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Influence of celecoxib on proliferation and regulatory networks of angiogenesis in primary acute leukemia cells”
Ge Xiaohua , Zhao Xiaogiang ,Ruan Linhai®
(Department o f Hematology ,First Af filiated Hospital , Henan University of Science and Technology ,
Luoyang,Henan 471003,China)

Abstract: Objective To evaluate the influence of celecoxib on proliferation of primary acute leukemia cells and vascular new

network control system in the development of leukemia. Methods The inhibiting effect of celecoxib on the proliferation of primary

acute leukemia cells was detected by MTT assay. The immunocytochemistry method was used to detect the expression of VEGF,

bFGF and TGF-B after celecoxib acting on primary acute leukemia cells. Results  Celecoxib could significantly inhibit the prolifera-

tion of primary acute leukemia cells. The immunocytochemistry analysis demonstrated that celecoxib significantly reduced the ex-

pression of VEGF,bFGF and TGF-§ protein in the experimental group compared with the control group. However, compared with

the control group,the positive rate of TGF-8 had no statistical difference(P>>0. 05). Conclusion Celecoxib can effectively inhibit

primary acute leukemia cells secreting VEGF and bFGF, and inhibit the growth and proliferation of primary leukemia cells, the
mechanism may be related to inhibit leukemic angiogenesis.
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