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F #k w7 DNA 43 % 5 Fr it analogue
[7] -
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DNA #i#2 @ 7 5 8 45 B8 oy 4 B £ K
iGN R F G BhEENN
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# B ATP g pyrophosphate £ i, ; #
nucleoside andogues 4 # 3% terminated
DNA $#4] 3 s bR E 9% %
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EH o AR EEL S FHIERE -
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HIFLE M - Phenotypic assay * B4}
MBREHWARERIAR » BH %5
EEEN LWHERREH eRR 2
BRAE T E R R T T
TE-RZhE2E HERNELK
(8] #lEFHARSEWRE B
M3 &% > B AR AR
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Drug-resistant HIV-1 in Treatment-naive
HIV-1-infected Patients

Te-Yu Lint, Ning-Chi Wang*2

Division of Infectious Diseases and Tropical Medicine, ‘Department of Internal Medicine, 2Infection

Control Office, Tri-Service General Hospital, Taipei, Taiwn

With the introduction of combination antiretroviral therapy, human
immunodeficiency virus (HIV) infection became controllable. Soon after
antiretroviral therapy was introduced, however, drug-resistant strains of HIV-1
emerged. The rate of resistance, especially to nucleoside/nucleotide and non-
nucleoside reverse-transcriptase inhibitors (NRTIs and NNRTIS), has increased
rapidly with the widespread use of combination antiretroviral therapy. In this study,
the antiretroviral therapy principle, antiretroviral drug resistance mechanisms,
laboratory techniques, and drug resistance trends in Taiwan were reviewed.

Key words: HIV, drug resistance mechanisms, drug resistance trends
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