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Abstract: Objective To understand the occurrence situation and characteristics of HIV-1 genetic drug resistance strains of
HIV infection / AIDS patients with free antiviral treatment in Wenshan Prefecture of Yunnan Province during 2014—2015. Methods
The clinical and laboratory data in 176 HIV/AIDS patients with free antiviral treatment in Wenshan Prefecture during 2012 —
2014 were collected. The patients with antiviral treatment for continuous more than 6 months and viral load still more than 1 000
copies/ml were performed the genetic drug resistance testing. Then the occurrence situation of drug-resistance and prevalence char-
acteristics of drug resistance strains were analyzed. Results The virologic failure occurred in 176 AIDS patients during 2014 —
2015,176 case-times of genetic drug resistance were detected and 137 usable sequences were obtained. The occurrence rate of drug
resistance in this population was 62. 0% (85/137). In used drugs,62 cases (45.3%) and 50 cases(36.5%) were highly resistant to
NVP and EFV;the highly resistance to 3TC, TDF,D4AT and AZT had 31 cases (22.6%),12 cases(8.8%),8 cases (5.8%) and 2
cases (1.5%) respectively,no case of highly resistant to PI occurred. There were 3 cases of drug resistance mutations related PI
gene mutations,accounting for 2. 2% (3/137); M46IM,T74S and L331 in each 1 case,respectively. Among the NRTI related muta-
tions, the highest frequency of mutations was M184V/I,accounting for 23. 4% (32/137). In the mutation with NNRTI, the highest
frequency of mutations was K103N/S, which was 27% (34/137). Of all 137 complete gene sequences, 67 cases (48. 9%) were
mainly the CRFO8_BC subtype,followed by CRFO1_AE subtype(35. 8% ,49 cases) ,CRF07_BC subtype(4. 4% ,6 cases) and other
types (10.9% ,15 cases). Conclusion The current drug resistance rate of HIV-1 in Wenshan Prefecture is increasing. The virulent
strains are becoming more complicated and more new recombinant strains are gradually increased. The monitoring should be

strengthened for preventing the spread of drug-resistant virulent strains.
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