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Effects and mechanism of Tripterysium wilfordii polyglucoside

on proteinuria induced by bevacizumab
Wen Mei Chen Yingxia Ma Xingqun et al
( Dept of Medical Oncology Nanjing 81 Hospital of PLA Nanjing 210002)

Abstract Objective To evaluate the effects and mechanism of TWP on proteinuria induced by bevacizumab.
Methods Thirty ICR mice were randomly divided into Control group( same volume of saline i.v) ; BEV group
BEV 60 mg/( kg *w) i.v ; BEV -TWPI group BEV 60 mg/( kg * w) i.v and TWP 4 mg/( kg «+ d) ; BEV-
TWP2 group BEV 60 mg/( kg * w) i.v and TWP 8 mg/( kg * d . BEV-TWP3 group BEV 60 mg/( kg * w)
i.vand TWP 16 mg/( kg * d) . After four weeks 24 h proteinuria biochemical index were determined. Finally
the mice were executed and the kidney tissue was taken and HE staining electron microscopy immunohisto—
chemical staining and Q-PCR were adopted. Results (1) Compared with Control group 24 h proteinuria in BEV
group was gradually increased; however compared with BEV group 24 h proteinuria in BEV-ITWP2 group and
BEV-TWP3 group reduced obviously( P <0.01) . (2 There were no statistical significance in biochemical criteria
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among the all groups. (3) At the light microscopy appeared as bulb with atrophic glomerular endothelial cells in
BEV and BEV-TWP1 group but no change was found in the control group; the pathomorphological improvements
were exhibited in atropkkhic glomerular endothelial cells manifested no obvious pathologic changes in BEV-TWP2
and BEV-TWP3 group. @) Electron microscopy of kidney tissue revealed that the foot processes and microvilli of
mouse podocyte in control group were normal. However foot processes of podocytes were significantly decreased and
extensively fused in BEV group and BEV-TWP1 group. Compared to BEV group the pathological changes of the
podocyte in BEV-TWP2 and BEV-TWP3 groups obviously improved to a close normal podocyte structure. (5) Immu—
nohistochemical staining showed the expression of VEGF/podocin and nephrin was positive or strong positive in con—
trol  BEV-TWP2 and BEV-TWP3 groups while weak positive or negative in BEV and BEV-TWP1 group. (©
Quantitative-PCR resulis revealed that the expression levels of VEGF/nephrin and podocin in mouse kidneys were
inversely associated with 24 h proteinuria in all these 5 groups. Conclusion Bevacizumab is proved to reduce the
expressions of VEGF nephrin and podocin and induce renal function impairment and that functional changes in
glomerular filtration barrier contribute to the occurrence of proteinuria. TWP may exert a protective effect on podo—
cytes in mice. The mechanism may be associated with the up—regulated expressions of VEGF nephrin and podocin.
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