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Effects of curcumin on TNF-a level in plasm and sICAM-1 level in serum of metabolic syndrome rats/
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Abstract Objective:To investigate the effects of curcumin on the levels of TNF-a in plasm and sICAM-1 in
serum of metabolic syndrome rats. Method:Twenty —two adult male SD rats were operated on two kidneys,one—
chipped to induce renal hypertension. After operation,the rats were fed with a common diet for 4 weeks,and subse-
quently a high fructose diet for 4 weeks to induce metabolic syndrome. The 18 surviving insulin resist syndrome
rats were grouped randomly as MS control, curcumin(200mg/kg/d).sham—operated group(n=8) were taken randomly as
non—infraction control. Four weeks after treatment with the drugs by gastric gavage. The levels of TNF-a in plasm
and sICAM-1 in serum were measured by ELISA .Insulin resist of animal and human was assessed by ISI. Result:
In comparing with that of the control group,the levels of TNF-a in plasm and sICAM-1 in serum were significant-
ly increased in MS rats (P<0.05). The levels of TNF-a in plasm and sICAM-1 in serum of curcumin group were
significantly decreased in contrast to that of the MS rats (P<0.05).Conclusion:Curcumin can reduce the levels of
TNF-a in plasm and sICAM-1 in serum,also can improve the symptom of insulin resistance and stop or make the
happening of atherosclerosis slower.
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