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Effects of pravastatin and rosiglitazone combination therapy on the expression of ABCA1l in THP-1 macrophage”
LI Hua-bo
(Department of Cardiology.the Af filiated Hospital of Hubei Institute for Nationalities, Enshi 445000, China)

Abstract: Objective To examine the effects of pravastatin and rosiglitazone combination therapy on the expression of ATP-
Binding Cassette Transporter A1(ABCA1) in THP-1 macrophage. Methods After incubated with 160 nmol/L. PMA for 24 h,
THP-1 was induced to macrophage. The macrophage was incubated with 10. 0 pmol/L pravastatin or/and 10. 0 pmol/L rosiglita-
zone for 24 h,respectively. Total RNA and protein of macrophage were extracted. The levels of ABCA1 mRNA and protein were
measured by reverse transcription polymerase chain reaction(RT-PCR) and Western blot. Results Pravastatin increased PPARY
mRNA's expression,and inhibited LXRa mRNA's expression( P<C0. 05) , but couldn’t increase the expression of ABCA1 mRNA
and protein in macrophage( P~>0. 05) ; Rosiglitazone or combined with pravastatin could increase the expression of ABCA1 mRNA
and protein in macrophage( P<<0. 05). Conclusion Pravastatin and rosiglitazone combination therapy can increase the expression of
ABCA1 mRNA and protein in macrophage.
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