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Protective Effect of Purple Sweet Potato Color On the Neuroinflammation Induced by High Fat Diet in T2DM Mice. Wang Zheng ,Sun Xi-
ao ,Zheng Yuanlin et al. Changzhou Center for Disease Control and Prevention , Jiangsu 213000 ,China

Abstract Objective To investigate the effect of PSPC on the neuroflammation in HFD - induced mouse brain and discuss the
mechanism of the protective effect. Methods Male ICR mice were randomly divided into 4 groups, termed as group control, group HFD,
group HFD + PSPC, and group PSPC. Mice in group PSPC and group HFD + PSPC were lavaged with purple sweet potato color in 0.9%
saline containing 0. 1% Tween 80 at a dose of 700mg/ (kg - d) for 20 weeks, at the same time, mice in group control and group HFD se-
vered as control group were given saline (0.9% ) orally at the same dose. The mice weight was recorded twice a week. In 20" week, the

mice were used to behavior tests and protein assays. Results Mice in HFD group had significant increase in the body weight and glucose
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level, compared with the control group. PSPC could significantly reverse the impairment of motor and exploration behavior induced by HFD

in the open field tasks, and also improve learning and memory ability in step — through tests, could markedly decrease the high level ex-

pression of COX —2 in hippocampus and frontal cortex of brain that treated with HFD. Conclusion The results above showed that PSPC

had anti — inflammatory property. The possible mechanism is that PSPC decreases the expression of inflammatory protein COX —2.
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