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[Abstract] Objective To investigate the mechanism of curcumin on glycosylated low density lipoprotein
(AGE-LDL) induced lipid deposition in vascular smooth muscle cells. Methods AGE-LDL was prepared in
vitro and measured. Then rat smooth muscle cell line A7r5 was treated by AGE-LDL and different concentra-
tions of curcumin, and four groups were set up respectively, including the blank control group, AGE-LDL
treatment group, 10 pmol/L curcumin treatment group, 20 pmol/L curcumin treatment group and 10, 20
pmol/L curcumin+3-MA treatment group. The protein expression levels of SRB1,GSK38,p-GSK3B8,mTOR,
p-mTOR,beclin and p62 were detected by western blot. The oil red staining was used to detect the lipid depo-
sition. Results In vitro AGE modified thiobarbital reaction was significantly reduced and electrophoretic mob-
ility rate was significantly increased,indicating that AGE-LLDL was successfully constructed. The western blot
experiment analysis showed that compared with the blank control group,the curcumin treatment group obvi-
ously up-regulated the expression of SRB1 induced by AGE-LDL induced compared with the blank control
group and had a concentration-dependent effect. Curcumin inhibited expression level of p-GSK3B and p-mTOR
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and enhanced the level of cellular autophagy (increased beclin expression and decreased p62 expression). The

oil-red staining experiment verified that the lipid deposition in the AGE-LDL treatment group was obvious,

while which in the various curcumin treatment groups was weakened,but the lipid deposition in the various 3-

MA treatment group was further increased. Conclusion

Curcumin could facilitate the expression of smooth

muscle cell SRB1,inhibit its lipid deposition. Its mechanism might be related with increasing autophagy related

protein expression through GSK-33/mTOR pathway.
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