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LR 495 % Chepatitis B virus, HBV) J&ZJL &
SRSV W ) IR, H AT IR A G 4N ISR
HBV, FCTHBVIER TR D Re s . JR ok
PENT 40 i Chepatocellular carcinoma, HCC) & HRAE
214510057 AU Rk, W A 2B i HB VIR G CLloh
{HFE P AE AL URAG AR P A 38 T AE 8. ThurszZ: 5%
RINHBV B G (1) A [ g i FE A R 25 SR =2 5 4=
Jod 1R AN RS =7 1 DR R B DIAR oG, Horhpg E DR
B AE AL By B b 20T BT 48 995 B I 45 SR R de
Ko

I 2 T A FE PR A DR 16 3 BT T 9E (genome-wide
association study, GWAS) KIL, i F195 41k |
(0 140 A 25-28B (IL-28B) 3k [A] Jf 3T (1 B 1 1R %2
&M (single nucleotide polymorphisms, SNPs) 524
T4 9% % (hepatitis C virus, HCV) KL 195
B HRIE R FIHCV YL 6%l T 48 % (interferon,
TFN) V97 I B i LA O . IXSESNPs A7 i 1 8 2
rs12979860. rs8099917. rs10853728. rs12980275.
rs4803219. rs4803223Fl1rs8105790, H W& 7= 1)
JErs12979860. rs8099917Mirs12980275™7, 1&gk
HBV 518 EHCVIE G A AL B AR s . AOALEE, &%
WA, P, I RRRIL-28B5HB VB YL 1] 1) ¢ &

—. IL-28B5HBVEYL4E 510 ¢ 5

ANFE FIEYHBV T AR S8, F8g
HBV H & Fr8HBVIERGL. LR 20 E . HBV
TG T B D R T o I AR 2 WF 5T AR TT T 5 2
UE S5 AT = AR RHERA TIHC Y | &3 B IL-28B
AN Hirs12979860F1rs8099917 HBV ik 4L 45 B % £ (1)
W97 {H%, 1L-28BL5HBVIEYL4E /KI5 R M AR 24
—INIH.

1. IL-28BJE [N £ A&t 5 HB VIR HY J5 15 32 1) T 088 3 25
fl15- 2 Peng 5%} 3874 2, W HT 4 B AAL F 5 . 2644
ek T R R K 226FHBVIE YL 5 H K iE ki At
KA BT 41, K Blrs12979860 5 HBsAg., HBeAgl#)if
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%k, HBV DNAJKY, &Y ikt kA=, JFTCH K
Pk, HiMartin-Carbonero2E™E 47 1 57 — Il % [F) BE
B, IL-28B rs12979860%F HIV & 4L 1 Pk 2 7Y JiF 4 1 1k
JETCrgm (CCHE N BN M O B R 41 FIHBYV A &3
WAL AT E R 59.2% vs 44.9%) . JiaoZ5'"%I1L-28B
1s809991 7 RIHBV &4 45 &) (1) ¢ A 97 & I AL H1rs8099917
EHBVE 4 R K., IWHFRAN T 199G HBV £ 4
TG CLOOM T4k 55 & A9 JiT 9 i %), 1434
HBVEY (IR, 14400 1E XA, HFes B R,
rs8099917 TT. TG. GGHEEMIZ 73 5°489.3%. 10.5%
F10.2%, EAIEFRTHGIIIR 5310 94.5%H15.5%, 1%
2 1) % 5 2H P AS [R] 2 1) ] i DR1 450 2 00 8 A7 56 DR A 26 (1) 22
SY LG HE . UL LR R, G mHCVIH
RAEBRAT P R DU IR A WIL-28B R H R 2 &
P, STHBVIE Y5 1 5 0 s B g = e st

2. IL-28BE N £ &1 SHBVIE Y G 15 L M i 40
g e AR A DG s ERRIL-28BIL R £ &
Hrs12979860. rs8099917 5 HBV B Y A ¢ T 41 i
J (HCC) RAEXZMF RS BRI L ®, W
rs129798601rs8099917 5 HBV g 4L 18 M: 4k, & & i yHCC
EYIM . Ren I g A 330BIHF 584 % (1544
HBV A ¢ o, 86%|CHBE#, 43(HBV [ 1
JEKYL 35 FIAT I BT 3 ) AT IL-28BIE K 22 2 MEA A5
1s12979860. rs8099917 frs12980275 KL K 7 434, 45
R IMrs12979860 TEEA I I {EHCCLL ) 40 A AR i T R
34l (= 4.44, P =0.04) , HCCHIHLLR /> A S 5 A0 Ak
HEXH IR 2 5 CHBZH FITHCC 4 2 5 BT 4 vk 24 o AT
75 thrs12979860 1] fig 23 5 Wi 18 PEHB VI 4L K g JHBV
A CHCCHINL S I 4518, %M 5T 1R I 32 H T 454 3
PRI AN AECCRY I R AT 44 S HBVAS A FIHCC 95 1R T ]
. AR RN B R Pirs 1297986054 1 T IL-28B
KT B RIAK, HEm Il Hrs12979860 5HBV
SR R AL Sk A O . FabrisZE " EAT (1) — IR 9T %
HATL-28B 15809991745 {7 & M THIAEAEAN B N T HF 8 4
SRR N ISR I A FE B, i HL L AE NS B R
JT SO R A 5 5 R A e v R TR TR R 8 R A
A8t LR R SR AP L B . ChenEBF5T T IL-
28B 181297986054 H [F U N HEFHBV I 4L Ji [ 44 70 JH
I Mg R OC R, AU Z e, BT N A 7R
B THCCR ARk, 42 Hirs129798604 2t HBV &
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P33R A TR A 25
PL EAFIT I X IL-28B 2 A PEAT 1irs12979860
rs80999 1 7THEAT I B —HF 9T, IBAIXWANL i 2 18] & 15

