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Research on the mice podocyte apoptosis and expression

of the associated protein caused by TWP intervene sunitinib
Jiang Chao Chen Yingxia Qin Shukui et al
( Dept of Medical Oncology 8lst Clinical Medical College of Anhui Medical University Nanjing 210002)

Abstract Objective 'To observe the effect of sunitinib culturing mice podocyte in vitro moreover probe into the
protective effect of Tripterbium wilfordii polyglycosidium( TWP) to the cell trauma which caused by sunitinib and its
mechanisms. Methods Cultured mice podocyte in vitro after given medicine to different groups detected the pro—
liferation inhibiting rate apoptosis rate and the expression status of the mice podocyte related protein( Nephrin
CD2AP) by MTT FCM and Western blot methods. Results The proliferation inhibition rate of the mice podocyte
was increased with the increasing of sunitinib dose and treated time( P <0. 01) . The apoptosis rate of mice podocyte
increased with the increasing of the dose of sunitinib at 48 h( P <0. 01) . TWP could decrease the proliferation inhi—
bition and apoptosis of the mice podocyte which caused by sunitinib at 48 h( P <0.05) at the same time it could
inhibit the decrease of the mice podocyte related protein( Nephrin CD2AP) expression which caused by sunitinib
( P <0.05) . Conclusion Sunitinib can damnify mice podocyte but TWP can induce the mice podocyte cell trau—
ma caused by sunitinib through up—-regulating Nephrin and CD2AP expression.
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Experimental study on the effect of EPO/EPOR signaling pathway

on the differentiation of neural stem cells in adult spinal cord
Wang Shaobin' Zhang Hui’ Li Xiaobo® et al
( 'Dept of Orthopaedics The Fourth Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Orthopaedics The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To study the influence of the erythropoietin( EPO) and erythropoietin receptor( EPOR) sig—
naling pathway on the differentiation of adult rat spinal cord neural stem cells( NSCs) . Methods Adult SD rat spi—
nal cord cells were cultured in DMEM/F12 medium and the 3rd generation of the NSCs was chosen as the experi—
mental object: in the experimental group the recombinant human erythropoietin( thEPO) was further added into the
culture medium meanwhile in a control group only using saline with an equal volume. By using immunofluores—
cence staining and Western blot we measured EPOR expression in the NSCs while we observed the differentiation
of NSCs by immunofluorescence staining. Results The results of immunofluorescence staining showed that EPOR
expression could be measured in both NSCs of the experimental group and the control group and the experimental
group EPOR protein maintained at a higher level than that of the control group. Western blot results showed that the
expression level of EPOR protein in the experimental group was higher than that in the control group the difference
was statistically significant( P <0.01) . Immunofluorescence staining results of differentiation showed the NSCs of
experimental group could differentiate into neurons whose different proportion was more than the control group the
difference was significant( P <0. 01) . Conclusion thEPO can activate EPO/EPOR signaling pathway thereby en—
hancing the differentiate ability of adult neural stem cells of spinal cord into neurons.
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