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[ Abstract) Objective To investigate the association between interleukin—10 (IL~10) gene
promoter microsatellite polymorphisms and the susceptibility to hepatitis B virus infection in Han, Yi
and Yao ethnicities in GuiZhou province. Methods 500 volunteers were selected from Guizhou
province. Allelic frequency of IL-10.G and IL-10.R loci was identified by short tandom repeat
polymerase chain reaction. The relativity between allelic frequency and HBV infection was analyzed.
Results Genotype data from H-W analysis on all the IL-10 polymorphisms indicated that it was a
random distribution. Very high HBV infection rates were found in the native ethnic minorities of
Guizhou province. The overall HBV infection rate among the total population was 67.00% , with the
HBYV infection rates of Yi nationality in Weining, Yi nationality in Qianxi, Yao nationality in Libo
and Han nationality in Libo as 51.85% , 42.86% , 79.52% and 84.30% , respectively. The polymorphisms
distribution of IL-10.G and IL-10.R were statistically different among the ethnic groups (P<<0.05).
The polymorphisms distribution of IL-10.R had no significant difference between HBV infection
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group and non-infection group, as well as among HBV natural removal group and non-infected group
in all the ethnic groups. The frequency of IL-10.G 459 bp (19CA) was significantly higher in
non-infection group than in the infected group(P<0.05). The frequency of IL-10.G 471 bp (25CA)
was significantly higher in the non-infection group than in the HBV natural removal group (P<<0,05).
The polymorphisms distribution of IL-10.G did not show significant difference between the HBV
infection group and the HBV natural removal group in all the ethnic groups. We did not find any
differences in allelic and genotypic frequencies of IL-10.G between infection group and non-infection
group in Yi nationality in Weining, and Yao nationality in Libo (P>0.05) ,as well as HBV natural
removal group and non-infected group (P>0.05). Conclusion The polymorphisms distribution of
IL-10.R and IL-10.G did not show significant difference in Yi, Yao and Han ethnics population living
in Guizhou province. IL-10.G seemed to influence the susceptibility of HBV infection in Han, Yao
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and Yi ethnics population of Guizhou province.
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473 bp(26CA) 1(0.5) 41.9) 0 0

T [EE3

()IL-10Rf S FMNEHEER S
HBV R - S RESKE S

RE M

e $-HBs

HBsAg

HBeAg $i-HBe Hi-HBc HDY BB

il R I8 HBE, IL-10.R F 0 SRS

BTB¥E 108 22(2037) 18(16.67)
BAASK 105 109.52) 14(13.33)

2(1.85)
3(2.86)

%8.33)
8(7.62)

FHEDME 121 18(14.88) 71(58.68)

34(31.48)
37(35.24) 42.86
HUIEHK 166 53(31.93) 67(40.36) 11(6.63) 33(19.88) 108(65.06) 79.52
3(2.48) 15(12.40) 83(68.60) 84.30

sigs | ATEHBV LA 5IERYH HBV
HRERASEZPA L K HBV & i
#H 5 HBV AR BERAFNERY TS
H#EE X (P>0.05), BES,

&it 500 103(20.60) 170(34.00) 19(3.80) 65(13.00) 262(52.40) 67.00

(B)IL-10G i R FM EHHE Y

B ESMEIABESHEENE (%) ; RPMIEHES; < LIHBsAg.

$i-HBs R Hi-HBc {E E—MHEE iR 4T

HBV R J MK 87 E B P ik o,



AR TR E20124E7 A 33 B 7 Chin J Epidemiol, July 2012, Vol. 33,No. 7 <733
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RIRE, FAARERB/RIL-10G MIL-10RKIBE

85 FMEBRTHK BEERK FEBEK FBEDEIL-10.R S EHRMES HBVBRHAXR

HBV . \
R¥ SR d5) e g prrrp Y{a° Pa* L{E P
ek 110 bp(11CA) 4421.4) 119(57.7) 43(20.9) 2315 0.186 0.554 0.466
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