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The purpose of this study was to determine the molecular analysis of HIV-1
drug-resistance mutation, identify the correlation between pairs of infected mothers
and their children, and assess the defective CCR 5 allele in naive HIV-1 infected
pregnant women and their infants in Thatland.

HIV-1 drug resistance genotyping was performed on twenty-two infected
naive pregnant women and 4 infected infants born to infected mothers. Blood samples
were collected at week 34 of gestation. HIV-1 RNA was reverse transcribed and
amplified by RT-PCR. Direct sequencing of the HIV-1 reverse transcriptase and
protease was then performed. Changes in nucleotide and amino acid sequences were
determined by comparing with the pNL4-3 and CM-240 reference sequence. Data on
mutations associated with resistance to antiretroviral drugs were obtained from
literature. Apart from HIV-1 drug-resistance genotyping, defective CCRS allele
genotyping was performed by using all mother—child pairs including infected and
uninfected subjects. Human CCR5 DNA was carried out by PCR and followed with
direct sequencing. Changes in nucleotide and amino acid sequences were determined
by comparing with the mutant human CCRS5 sequence.

In HIV-1 drug-resistance genotyping, almost all mothers (n=21/95.45%) were
infected with HIV-1 clade E, which was similar to 2(50%) of their HIV 1 infected
infants. One (4.55%) mother and her 2(50%) infants at birth were all infected with
clade B. Mutation in the RT gene associated with NRTIs and NNRTIs had not
occurred before among infected mothers and their infants, which included both E and
B clades. In the PR gene, M36I occurred in all mothers infected with clade E (100%),
but L10I occurred in only one(4.55%). However, no codon mutation associated with
protease inhibitor-resistance was found in infected infants born to mothers with clade E
or a mother-child pair with clade B. The HIV-1 strain from the naive group had very
few pre-existing mutations to NRTIs, NNRTIs and Pls, which suggested that the
transmission of resistant strains was uncommon in HIV-1 infected naive Thai pregnant
women. There was no significant difference in the correlation between the HIV-1
drug-resistance profile and a mother-child pair. In defective human CCRS allele
genotyping, no 32-bp deletion was found in both the homozygote and heterozygote
of the CCRS5 gene.
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