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Effect of BMPY9 on bone metastasis of non-small cell lung cancer in nude mice
WANG Jing ,L1U Fang .YANG Xiaoqiong®
(Department of Clinical Laboratory ,Chongqing Municipal Red Cross Hospital /Jiangbei District
People’s Hospital ,Chongging 400020 ,China)

Abstract:Objective To investigate the effect of BMP9 on non-small cell lung cancer tibial transfer of
nude mice in vivo. Methods A549 cells were transfected with recombinant adenovirus BMP9, the expression
of BMP9 was verified by gqRT-PCR and Western blot. A model of tibial metastasis was constructed by injecting
A549 cell suspension into the tibia of nude mice. The growth of tibial tumors in the hind limbs of nude mice
was observed regularly. After six weeks,the nude mice were killed and the tibial tissue was taken out after an-
esthesia with X-ray. After immobilization, decalcification and embedding, HE staining and AKP staining were
performed. Results A549 cells were infected with AABMP9 successfully. Six weeks after the cells were injec-
ted into the tibia of nude mice,the obvious tumor cell invasion and bone dissolution occurred in the tibia of the
control group. And the bone dissolving area and damage degree of A549/BMP9 group were significantly low-
er;the staining intensity of AKP was higher than those of the control group. Conclusion Overexpression of
BMP9 inhibits the metastasis ability of non-small cell lung cancer in the tibia of nude mice,and reduces the os-

teolytic damage.
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