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Fuling District genotyping of major HIV-1 strains and their effects on drug resistance
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[Abstract] Objective: To analyze the genotyping of HIV-1 strains in Fuling and its effect on drug resistance. Methods: 990 HIV-1 infected
patients from January 2023 to December 2023 for real-time PCR, identification and statistical analysis of HIV-1 gene subtypes,
the number of patients with HIV RNA exceeding zero; the number of lymphocyte subsets of different HIV-1 patients; finally,
the distribution of resistance points of different HIV-1 gene subtypes was compared. Results: (D With the highest proportion of
Not Detected, Next by <30 detected, > 100000, 30-100, Invalid The lowest proportion; ® 105 0f 990 patients had CD4 + T
cells less than 200, Among them, the proportion of CD4 + T lymphocytes> 200 was relatively high, Followed by 100 - 200,
50 - 100, <50, which accounts for the lowest proportion; 3 445 0f 990 patients had HIV RNA greater than zero, Of the 445
samples, CRF 01-AE and CRF 07-BC, Next by type B, CRF 55-01 type B is the lowest proportion; @ Based on the distribution
of drug resistance sites of different HIV-1 gene subtypes, CRF 01-AE type had the most resistant mutation sites 10, Followed by
CRF 07-BC type and CRF 55-01 type B, And the least sites of type B resistance mutations. Conclusion: CRF 01-AE and CRF
07-BC have the highest proportion of HIV-1 and the most CRF 01-AE resistance mutations. Therefore, in clinical treatment, it
is necessary to closely observe the resistance status of CRF 01-AE patients, and reasonably adjust the medication regimen to
ensure the effectiveness of treatment.
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