FELTAEM, VRN AR TAEN, £—0
T N AT AR AT S A T B R Rk
Mrs1297986047 i Fllrs80999 1747 i 7 i) 47 46 A8 HAE
(OR =11.79) , W% [FI 4% 77rs12979860 TC/TTAI
1s8099917 TG/GGHE A AL, WIFLHE JE A HCC 1) RS K23 ik
R,

—. IL-28B 5 HTHBVIGT W& S W

KEWFSCUE K IL-28BIE Kl £ &5 3% i CHC (& 3%
T EIUREIRITNE L, Lirs12979860. rs8099917
Mirs12980275 =/~ Z A M4 mUAH G ME B ok, JF A &
rs12979860 N 25 B S FE RN C,  HFE W 27 U S5 47 FE R N
T, rs8099917Flrs12980275 1w 25 74 44 £ JE [K 43 51 A T
A, ERE RS SN A G, IL-28BAECHCHL
WIT T E AR, AT 2 U IR RIL-28B & 1
T E I THBVIR YL P AAE G RAME ]

1. IL-28BXfHBeAg (+) 18 EHBVIEKYLE IFNIGIT 15
s SEHIRFSURIN, ORIE A R CRI & B S5 JE R G
EHBVIE YL B P RGBT . BRdg s
HEAT I —TIL28 B 5] B 15 18 22 A5 PE A Rirs 12979860 Fil
1s8099917 55 HBeAg (+) 181tk LRI 5 58 RTFNYR T B
B NS BRI SUR IR rs12979860 Gk PRI (1] Lt 441
VT 257 5 DR AU A B 25 21 Al R 25 2138 T B 35 2 5
1s8099917 TT. TG + GG [K B4 5 FN G FE R %,
FEWALIAAAE B3 22 5 GERALLLEP = 0.014, JE R
ZILIRP =0.025)

£ Frs8099917 [ HIZEA JE NG, A RENS BH 12 IR
PEHCV YL MIHCV & FFHIV I e Z TEN e A1) = bk
WIT IR, M AR R 3 U7, 7
HBeAg (+) 18VEHBVIEG HIFNayy7 1, WA LAER
B T R 35 . T I00C THBeAg (+) H[E12
PE LR - 5 AT firs8099917% 38 2 — ik THh &
(pegalyted-interferon, PeglFN) JA¥7 N2 (K5I8
R FRE I A

1s12979860 CCHE A MY 5 CHB i H IFNIG YT V.25 G
e, 3X— M RE AR Pegl FNIL—JA 7 HBeAg (+) 181k
CTURT J 5 A JA () [ i PE A 78 rh A3 BIRIE SE o IR
PR, TL28BHL:[Krs12979860 CCHEPE A 7r M5 1t 2 70 i 4 i
FPeglFNVA YT N B4 AR B B 41 1) G 2 5721,

2. IL-28BXIHBeAg (—) 18¥HBVE I HIFNIAIT
(IEmg: DL B BFSU I E S IL-28 B i 1 1R 2 A M7 4
rs12979860 L K Y 5jHBeAg (+) 181k LB % B35+
MEWIF NI, Mkl FHBeAg (—) 1BYHBVEY
¥, 1512979860 /2 5 A7 7E [F| FE A /E HIWE 2 Lampertico
SR T I — TSRS 1 4518 TL-28B rs12979860
LHHBeAg (—) 121EHBVIEE TR ERIGIT N K& D)

. SR M01FHBeAg (—) 184 2R %
B, 92% N FHEHIDAL, JEN I 8 PeglFNIRYT, &5
FRI, rs12979860 CCHEF MY J JECCIHE R U HBsA gt
B0 N29% (n=14) Fl13% (n=7) , ZRHGH
TEEE X (P =0.039) , MIT#FH CEEAL R AT LAFE N
HBeAg (—) Bk LM B TN RGBT R R E
HBsAgIIILiE 27 e 4 (1) 000 PAT 3%

P UL EWFSL A T AT 40, TL-28B rs12979860
158099917 ({1 £: [ AU 5 HBeAg (+) HIHBeAg (—) CHBH:
HIFNMIICIAIT N2 N IR AN ], 1T Sonneveld 525}
Sk BRIMATIE M 114N B BE 205 HBeAg (+) 18k 27
JH- ¢ B i LA N S, RIS S AR B, TL-28B
BT [N 22 2 MR AV Airs 12979860 F1rs 12980275 42 5 i Peg-
IFNYATT LIS W (080 57 000 PR 3%

=, 4

DA EAF TR WIIL-28 B} T B A% 12 2 A 1 S HB VI
GeAH G HCCI R A AT TAE (A 5 HBVIE G &5
Jaiy 1BYEHBVIERGLIFNIG T W25 2847 0 G I 1 A A 58
w, XA SRR DN JE AR 55
AR N T HEME L HBV IR G AR P P AL — AN 0 i
a7 TH, W OHCCHIR AR BB R JFHBV I i
B, WEIHATREEA 2. B XE . O R
WEGT. BbAh, ARKRIIWFFTTT 1) N4 2 A b T IL-28 B
CHB B HTFNVRYT B S MRS, 3l 1 T IL-28B Ak
DRI o» 20, e A A AIRIT T kAR, AT i) BE 48
AR TT T 5
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