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Erythropoietin promotes the proliferation of glioblastoma cells through

up-regulation of CyclinD1 in vitro
Wang Wentao, Tang Zhaohua,Huo Gang,Li Ying,Wang Haiquan ,Ye Xiaolin,Liv Zili,Tan Ying,Shi Shuang
(Department of Neurosurgery,The First Affiliated Hospital of Chongging Medical University)

[ Abstract ]Objective : To explore the effect of recombinant human erythropoietin (thEPQ) on the proliferation of glioblastoma cells in
vitro and its mechanism. Methods : U87 cells were cultured in vitro and divided into three groups:control group treated with equal
value of PBS;EPO treatment group cultured with a dose of 0.1 U/ml EPO for seven days;EPO + CyclinD1 antagonist group treated
with EPO(0.1 U/ml) and CyclinD1 antagonist(5 pmol/L) for seven days. The proliferative ability was measured by cell counting Kit—
8 assay and double time; CyclinD] expression was detected by RT~PCR, Western blot and cell immunofluorescence, respectively. The
cell cycle was analyzed by flow cytometry. Results : EPO promoted the proliferation of U87 cells and the mRNA and protein levels of
CyclinD1. CyclinD1 antagonist inhibited the mRNA and protein levels of CyclinD1 induced by EPO;U87 cells were blockaded at G1
stage,and the proliferation of ability was significantly reduced. Conclusion ; EPO may significantly promote the proliferation of U87
cells through upregulation the expression of CyclinD1 ;its molecular mechanism may relate with accelerated cell proliferation cycle.
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0.02%EDTA 1 0.25%0fRBEIE L AR, 2~3 d BAELR,
122 CCK8 B & A K iz U8T KLk 4 g Hemp
F 6 Bk 96 LA, ZHMIA 2 2 000 1~/100 wi/fL, A EPO(0.1
U/ml) .EPO % CyclinD1 #5HH (5 pmol/L) B, PBS 4L 4L
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AGCTCCTGTGCTGCG-3" , 1% - B 4 888 bp; B-NzEH
(B-actin) 314y +-3#F 5 ACCTCCAACACCCCAGCCATG3’ , Fif
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HERALTE 5 d B9 UST BB RFA B 4R L, [l € T-20 CH¥
B 70% 2B 4 CHW . R)E, BARERAES 50 pg/ml TP
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