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Abstract Results

Polymorphisms in host genes have been shown to affect HIV-1 transmission and disease progression. FIGA4.F
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Our objective was to determine the overall effect of host genes on HIV-1 transmission by characterizing FIG.1. Map of CCR2, CCRS Promoter, CCRS, and Nucleotide Variants q y plotyp FIG.7. CCR5P-59029 Genotype in ES and Local Caucasian Population
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CCRS5-A32 was found in the coding regions of CCR1, CCRS and RANTES. The frequency of CCR5-A32 - 60 A=A < 70 7 -
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groups (P = 0.02). The frequency of CCRS5-A32 heterozygote in LTNP is 47.1%, significantly higher than ¢ L. . T 3.8 g_ N=1383 O 50 e ; P=0.32
in HIV-1 progressors (P = 0.03). These results confirm that CCR5-A32 homozygosity is associated with P2-a G . T . 12.7 ® 401 35.4002 = 40 P=0.08 B :
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CCR2-641 homozygotes were found in HIV-1 negative cohort (1.6%) and one in HIV-1 positive cohort 1133 0 ‘ 5 ‘ ‘ — WT Heterozysote ST te
(0.6%), suggesting a possible association between CCR2-641 homozygosity and the resistance to HIV-1 P10 P1 P2 P3 P4 A/A NG e
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0.0% for G3, G6; and 29.4% for G4. Compared with the published data, we found neither G1 nor G4 to
be associated with the altered risk of HIV-1 infection in Caucasians either with CCR5-A32 (P = 0.55) or
without CCR5-A32 (P = 0.86). The mechanisms underlying the resistance to HIV-1 infection in ES are
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1. Higher frequencies of CCR5-A32 homozygous mutations in ES cohort (P=0.056 vs HIV-1 positive;

100 100.0 P=0.018 vs both HIV-1 positive and negative individuals).
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