FPARTATR A A5 2015 5E 4 H 4536 4554 ]  Chin J Epidemiol, April 2015, Vol.36,No.4 . 379 .

- SEBG S ST -

Eléﬁiﬂ@ﬁ%?—sz IS HEAZ i im A 1
LA L E5MES HIV/HCV A 3Ry

HCV A &G BRI RZMIT

HEH R WEsE FE ZEx LE

BE] BH S0 HIVHCV A IF G 1 F AT A K -28B (IL-28B) - Ml 1 2%
Tz R 1(ENT) REF Z8M 5 HCV A BERRINC Re Jrik MHIRIA 107 6l HIV/HCV A9
JEYL (1% IL-28B F ENTI JE 7 15 (1312980275 . rs12979860 . rs80999 17 1 rs 760370 ) #4743 41 , 1t
BHAEM T R AU A R BRI LN 2 S o R e HIWHCV AJF Y IL-28B
FE 4 1512980275, 1512979860 F1 rs80999 174 15, (1) == B KL AL 43 Jill by AACC A1 TTHY , ¥ 5
84.1% . 3V 1 1m0 BE FE AT (2> 0.94) , 8 II 58 AT IS B2 SE BRI 7 A 553 AR 112
B (P<0.05) , #7417 TL-28B == 22 3K AU A e 08 ) % A= HCV H& 5 B . "ENT1 3 [ (1Y
15760370 37 1 3k PR R 43 AT AE P AL IR] 22 - G TR L (P>0.05)e 4518 IL-28B 2K AA \CC
MTTHISHCV AR TERRA XK.

[&siA] WRH 2 EE; ASREshbEm s ; AR 252288 iy A% TG 2 20k 1
A KGR ST IR 2

Relationship between interleukin 28B, equilibrative nucleoside ‘transporters 1 gene polymorphisms
and spontaneous clearance of HCV in HIV/HCV eo-infectors Peng Jinyu,Chen Xi, He' Jianmei,
Zheng Jun, Qin Biyun, Jiang Yang. Hunan Provincial ‘Center | for’ Disease:. \Control and’Prevention,
Changsha 410005, China

Corresponding author: Chen Xi, Email: chenxil61@sohu.com

This work was supported by a grant from the Hunan Provincial Science and Technology Department
(No. 2012SK3267).

[Abstract] Objective To explore the association between interleukin 28B (IL-28B) ,
equilibrative nucleoside transporters I'\(ENT1) gene polymorphisms and spontaneous clearance of
HCV in HIV/HCV co-infectors in Hunan province: Methods ~Genotypes-of [L-28B/and’ ENT1
(rs12980275, 1512979860, rs8099917 and rs760370) were analyzed.in 107 HIV/HCV co-infectors in
Hunan province and the distributions of gene“polymorphisms were compared between chronic
hepatitis and spontancous clearance groups. Results The major genotypes in rs12980275,
rs12979860 and rs8099917 of IL-28B were AA, CC and TT in HIV/HCV co-infectors, which
accounted for 84.1% of each. The three single nucleotide polymorphisms were highly linkage
disequilibrium (+*>0.94) and the differences of genotype distribution were statistically significant
between chronic hepatitis and the spontaneous clearance groups (P<<0.05). Infectors which carrying
the major genotypes were more susceptible to spontaneous clearance of HCV. Differences of the
genotype distributions in 1s760370 of ENT1 were not statistically significant between the two
groups. Conclusion Genotypes AA,CC and TT of IL-28B were related to spontaneous clearance of
HCV in HIV/HCV co-infectors.
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