- 620 - 2% %R Acta Pharmaceutica Sinica 2019, 54(4): 620 —628

UE R R-ERREEER ARS8 HIV 3055 B 5 R

A BE* Desta SAMUEL®, E#Hf%, E M, x| #Hik'

(IR KA 25 22 Be 25 WA 22 BT, AL 2B 308 T USRI =, IR BF R 250012)

WE: B Q- A M EAEH (protein-protein interaction, PPI) 7E A\ 9 3% # [fi 9% #F (human immunodeficiency
virus, HIV) A= i Ji BA A (9 2 AP BORFE B AR A o B0 I R AR LA FH AR )2 HITV 557 32 40 i 2 18] PR AR AR H 9 3k
AT A 1) T 45 A mURLE ATV R AL ) HIV S0 5052 48 708 i . DRI AR S0 T 2 M ik 1 i — 28 Bl
FARFHRIVE R BUE, 456 AR 0 SA5] R 1 1240 50 (0 Sl e Fe ik 2

SESEIR): S ; HIV; & A -85 A B BLAE A #0570

HhE SIS RI16 SCERFRIRAD: A X EHS: 0513-4870(2019)04-0620-09

The progress in the development of HIV inhibitors targeting
protein-protein interactions
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Abstract: Protein-protein interaction (PPI) plays an important role in many steps of the human immunodefi-
ciency virus (HIV) life cycle. Targeting these protein-protein interactions, especially the interaction between the
virus with host cells, can provide new insights into the development of HIV inhibitors with novel mechanisms of
action. Herein, we review the latest discoveries of PPI inhibitors based on the mechanisms of action of various

protein-protein interactions with specific research examples.
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Figure 1 Chemical structures of representative BMS derivatives
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Figure 2 Chemical structures of representative NBD derivatives
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Figure 3 Chemical structures of CCRS5 inhibitors
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Figure 4 Chemical structures of gp41 inhibitors
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Figure 5 Chemical structures of TSAO derivatives
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Figure 6 Chemical structures of “molecular tongs” inhibitors
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Figure 7 Chemical structures of Integrase-LEDGF/p75 interac-

tion inhibitors
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