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Retrospective analysis of antiviral curative effect in 2 049 cases

of HIV-infection in Chongqing City "
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[Abstract] Objective To understand the curative effect,immune reconstitution and adverse event oc-
currence after receiving antiretroviral therapy (ART) in the patients with HIV-infection in Chongqing City.
Methods The random questionnaire survey was performed on the HIV-infected patients in this center from
April 2019 to December 2019 and matched with the laboratory test results. The demographic characteristics of
HIV-infected patients, HIV RNA inhibition rate,CD4" T lymphocyte count and change of important laborato-
ry examination indicators were retrospectively analyzed. Results A total of 2 049 HIV-infected persons com-
pleted the questionnaire,in which 1 205 cases had the complete laboratory data. In this study,the proportion of
young male was 83. 8%, the proportion of sexual transmission reached 86. 4% , the inspection rate of their
spouses and children were less than 30. 0%. The count of CD4" T lymphocytes in 0,24,48,72,96,120,144,
168,192,216,240 weeks could reach about 250/pL.,and the virological inhibition rate was about 90. 0%. After
ART,HIV-infected people could appear varying degrees of anemia, liver and kidney function abnormalities,
mainly mild to moderate. As the time extension,the abnormal rate got lower and lower. Conclusion The cura-
tive effect of ART in HIV-infected patients in Chongqing City is fair,and the phenomenon of "late detection
and late diagnosis" still commonly exists. Expanding screening and increasing the testing coverage rate are
necessary measures to control the spread of the disease.
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