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Abstract:Objectives To study the role of XUE FU ZHU YU TANG on expression of vascular endothelial growth factor (VEGF )in
K562 cell line. Methods: VEGF level was assessed by ELISA in the cultural supernatants of bone marrow mononuclear cells from 20
chronic myeloid leukemia (CML) patients and 20 normal persons, and also of K562 cells. CML cells and K562 cells were respectively
treated with serum containing of XUE FU ZHU YU TANG in different concentrations, the VEGF level in the cultural supernatants of the
cells was detected by the same way. Result: The supernatants of cultured bone marrow cells from 20 CML patients and K562 cells
contained significantly higher VEGF levels (389.27+ 65.77) pg/mL, (461.24 + 137.57) pg/mL,respectively than that in 20 normal control
samples (125.45+ 28.24) pg/mL (P <0.05).CML cells and K562 cells treated with serum containing of XUE FU ZHU YU TANG in
different concentrations resulted in significant reduction of VEGF levels (152.43% 26.29)pg/mL, (80.31% 19.73)pg/mL and (188.86%
32.7D pg/mL, (114.81% 14.16) pg/mL, respectively (P <0.05).Conclusion:Abnormal angiogenesis might play a role in the pathogenesis of
CML. The serum containing of XUE FU ZHU YU TANG suppresses significantly VEGF expression of K562 cells. It is probably an

additional anticancer mechanism for XUE FU ZHU YU TANG to inhibit abnormal angiogenesis in CML.
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