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inactive carriers) and 150 Uygur controls ( naturally cleared the HBV virus) were recruited. Three single nucleotide
(D The frequency of HLA-DP 159277535 AA type in HBV carriers
group was significantly lower than controls ( P =0. 023) . The frequency of A allele distribution in controls was sig—
nificantly higher than in carriers ( P =0. 020) . The frequency of HLA-C rs3130542GG type and A allele were dif-
ferent between HBV carriers and controls( P <0. 001) . The frequency of UBE2L3 rs4821116AA type and G allele
were not significantly different between HBV carriers and controls( P > 0. 05) . @ We found that 19277535 and
rs3130542 were in linkage disequilibrium and the rs9277535A /rs3130542G type was a possible protective factor of
HBV while 1s9277535G /rs3130542A type in the subjects was a relative risk. Conclusion HLA-DP rs9277535

polymorphisms ( SNP) were genotyped. Results

HLA-C rs3130542 gene polymorphisms are associated with the outcomes of hepatitis B virus infection in Uygur pop—
ulation of Xinjiang in China. The more frequency of HLA protective alleles the higher rate of HBV natural clear—
ance.
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The protective effects of alpha-lipoic on H9¢2 cardiomyocytes
undergoing hypoxia or hypoxia/reoxygenation( H/R) injury

and its possible mechanism
Cao Quanxia Ding Chandong
( Dept of Internal Medicine The Second Affiliated Hospital of Anhui Medical University Hefet 230601)

Abstract Objective To investigate the protective effects of alphadipoic ( a-4.A) on H9¢2 cardiomyocytes under—
going hypoxia or hypoxia/reoxygenation( H/R) injury and explore its possible mechanisms. Methods H9c2 car—
diomyocytes in hypoxia or H/R injury researches were respectively divided into normal control group hypoxia or
H/R group hypoxia or H/R + o-.A group ( LA group) hypoxia or H/R + a-L.A + Daidzin group ( Daidzin
group) and hypoxia or H/R + a-LLA + DMSO group ( DMSO group) . The myocardial cell survival was detected by
MTT the activity of LDH and ALDH2 were respectively analyzed by microtitration and ELISA the MDA level was
measured by TBA. Results Compared to the normal control group the cell survival rates of hypoxia and H/R
group were decreased ( P <0.01) the levels of MDA and LDH were significantly increased ( P <0. 01) . Compared
to the hypoxia or H/R group the cell survival rates and ALDH2 activities of LA group were improved ( P <0. 05)
the levels of MDA and LDH were decreased ( P <0.01) . Compared to the LA group and DMSO group the cell
survival rates and ALDH2 activities of Daidzin group were decreased ( P <0.05) the levels of MDA and LDH were
increased ( P <0.05) and no significant differences of all the above measures were found between LA group and
DMSO group ( P >0.05) . Conclusion «-.A can protect H9¢2 cardiomyocytes from hypoxia or H/R injury by
means of upregulating activities of ALDH2 and decreasing hypoxia or H/R induced lipid peroxidation.
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