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Analysis of correlation between SNP of IL28B
and pathogenesis in chronic hepatitis C
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CRUSVEAFREEFDIL28 B DSNPZMM L, HHHIEAT R35 K U PG-IFN+RBVF#HE DI RENF &
DI DOWTHRE Uiz, B8] 20004 & O HFA#72 ) UIZ PEGIFN+RBV §f HiA# 2 iifr S
7=, CEUBHEATA - BFREZS - BF 20061 Cd %, IL28 B (rs8099917) @ SNP D Hiid real taime PCR
T o 72, (5] Major 1322741 (81.9%), Minorld 5441 (46.2%) T&H > 7=, Gender, Age, F
stagel], BLUBREI R TIXAERZITED SNT, M/IMEITHE W TOHA Minor #E3H ZICKAE T
o 7=.) AT R Cl3, steatosis DFRE Y Minor B TH E1258 < 380 51177, F stage #ERERIT,
Major # T 0.094 stage/year, Minor#£ T 0.051 stage/year THh D, Major BN WERIDIE S N7z,
IFN {8340 503, Major #£75 Minor #6127 tb#k U CHCVERRRZR S E WML 5 Nz, [ksam)] 1128 B
SNPIZ & O /i Er & BN O steatosis I H B2 RAGERD 57z, X 5ICF stage DEREHEEIT S 72

RNz, UUbEXD, 1L28B OiEnT£%3 CHC DERFIEIZHEZ KT L TS 2 & H#EH]

N7z,

1. 130 ®IC

CRUG M2 « IFEEZ8 I kT 2 UL RYIE ##51T,
RJTA>%-7x0> (PGIFN) U NE D >~
(RBV) #iEThH D, ZOHRBIEL, WEROREE
IR U CRIE/R HCVERERZ DM Rz b7z5 L
73, HCV genotypelb B D & 7 1 )L A B4 TIZHCV
BRERZIL 50 % Ri1E Td Do 2009 -1 IFIE[RIIRGHH 12
AEEIEID3IDDIL28B ®SNP (major homo) 712
D PG-IFN+RBV it HEHE DIGER R EHIET 5 2 &
M S N7z, IL28BIE AT I3 19 S ik KT fir
&L, 15k &IEHIT/NS WSZE DFEM 72 RE LR
R TdH 5, Z OIL28BHE i D4D D SNPs
(rs8105790, rs11881222, rs8099917 and rs7248668)
13 PG-IFN+RBV {)f F %1% D #ERh 411 7 < B L T
7o T2bB, IFNO—FETH 5 IL28BHEIET KT
OBETEITHERET SEIET25 (SNPs) TR
LT, Z0fEWELET (X1 F—=TV)) &2&KD

HCVBEAHIIBRELE T 2220 (AP vy —T Y
V) BEBICHBRL T, GERE30ME D% TPG-
IFN+RBV {if L CHINHBI TH D T &, S HITHE
BN IL28B i T HBL L NIV DEBEITE N T &8
oM INZ. RIETIE, FRECERICE ST
LHTEMRESINTNVD, LM LIS, ZTDIL28B
DSNPFRREICH A 5 BIZDNWTIEHLE N T
3R, ARFZEE CHRUSPERTF A7\ UId A B
DIL28B D SNP # it U, FHRLKRFT L & o Ba 1 7z
W UL PG-IFN+RBV ff FI#1E DR FERN F & D B i
WOWTHHT2HDTH D, AIZEEITD T &I
&0, IL28B D SNP A CRUB TR DIHRER W L
WAEMTEANEDRDBRFEEZEZEZA TVWDNIDN
T, —HTEHLINHSNITT DI ENAIREEE A
5N 5%,
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CERUSTERFREIZ BT 2@ BRI T (IL28B) & IFRiE @ BE M D et

2. HMRELVAE

KGIEFNE, 20004 K 0 Hhask i THFARR N L
1& PG-IFN+RBV {f FliG # & fifT S 7z, CRUBIERT
RN UISHFEEZ - 20061 CH 2, W HAKRSE
EEHMEEERITT, 9 TIZIL28B ® SNP O H
B L TR ZERS T 5, E =@ Bl R FSE
BEZBRIIBVTHIT TITRAZEHF TN D,

I: IL28B D SNP D& :

IL28B fE 1 D 4 D D SNPs (rs8105790, rs11881222,

rs8099917 and rs7248668) D56, LEAIHAA

D PG-IFN+RBV fif Fia BN R S BEME TS W & &

1T 5 rs8099917 D SNP Z 9 %, M A1k

13, ABI£EIZrs8099917 DY VI ¥ A LT 0—T

DIEE AR L, EPRET / Lt >4 -127T 7500

Fast Real time PCR system 72 & O##2512 T 2

1o,

II: FFAEMRHARIPR R & IL28B D SNP & DR :

it 4 4E 1] %2, IL28B O rs8099917 ™ major homo,
minor homo, hetero M 3FEIZ/HRET 5., KITHFEM
R AL 2 SAE MR OFLE, F stage, G
AL OFLE, steatosis DFREER EITDWTH
KL, 2COHHZAIATLT 2, KITZ DOFREA
a7 & 1s8099917 @ SNP & DB 12 D W THETY
%, &SI 2D, 1L28B O SNPIZ X % k%
T RDOZBIZDW TR %, R Ao
FEHEIE LT O Z & < HIEB I score{t L T, Major
# (Major homo), Minor#t (Minor homo, hetero)
D2HEM TEuE MG U 7z, JWHEEMER E LT, T
N 48 i I Jis [periportal (H1), parenchyma (H2),
portal (H3), portal lymphoid reaction (H5) ] T,
F#IfE A HAIEA (IR), portal sclerosis (PS), Bile
duct Damage (BDD), perivenular fibrosis (PVF),
pericellular fibrosis (PCF), Bridging necrosis (BN),
steatosis (ST), D2 % O:none’p S 4:severe D 5B
R CREAfG L 7z

