P ¥EE R RIEX HIV-1 ERESNHIFI KRR S 2RI

BRIL | B IS TS R R ARG, LI 201203)

HE. BRY @3NS HRAKFRESERAN P EEGINHVER X HIV-1 & & B dpH] 7 69 %
Baf)am, 4R
S PHEEG—ZAZEWILIFT HIV-1 &G 84p4) 7 2K R 60k F= 57,

%ﬁé AT iz gm B H s yT . Ak BB skt AT
PR PRI, 2 69 %o

vy, ARt kedTiB A 2GR P
T P &G k& HIV-1 & & Bsdp

iBiE AP P

%%%ééﬁ;%‘i, ST A HIV-1 & G Bk A 0940757 20, RRIZRGETT, P MR QI A 0955 Fa A H 2 — TR

X PHEEG; oh; AR
FESES: R62.2 XHRFRERD: A NERS.

1007-7693(2010)04-0312-04

The Role of P-Glycoprotein Expression on Absorption and Distribution of HIV-1 Protease Inhibitors

YAO Yao, HU Zhuohan(Shanghai Institute of Pharmaceutical Industry, Shanghai 201203, China)

ABSTRACT: OBJECTIVE By introducing the efflux function of P-glycoprotein(P-gp), the way to optimize the treatment of
HIV-1 infection by modulation of P-gp was discussed. METHODS Searching and summarizing literatures about HIV-1 protease
inhibitor and P-gp. RESULTS The effect of P-gp expression for HIV-1 protease inhibitor absorption and distribution was
summarized. CONCLUSION  P-gp can hamper the absorption and distribution of HIV-1 protease inhibitor. The therapeutic effect

of HIV-1 protease inhibitors can be improved by modulating P-gp properly, however, the selection and use of P-gp inhibitor will be

an arduous mission in the future.
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