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HIV/AIDS patients in Shenzhen city, and analyzed their associations with the disease progression.  Results Two hundred and
eighty sexually—transmitted HIV/AIDS patients were divided into the typical progressor ( TP) group (79.64% , n=223) and the
slow progressor (SP) group(20.36%, n=57). Single factor analysis showed that the constituent ratios of gender, household regis-
tration, education level, marital status, route of transmission, baseline CD4 level and HLA-B genotype were statistically signifi-
cant different between the TP group and the SP group (all P<0.05). The constituent ratio of HLA-BW4/BW4 homozygote was rel-
atively lower in the TP group than in the SP group (10.31% wvs. 22.81% ) , while the constituent ratio of HLA-~BW6/BW6 homozy-
gote was relatively higher in the TP group than in the SP group (43.05% vs. 29.82% ). Multiple logistic regression analysis indica-
ted that sex(OR=0.030, 95%CI=0.003-0.278) , education level( OR=0.066,95% CI=0.014-0.316) , transmission route( OR =
0.222,95%CI1=0.049-0.994) , baseline CD4 ( OR = 0.002,95% CI=0.000-0.012), and HLA-B genotype ( OR = 35.845,
95%CI=13.309-388.274) were the factors affecting the disease progression (all P<0.05). Female, higher education level, hetero-
sexual transmission, baseline CD4 > 500 cells/pl and HLA-BW4/BW4 genotypes were protective factors for delaying the disease
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progression.  Conclusions

Gender, education level, transmission route, baseline CD4 and HLA-B genotypes are the factors

influencing the disease progression of sexually—transmitted HIV/AIDS.
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