III: PG-IFN+RBV it FiA B3R & DIRET :

1) PG-IFN+RBV f)f Hl i #% 2 fit 1 L 7= CRUA2 PR AT
9%« FHEZSFEBIC DWTC, rs8099917 D SNP & i
PN RIZ N UIZEOHEDFEE & ORIEMIZDNT
BME L Tnd, AFFEZEITS 2 &Ik D, 1L28B
O SNP 78 C BB MEFF 2 75 Wy U I T BE 28 B8 35 D

RBAEWULIZERTFHRANEDL D REEE L2 TN
BZMITDNT, —HTIEHZNHSNTTE L
MAGELEEZ5ND, F5EFMERESD
BIEM /R EITDWTHRETT 2 Z &3 nlfEIC/R
EEDDNS,

3.4ER
I: IL28B D SNP D#& H :
1) IZDWTC, realtime PCR % V2 "CIL28B @ SNP
OB ZEIT> 2. ZOKER, Majorid 227 1 (BE
1341181.9%), Minor 354 % (5% 25 %1 46.2 %)
Thol,.

II: P4 R FARIFR R & 1L28B M SNP & DA% :
1) Gender, Age, F stage[#] THMiFITIZ2#EMICH
BEIRRD s N0 7z, PT, HPT, AST, ALT, r
-GT, ALP, LAP, T-Bil, TP, ALB, ICG15 73 i3\ 341
HliFMICEEREIIR SR o705, /MR
123 T Minor #£ 7 Major BEIZ Ebik U CH IR
ETdh o7z (P=0.0446),
2) FFRLRRFT R ORHEIZ LT 0 & & < HIHB NI
scoreft L C, Major# (Major homo), Minor
(Minor homo, hetero) @ 2 #£[# TR L7z,
Z O fE BT, H1, H2, H3, H5, IR, PS, BDD,
PVE, PCF, BN O & EECII 2 REICA BEEII A 5N
75 o Tz, Mg — steatosis @ & 7Y Major homo #
(0.8) 1T ki L C minor homo Bf (1.328) %%, A&
IZEfia a2 L7z (P=0.0069)
3) W TH DO F stage & Wil % =13 7= i 5
I AE M BT I £ T ORI TR D 7= F stage B4
# 1%, Major Bt T0.094 stage/year, Minor & T
0.051 stage/year THh D A EZITRD NN >
773, Major B CHEJE RN ENEE N FL S5 17z,

III: PG-IFN+RBV #FaENER & D& :
HERFTRTH 508, 1128 B Major #f & Minor £
D #ETIL, Major #0Y Minor #£1Z [b#z L CTHCV
ERFRZB N EWEIDGFED 5N TN S, HRERA
T Lo BT Tnd,

4. ER
1128 8 Major #f & Minor Bf @ ik TlE, I/
EFN D steatosis ICH ZICEZRMNBD SN F



N

stage DI 1L, Major #£7 Minor 1 [hliz L T
HWEANCH > 7=, PAEX D, 1L28B DR T2 4!
(3 CHC DERIRFREICZEZ RITL T D T &AMk
HEN7z,

IL28B D SNP I, CHRUEMETF % 5 K CHFREZE D
Peg IFN+RBVIEEZ RICHEEZ HZ TWH T LD
AT I ZREZROTND 2 XD, HADH
RBICEBEZEZ TWD I ERKETH D, 5
13, IL28B SNPIC KA EMTHD S5, ik s
AEOFEBKT L7120 25 DONTDWTHEEE A 72
W,

i
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F-stagedf B3

n=94
Major  SD Minor SD P value
Total 0.1084 =0.168 0.0720 =*0.079 0.145
FO+F1  0.0856 =0.1807 0.0722 =*0.103
F2+F3  0.1003 =0.0850 0.0718 =+0.028
mMASERETDER
Major SD Minor SD P value
Total 29.175 £11.502 31.128 +11.742 0.722
FO+F1 27.014 £11.477 29.984 £10.426
F2+F3 30.930 11154 32,527 +13.038
{Major)  SD {Minor) SD p-value
periportal 2,117 =*+0.738 1.922 +0.652 p=0.123
parenchyma 2.114 *£0.686 2.118 +0.704 p=0.804
Portal lymphoid reaction ~ 2.596 *0.576 2.451 +0.604 p=0.150
lymphoid reaction 2.040 =*£1.052 1.919 +1.148 p=0.346
portal lymphoid reactionSum {Major) {Minor) Sum p-value
o NjERRBHY 20 (90.9%) 2 (8.1%) 22 0.271
o NiEREL 145 (81.4%) 33(18.6%) 178
Sum 165 (82.5%) 35(17.5%) 200
(Major) D {Minor) s Pl

F-stage 1.852

Portal sclerosis 0.753
Peri-venular fibrosis 1.238

Peri-cellular fibrosis 1123

*1.011

+0.819

#+1.001

+0.995

1.647

0.600

1.256

1.040

+0.925

+0.819

+1.001

+0.995

p=0.1821

p=0.1582

p=0.6637

p=0.8996

Bridging necrosis 0.063

Steatosis 0.932

Bile duct damage 0.816

#+0.260

+1.036

+1.001

0.020

1.510

0.733

#+0.139

+1.089

+0.748

p=0.2575

p=0.0006

p=0.3228
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