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Fig. 1. Processing of HIV-1 proteins,
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Fig. 2. Structure of protease inhibitors.
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Table 1. Protease inhibitors: genotype resistance profiles.

Drug Key mutation  Additional mutations

Saquinavir L9OM F48V

Ritonavir V82A/FIT 154V, A71V, M36I, K20NR,
M461, 184V, L33F, L9OM

Indinavir V82A/F/T MA46I/L, L10V/V/R, K20M/R/T/L,

L.241, 154V, L63P, 164V,
V71V/T, 184V, L9OM
N88D, V771, M46l, M36l,
VTV

147V, M46I/L

Nelfinavir D30N

VX-478 150V
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