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Abstract: Objective To investigate the intervention of Yiqi Xiaozheng Prescription (YXP)-contained serum on expression of
extracellular-signal regulated kinase 1/2 (ERK1/2) based on mitogen-activated protein kinase (MAPK) signal pathway in EA.hy926
cells, and to investigate the mechanism of inhibiting angiogenesis in uterine leiomyoma. Methods SD rats were divided into four
groups: control group; YXP low, medium, and high dose groups (24, 12, and 6 g/kg at crude drug dosage). After sc administration
once daily for 5 d, blood plasma was collected by abdominal aortic method, serum was isolated, inactivated, and filtrated rid of
bacterium. EA.hy926 cells cultured in vitro were divided into six groups: control serum group; model group, YXP low, medium, and
high dose contained serum group, and filtration (ICl, positive drug) group. Proliferation of EA.hy926 cells was induced by 17p-estradiol (E,)
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to simulate angiogenesis in uterine leiomyoma except control serum group. Real-time fluorescence quantification PCR (QRT-PCR)
and Western blotting were used to detect the gene and protein expression of MEK2 and ERK1/2. Results MEK?2 and ERK1/2 gene
and protein expression levels of model group were significantly higher than those of control group (P < 0.01); Compared with model

group, MEK2 and ERK1/2 expression levels of YXP high dose contained serum group and ICI group were significantly decreased (P <
0.01). Conclusion YXP-contained serum could down-regulate the expression of ERK1/2, block the MAPK/ERK1/2 signal
transduction, and inhibit the proliferation of vascular endothelial cells which was induced by estrogen in order to control

angiogenesis and reduce blood supply of uterine leiomyoma.
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