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Effect of You Gui Yin on OS - Related Gene Expression in SINFH.  Jiang Yueyan ,Fang Jianli,Mao Qiang ,Tong Peijian. Zhe Jiang U-
niversity of Chinese Medicine, Zhejiang 310053 ,China

Abstract Objective To identify the effect of You gul yin on oxidative stress( OS) - related gene expression in SINFH rats by using
gene chip technique, then to detect the possible correspondent binding sites of You gui yin in OS — related genes, with the hope of building
a foundation for further studies of TCM treatment on SINFH. Methods Totally 20 healthy matured Wistar rats were divided into con-
trolled group and You gui yin group randomly. There were 10 rats within each group. The SINFH rat model of both groups was built by in-
traperitoneal injection of Escherichia coli endotoxin combined with high - dosage Methylprednisolone injection in left hip muscle. Con-
trolled group was given distilled water. You gui yin group was given You gui yin, fed through gastric tube once a day for 6 weeks. Then
the left femur head was harvested for gene chip detection and histopathological observation. Results Histopathological observation showed
that controlled group had lots of bone cell necrosis, bone trabecula structural disorder and increased bone lacuna rate; while You gui yin
group presented relatively organized bone trabecula with active osteoblast cells by the edge, rich vessels beneath cartilage and rare bone la-
cuna. Gene chip detection found OS pathway activity downward modulation, especially in 3 prominent gene sites ( Gele, SOD3 and
COX6A2). Conclusion You gui yin can influence OS - related gene expression in SINFH, especially in Gele,SOD3 and COX6A2 gene

sites.
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