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Effect of Curcumin on ABCA1, serum high density lipoprotein and

total cholesterol in chronic cerebral hypoperfusion aging rats
TIAN Mingyuan ,WANG Linhui, TENG Zhipeng, WANG Chen,LI Yu
(Department of Pathology ,College of Basic Medicine ,Institute of Neuroscience ,Chongqing Key Laboratory of
Neurobiology , Chongqing Medical University)

[ Abstract]Objective: To investigate the effects of Curcumin on expressions of ATP binding cassette transporter A1 (ABCA1) in CAl
region of hippocampus and serum high density lipoprotein (HDL) and total cholesterol (TC) in rats induced by permanent bilateral
common carotid artery ligation (2VO). Methods : The model of aging rats with cerebral hypoperfusion was successfully constructed by
persistent bilateral common carotid artery ligation(2VO). Animals were divided into following groups randomly : 2VO+Curcumin 100
mg/kg group,2VO+ Curcumin 50 mg/kg group,2VO group,sham—-operated group,normal control group. Low doses of Curcumin (50
mg/kg) or high doses of Curcumin(100 mg/kg) were dissolved in DMSO. Curcumin groups received intraperitoneal injection of DMSO
solution of Curcumin. The other animals received same volume of normal DMSO after surgery. Each group was injected once daily
for 30 d. Results:The hematoxylin—eosin staining showed that significant decreases of pyramidal neurons and nissle bodies were ob—
served in CA1 region of 2VO group,compared with those in shamed-operated group and normal group. No obvious ischemia change was
found in CA1 region of hippocampus in Curcumin groups. Serum HDL and TG levels were statistically higher in Curcumin groups than
in 2VO group (P<0.05). Immunochemical staining results showed that expression of ABCA1 was dramatically higher in Curcumin
groups than in 2VO group(P<0.05). Conclusions:Our findings suggest that Curcumin has protective effect on impaired CA1 region
of hippocampus and can apparently increase serum HDL and TC through up-regulating expression of ABCAI in Curcumin groups
rat, which is hoped to provide new experimental data for the treatment of vascular dementia.
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Fig.2 Expression of ABCAT1 in hippocampus of aging rats in each group
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