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The Effect of Cdc2/cyclinB1 on Regulating Centrosome Protein Nlp in Cell Growth. Zhao Xuelian, Song Yongmet, Jin Shunqgian, Zhan
Qimin. State Key Laboratory of Molecular Oncology, Cancer Institute, Chinese Academy of Medical Sciences and Peking Union Medical Col-
lege, Beijing 100021, China

Abstract Objective To study the effect of Cde2/cyclinB1 on regulating centrosome protein Nlp in cell growth. Methods Nlp ex-
pression in different tissues was detected by Northern blot. Transfection EGFP — Nlp was transfected into HeLa cells, and then synchro-

nized by Double — Thymidine. Nlp subcellular localization throughout the cell cycle was investigated by immunofluorescence. Nlp phospho-

rylation sites mutant cell lines were built. Phosphorylation site mutation on cell growth was detected by manually counting and MTT assay.

Results

rylation sites Serl185 and Ser589 mutation promoted cell growth in vitro. Conclusion

after Cdc2/cyclin Bl phosphorylation sites mutant.

Key words Nlp; Cdc2/cyclin Bl ; Phosphorylation; Cell growth
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Nlp expression was distinct in different tissue. Nlp showed different subcellular localization throughout the cell cycle. Phospho-

Nlp obtains stronger ability to promote cell growth
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Interfering Effect of Intestine RNA on Marrow — derived Endothelial Progenitor Cells of the Minipig Endured Ischemia and Reperfusion.
Cheng Kang ,Wang Haichang ,Zhou Xiang ,Zong Xiaojuan ,Zeng Guiying. Department of Cardology ,Xijing Hospital ,Shanxi 710032, China

Abstract Objective To observe the growth and ideal content of marrow — derived endothelial progenitor cells ( EPCs) of the
minipig affected by intestine RNA | and study the interfering effect of intestine RNA on EPCs transplantation endured ischemia reperfusion
injury (IRI) . Methods We induced minipig EPCs by Ficoll separation method and purification based on different adherence rate, and
separated the purified rat intestine RNA. We set different content of RNA groups to observe the effect on EPCs growth: group of intestine
RNA pretreatment, group of adding intestine RNA after ischemia and reperfusion, group of incubation only with intestine RNA, group of
simply ischemia and reperfusion,and normal control. The growth curve of the cells and content of LDH were detected. We measured NO,
NOS with the deoxidize — enzyme methods to observe the secretion function of EPCs. Apoptosis situation was observed with flow cytometry,
and Flk — 1 expression on the surface of EPCs with western blotting. Results The obviously stimulative effect of intestine RNA on EPCs

growth was about 20pg/ml. The expression of Flk — 1 was up — regulated in the group pretreated with intestine RNA , with less apoptosis of
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