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[Abstract]  Objective; To investigate whether dehydroepiandrosterone ( DHEA) can resist
atherosclerosis by inhibiting the expression of macrophage inflammatory protein-1a (MIP-1a) induced by
high lipid, and the effect of cytochrome P450 aromatase gene (CYP19) on DHEA.  Methods: Human
umbilical venous endothelial cells (HUVEC) induced by ox-ILDL were intervened by DHEA and ATRA.
The eukaryotic expression plasmid pcDNA3. 1-CYP19-GFP and pcDNA3. 1-GFP were transfected into
HUVEC respectively. The transfected HUVEC were intervened by ox-LLDL. and DHEA. The expression
of MIP-1¢ mRNA and protein in all groups of HUVEC and transfected HUVEC were determined by
RT-qPCR and cell ELISA. Rabbit atherosclerosis model caused by high lipid diets were intervened by
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DHEA and ATRA. The expression of aortic MIP-1¢ mRNA and protein were determined by RT-qPCR
and immunohistochemistry.
HUVEC (P<C0. 05). After intervened by DHEA, the MIP-1q expression was obviously decreased (P<C
0.05). ATRA had no remarkable effect on MIP-1a expression inhibited by DHEA in HUVEC (P>
0. 05). High lipid diets significantly induced MIP-1¢ expression in rabbit aorta (P<0. 05). After DHEA
was added, the MIP-1q expression was obviously decreased (P<C0. 05). ATRA also had no remarkable
effect on MIP-1q expression inhibited by DHEA in rabbit aorta (P>>0. 05). After intervened by ox-L.LDL
and DHEA, the MIP-1¢ expression in CYP19 plasmid transfected HUVEC was significantly decreased

Results: Ox-L.DL stimulation significantly induced MIP-1a expression in

compared with empty plasmid transfected HUVEC.  Conclusions;: DHEA resist atherosclerosis by

inhibiting the expression of MIP-1¢ induced by high lipid in HUVEC and rabbit aorta. CYP19 can

enhance the effect of DHEA.
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