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Protective effect of endothelium corneum gigeriae galli on podocyte barrier injury
QIU Yanlan ,L1U Jihua®
(Jiangsu Provincial Key Laboratory of Evaluation and Transformation of Traditional
Chinese Medicine ,China Pharmaceutical University s Nanjing ,Jiangsu 210000,China)

[Abstract] Objective To investigate the effect of endothelium corneum Gigeriae Galli extract on podo-
cyte barrier injury induced by adriamycin(ADR). Methods MPC-5 cells were divided into control group,mod-
el group,and low,medium,and high-dose groups of chicken extract. The levels of interleukin(1L.)-183,11.-6, 1L~
18, tumor necrosis factor-a(TNF-a) mRNA,ZO-1, Occludin, Nephrin, Podocin, Podocalyxin,and a3831 protein
expression were compared among the groups,and the effect of chicken extract on ADR induced cytoskeleton
remodeling in MPC-5 cells was analyzed. Results Compared with the control group,the expression levels of
IL-18,11.-6,,11.-18 , TNF-a mRNA in the model group were significantly increased(P<C0. 001). Compared with
the model group,the expression levels of 11.-18,11.-6, 11.-18, TNF-a mRNA in the low, middle and high dose
groups were significantly decreased(P<C0. 05). Compared with the control group,the protein expression levels
of ZO-1, Occludin, Nephrin, Podocin, Podocalyxin and «381 in the model group were significantly decreased
(P<C0.05). Compared with the model group,the protein expression levels of ZO-1, Occludin, Nephrin, Podo-
cin, Podocalyxin and o381 in the low, middle and high dose groups were significantly increased (P <C0. 05). In
the control group,the podocyte cytoskeleton was orderly arranged and ran through the whole cell in parallel
bundles,while in the model group,the podocyte cytoskeleton was obviously disordered and the cell membrane
was margined,and the expression of actin in the cytoplasm was significantly reduced. After the intervention of
endothelium corneum Gigeriae Galli extract, the podocyte cytoskeleton morphology in the low, medium and high
dose groups recovered significantly, showing parallel fascicular actin fibers. Conclusion Endothelium Corneum
Gigeriae Galli extract can inhibit the expression of inflammatory factors in podocyte injury induced by ADR,

enhance the podocyte barrier function,restore the cytoskeleton morphology,and play a protective role in podo-
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