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Drug Resistant HIV-1 virus in Treatment
naive HIV-1 infected Patients

Te-Yu Lin, Ning-Chi Wang

Division of Infectious Diseases and Tropical Medicine, Department of Internal Medicine,

Tri-Service General Hospital, Taipei, Taiwan

Human immunodeficiency virus infection could be controlled after combination
antiretroviral therapy. Drug-resistant strains of HIV-1 emerged soon after
antiretroviral therapy was introduced. With the widespread use of combination
antiretroviral therapy, the rate of resistance has increased rapidly, especially to and
non-nucleoside reverse-transcriptase inhibitors (nNRTIs). The antiretroviral therapy
principle, antiretoviral drug resistance mechanism, laboratory techinique and trends
of drug resistance in Taiwan were reviewed in this report.

Key words:  HIV; drug resistance mechanism, trends of drug resistance
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