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« The HAVCRL1 18-bp insertion/deletion polymorphism was genotyped in three independent cohorts of HIV-1 exposed seronegative individuals
(HESN) repeatedly exposed to the virus through unprotected sexual intercourse

* The S (short ) allele of the 6-amino acid insertion/deletion polymorphism protects from HIV-1 infection with a recessive effect;

the protective effect is independent from the route of exposure and ethnic origin
+CD4+ T cells isolated by magnetic selection from PBMC of 34 healthy control (HC) volunteers, were divided according to their 18-bp

insertion/deletion HAVCR1 genotype and : * CD4 T cells isolated from subjects carrying the S allele sustain lower viral replication compared to L/L S/L genotypes.
- Analysed for TIM-1 mRNA expression levels (RT-Real Time PCR) « The protection conferred by the S allele is correlated with a reduction of TIM1 mRNA expression level
- Infected with HIV-1g,, and analysed for viral replication 5 days post-infection (p24 ELISA) « These results underscore a complex interaction between enveloped viruses and TIM molecules that need further investigation.
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