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Melatonin Regulates the Expression of the THP —1 Derived Macrophage ABCA1 Receptor through PPARy - LXRa. Wang Yu, Chen Li-
anfeng, Wang Wei, et al. Department of Cardiology, Fu Wai Hospital, National Center for Cardiovascular Disease, Chinese Academy of
Medical Sciences and Peking Union Medical College, Betjing 100037, China

Abstract Objective To study the effect of melatonin on macrophage ABCA1 receptor expression and its mechanism. Methods
THP -1 cells were cultured in vitro and differentiated into macrophages by PMA. The cells were treated with melatonin at different con-
centrations (0,50nmol/L,100nmol/L, 500nmol/L and 1umol/L,respectively). The mRNA and protein levels of ABCA1 and LXRa were
measured by RT — PCR and Western Blot analysis, respectively. LXRa inhibitor GSK2033, PPAR<y inhibitor GW9662, non - selective
MT1/MT2 receptor antagonist Luzindole and selective MT2 receptor antagonist K185 were used to further verify the mechanism of melato-
nin in regulating ABCA1 expression. Results Melatonin significantly upregulated the relative mRNA and protein expression levels of
ABCA1 and LXRa of macrophages in a dose — dependent manner (P <0.05). GW9662 significantly inhibited the upregulated ABCA1
and LXRa protein levels (P =0.000), and GSK2033 significantly inhibited the upregulated ABCA1 and LXRa protein levels (P =
0.000) , but had no effect on LXRa protein expression levels. Neither Luzindole nor K185 significantly inhibited the expression of ABCA1
protein upregulated by melatonin. Conclusion = Melatonin significantly upregulated the expression of ABCA1l in macrophages, and
PPARy - LXRa pathway was involved in the regulation of ABCA1 expression by melatonin.
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