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1.351(0.550 ~ 3.316) Fi1 1.704(0.717 ~ 4.052) o & s PRAFAETETA [6] 4 F A8 v 5 5L LN BY 4370 B 4E
Xtk BR, B4 TG/GG RIBH A o-GT T FHEER XK BE W T TTH (*=17.534,P=
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[Abstract] Objective To investigate the correlation between IL-28B rs8099917 polymorphism
and the outcome of HBV infection. Methods Genotype of 158099917 (T>G) in IL-28B locus was
determined by TagMan SNP genotyping from 486 individuals which including 199 chronic HBV
carriers (including 100 HBV-induced liver cirrhosis and 99 HBV-related HCC). 143 people with self-
limited infection and 144 healthy people served as controls. Multivariate analysis was used to assess
the effect of IL-28B rs8099917 SNP among all the studied groups. Results Distribution of genotype
and allele of the rs8099917 locus were in accordance with Hardy-Weinberg equilibrium in different
groups or with the total population. The frequencies of the rs8099917 TT, GT, GG genotypes were
89.3%,10.5% and 0.2% , and the frequency of allele T and G accounted for 94.5% and 5.5% , respectively.
In respect of genotype or allele frequency, there was no significant differences found among the
groups( P>>0.05). When comparing with the TT genotype, data from the multinomial logistic analysis
showed that the ORs and (95% CI) of TG/GG genotypes were 1.589(0.735-3.437) , 1.351 (0.550—
3.316) and 1.704 (0.717-4.052) , respectively. The genotype frequencies in different groups with
different clinical features showed that TG/GG genotypes significantly increased the risk of r-GT Il
(+) for individuals with HBV-related HCC ( y2=17.534, P=0.001) , with OR as 14.821(3.227-
68.064). It was particularly so for males(y’= 14.924, P=0.014) , with OR(95%CI) as 45.000(2.772—
730.571). Conclusion I1L-28B rs8099917 SNP had no correlation with the outcome of HBV infection.
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(1)DNA 5 3£ 4H DNA R BCR Al -4
f-F B i, B SES RS I CER [ 12], B
DNA 2 pl 4T 1.5%BrE NEWE BRI B kR i) 2 U5 R,
FHR RIS EOE R U DNA 2B,

(2)PCR ¥ #8855 e I AU/ B A0 07 - o R
FI ABI PRISM® 7000 SDS % ff #2 B DNA 47
PCRY 1, ¥ HEA 2R K10 pl, & DNAKEHR 1.5 pl .2 X
TaqMan Genotyping Master Mix 5 pl. 40 X TagMan
SNP Genotyping Assay Mix (rs8099917, C_11710096 _
10) 0.25 pl FABAEK 3.25 pl, 96 FLRIL & 312
HX B (NTC) o FURL &84 : 95 CHAEH 5 min,
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&It
(n=486)

(B /)
FERR(F xts)
HBsAg(-/+)
PL-HBc(-/+)
HBV DNA(copies/ml)
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Child-Pugh 5}4%(A/B/C)
AFP (ug/ml)
=20/20<x<400/>400
-GTH (-/+)
ALT(U/L)
>40/<40
xts
AST(U/L)
>40/<40
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TBIL(umol/L)
>21.7/<21.7
xts
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F(EIR) > 104E(100 g/d)
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20104E3 HE 20114E2 H
PR ERBETE=FOE
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AFMZIF B AHE 143 6,
BABFR TR IR KB
Xk, BAER AF T

74/70 72/71 50/50 50/49 246/240

57.85+5.539 57.581+9.800 58.5818.741 59.04+8.670 58.48+7.377

144/0 143/0 14/86 11/88 312/174
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- - 66/34 52/47 118/81
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500 copies/ml) #1 AFP( >20 ng/ml) ££ Z tE:h 2 BLIF
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4 IL-28B 8099917 1 SAEBHAIFEE R ZAIEK
HERIN B2
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H5.5%. [FBTASHIEFE s 1A o5 B A B A2 (o7 B R
WAL R AR HBV B 5 A RS 1T A B
ST EREGEIEE L, 56 E%E LIS YR
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Gt R, A HE B 5% R E B
A rs12979860 137 5 (43 F IL-28B H P 3h F
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Bt
TG/GG »s. TT

o
TG/GG vs. TT

I RASE TG/G{J(?:;_ TT
HBsAg(+/-) 1.008(0.539 ~ 1.883)
HBsAg(+/-y 0.619(0.290 ~ 1.322)
H-HBc(+/-) 1.399(0.723 ~ 2.704)

HBV DNA(copies/ml, <500 vs. =500)
Child-Pugh 24 (B+C vs. A)
AFP(ng/ml, >20 vs. <20)

-GT D (+/-)

ALT(U/L, >40 vs. <40)

AST(U/L, >40 5. <40)
TBIL(pmol/L, >21.7 vs. <21.7)

WS 52 (Y/N) 0.810(0.301 ~ 2.181)
RIS (Y/N) 0.578(0.162 ~ 2.055)

1.244(0.510 ~ 3.034)
0.570(0.233 ~ 1.397)
1.133(0.467 ~ 2.748)

0.736(0.284 ~ 1.909)
0.426(0.140 ~ 1.298)
0.974(0.377 ~ 2.516)

14.821(3.227 ~ 68.064)

0.547(0.211 ~ 1.420)
0.306(0.098 ~ 0.953)
1.046(0.412 ~ 2.656)
0.780(0.176 ~ 3.459)
0.438(0.102 ~ 1.875)
0.780(0.176 ~ 3.459)

45.000(2.772 ~ 730.571)

0.932(0.209 ~ 4.150)
0.274(0.058 ~ 1.288)
1.006(0.226 ~ 4.477)
1.340(0.302 ~ 5.941)
0.853(0.192 ~ 3.784)

2.023(0.852 ~ 4.804)
1.130(0.396 ~ 3.224)
1.823(0.709 ~ 4.684)
1.742(0.559 ~ 5.430)
0.690(0.219 ~ 2.180)
1.302(0.416 ~ 4.075)
7.600(1.192 ~ 48 437)
0.571(0.162 ~ 2.014)
0.565(0.102 ~ 3.113)
0.876(0.253 ~ 3.031)
1.231(0.133 ~ 11.396)
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