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Abstract: Human immunodeficiency virus (HIV) transmitted drug resistance (TDR) means the infection of HIV drug—
resistant strains, which are detected in patients without a history of exposure to antiretroviral (ARV) drugs. TDR has the
potential to reverse the effectiveness of first—line antiretroviral therapy, pre—exposure prophylaxis (PrEP), and post—exposure
prophylaxis (PEP), and is the practical major threat to the realization of the targets for HIV prevention and control. The changes
in fitness of HIV DR strains are the basic biological factor challenging the risk of its transmission, and related to the selection of
the survey population, the determination of the time span between diagnosis of HIV infection and testing of DR, and the
application of DR test assay. The integrated definition and interpretation of surveillance drug resistance mutations (SDRMs) is
the key to obtaining accurate surveillance results. This article reviews the recent progress in research on the fitness of HIV DR
strains, identification of SDRMs, and the selection of surveillance population. It also proposes key areas for TDR monitoring in
China, including the development of SDRMs list tailored to the characteristics of Chinese strains, high-resolution sequencing to
accurately identify mixed base pairs, and the standardization of TDR monitoring. These efforts will provide scientific support for
accurate TDR monitoring results and effective containment of the transmission of drug-resistant strains.
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I AGHEHE NG £ AR 9 A5 T, o
T AU I T 255 R T R AR A AR IR L 4
VR P B o TR, A A9 T 24 5 A T B o ] i
V7P B G ) B R A B D PR R, AR O 5 S
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200 T HIV T S8 3 AN 2otk HIV e 3 UL, 38
TN Z B 28 5 55 5 ARV 25, 035 55 {7
24T R R S T AR R T T Rk 2R BH T G e
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—2013 4E 14 79% T [ F] 2014—2019 4F 1) 45% , 1M 43
FIRATIR G o T ST T A5 10 b i 5 4
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TDR Wil %, FERATAI HIV-1 EE R B0,
£ 4% CRFO1_AE . CRF07_BC.CRF08_BC.CRF55_01B
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