AL S 4L, £ IFN Bz, FERSEOHEICFIH LT
%o

B3, IFNA SNPs |2 AT RN OH?
— BRRANET VT NEHCKANTEDTLRNL ) TH D,

' 4. Genotype 1 TIXIFN 1 #5512 & SNPs O BE N 62 STV A D3,
genotype 2 THEID L D ITHF L72BlZdH 5 D02
— A F TITIER,

'ERI5. Genotype 2 TUIFRENE WV E WO DN, B T 48 BLIET
BERL TODIEFNL RN 2

— IRIRICHERSE LT, IEBIRIEL TWABRENRWDLN, F0%, JRkEaiing
7o TWh,

B 6. Genotype 1 HCV [EIERITiX, mifin - BHE(LHEITIER] T SVR #1531
WA A EID genotype 2 HCV EYYIE R TlL# D X 5 A 1T A AL e
— mElRFEREGNTA 720,

B 7. Genotype 2 HCV J&YJEH| T non-RVR T, SVR (22 L 720> T JEH,
KRlZ, #E5Td o 72 genotype IIb EYER] O HBEAEHG X 2



— A <. 3050 fRThH -7z,

'E [ 8. Thesis D& T, [DAAs 72 EH LUWRIFRIEORSGIZ LY | IFN A &is
TR U 72 SNP I3RS TR T & L TOMEE K-> T b0 EHES
ND, ) ERRIBRINTWBED, 2O L TIX, BARTIZA £ T2 o7~ genotype
IIb HCV &YYER % 57 5l (MATERIEIT 180 f) M L. #HHREMHZ W2
EPTRENTWD, HVEFIOHEEIZIZ, 4% IFN L EIs T SNPs &34 #%
LB TIER VN ?

—  BEffiEEY X —JE TlX, HENNT genotype IIb HCV JE&YERFI 3 HE 2 T
HAREMEDN D D, #7242 A 7O HCV BEIED HARTIAN > TW A AIREME D &
5, T 9 LIZERITIE, IFN A &5 SNPs MREIXIEFE Tt 2k 5 ECTER
NHHEZEZD,

a A b REERBFZEORERIL, 15 =0 IFN JEZ M TH 5 IFN L & s 10
SNPs #4735, genotype IIb JEF] CIHRIETUENE D N HEET H2DICHANTH D
ZEERLTWVD, E6IZ, BHARTHTZIZ genotype IIb HCV WML D Do 5
ZEBARMILONFITARE L TEY | BIRAIMERSVHEDORILTH D,

Uk



		2017-02-20T13:41:22+0900
	東京慈恵会医科大学




