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Effect of supplementing Qi-nourishing Yin-dispersing blood stasis-dredging
collateral herbs on p38 MAPK signaling pathway in
kidney of early diabetic rats

ZHAO Wenhong' , CHEN Zhigiang'* | ZHANG Jianghua’, SUN Yufeng’ , WANG Yuehua', WANG Huiqing’
(1. Urology Department, Hospital of Chinese Medicine of Hebet Medical University, Shijiazhuang 050011, China;
2. Research Stations of Chinese Combined with Western Medicine, Hebei Medical University, Shijiazhuang 050017, China;
3. Digestive System Department, The Second hospital of Hebei Medical University, Shijiazhuang 050000, China)

[ Abstract] Objective: To study the effect of supplementing Qi-nourishing Yin and dispersing blood stasis-dredging collateral
herbs on p38 mitogen activated protein kinase (p38 MAPK) signaling pathway in the kidney of early diabetic rats. Method: Dividing
SD rats randomly into 6 groups: Simple nephrectomy group, model group, irbesatan group, traditional Chinese medicine (TCM) low
dose group, TCM middle dose group and TCM high dose group. Each group of rats was fed with the corresponding dose of medicine.
After 6 weeks, detecting 24 h urine protein (UPro) level, renal function, p38 MAPK mRNA and p-p38MAPK protein level. Result .
UPro levels of irbesatan group, TCM low group and TCM middle dose group decreased significantly (P <0.05) , compared with that of
the model group. Renal function of the treated groups was improved greatly and their p38 MAPK mRNA and p-p38MAPK protein levels
decreased significantly (P <0.05), compared with those of the model group. Conclusion: Supplementing Qi-nourishing Yin-disper-
sing blood stasis-dredging collateral herbs could treat DN rats effectively by inhibiting the expression of p38 MAPK signaling pathway.

[ Key words| supplementing Qi-nourishing Yin-dispersing blood stasis-dredging collateral herbs; DN rats; pP38MAPK signaling
pathway
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