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Effect of ionizing radiation on bone marrow derived c-kit"™ cells in vitro*
Zhang Junling ,Liu Bing ,Lu Lu ,Li Deguan ,Meng Aimin*
(Institute o f Radiation Medicine ,Chinese Academy of Medical Sciences/the Key Laboratory of
Radiation and Nuclear Medicine , Tianjin 300192 ,China)
[Abstract] Objective cells. Methods Via-

bility of c-kit™ cells was measured by bioluminescence;the level of c-kit™ cells reactive oxygen species was measured by DCFH-DA,

To observe the injury effect of ionizing radiation on bone marrow derived c-kit"
the ability of colony-forming units was reflected by CFU-GM; proliferation and apoptosis of c-kit" cells were measured by flow cy-
tometry; the variation of pathway was detected by arrays of gene chip. Results Compared to control group(0 Gy). It had a decrease
of c-kit" cells’ cell viability and the ability of colony-forming units after the cells receipt irradiation with the dose of 1 Gy and 4 Gy;
and the level of cell reactive oxygen species,ratio of apoptosis cells increased. After 1 Gy irradiation exposure, the ratio of prolifera-
tion(S/G, /M phase) cells increased compared to control group. However, when the c-kit" cells were receipt 4 Gy irradiation expo-
sure, the ratio of proliferation(S/G,/M phase) cells decreased. After 4 Gy irradiation exposure, the up-regulate genes contained
Srxnl,Psmb5,Cdknla,Smclb,Bcl211,Lrdd and so on;the down- regulate genes contained Mpo, Mtfl,Chekl,Rccl Ebag9,Ciapinl
and so on. Conclusion There was injury effect of ionizing radiation on c-kit" cells,and it could induce variation of many pathways.
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