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Protective Effect and Mechanism of TFH Against Damages in Atherosclerosis Rats. Wang Yingchao ,Liu Yin,Liu Weijun , Li Lin. The Affil-
iated Hospital of Qinghai University , Qinghat 810001 , China

Abstract Objective To investigate whether TFH has improved the rats vascular function and its possible mechanism of atheroscle-
rosis. Methods Fifty male SD rats were radomly divided into 5 groups: blank control group, atherosclerosis group, TFH low, medium
and high dose group. After being fed for 60 days,rats in each group took aorta to detect vascular injury condition using HE staining. Gluta-
thione peroxidase ( GSH — Px) ,serum superoxide dismutase (SOD)and catalase (CAT) activity, malondialdehyde (MDA) content. Were
determined Aorta was taken to determine ROS level by fluorescent probe. Acetylation enzyme (SIRT1) and NADPH oxidase subunit pro-
tein P47 expression levels were detected by elisa technique. Results  Compared AS group to CON,SOD, GSH - Px and CAT activity were
significantly decreased, MDA [ROS content increased significantly. TFH intervention could improve the above indicators. Compared to AS
group, TFH reduced NADPH oxidase P47, increased the protein expression of SIRTI1 protein levels. Conclusion TFH has protective

effects of vascular atherosclerosis. Its mechanism could be by lowering P47 expression and reducing ROS generation. There may be some

sort of regulation action between SIRT1 and NADPH oxidase.
Key words TFH; Atherosclerosis; P47 ;SIRT1
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Analysis of Survey Results for 2776 Cases of Public Officials Locomotor Energy. Zhao Runshuan,Ping Zhao,Guo Yebing,Ou Yingwei,
Feng Lin. Beijing Xiaotangshan Sanatorium ,Beijing Health Management and Promotion Center ,Bejing 102211 ,China
Abstract Objective

To evaluate the health status of public officials’ moving organs, and explore the health maintenance
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