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Significance of sex hormone and VEGF,bFGF levels in the syndrome type of mammary glands hyperplasia
Li Quan

(Department of Traditional Chinese Medicine Surgery , Tongchuan Mining Centre Hospital , Tongchuan s Shaanxi 727000, China)
Abstract: Objective  To study Significance of sex hormone and vascular endothelial growth factor (VEGF), basic fibroblast
growth factor(bFGF) levels in the syndrome type of mammary glands hyperplasia and their correlation. Methods 124 patients with
benign breast hyperplasia from 2011 January to 2013 January breast surgery hospital patients, divided into liver qi stagnation,
phlegm and blood stasis group,Ren Chong disorder group,respectively 42 cases,45 cases,37 cases,control group was selected from
the group consisting of 40 healthy females, two groups of subjects of sex hormone, VEGF, bFGF level evaluation and correlation.
Results Serum estradiol(E2) , progesterone(P) , prolactin(PRL) levels in Liver qi stagnation group,phlegm and blood stasis group.
Ren Chong disorder group compared with the control group,the difference was statistically significant(P<C0. 05) ; P levels in Ren
Chong disorder group compared with that in liver qi stagnation group, phlegm and blood stasis group, the difference was statistically
significant(P<C0. 05) ; Liver qi stagnation group, phlegm and blood stasis group, Ren Chong disorder group VEGF, bFGF levels
were significantly higher than those in the control group(P<<0. 05) ; VEGF,bFGF in Ren Chong disorder group compared with liver
qi stagnation group,phlegm and blood stasis group, which had statistically significant., VEGF and E2,PRL had significant positive
correlation) , VEGF and P showed a significant negative correlation. bFGF and E2 had a significant positive correlation,and P had a
significant negative correlation( P<C0. 05). Conclusion Disorders of sex hormone levels and VEGF,bFGF expression increased is an

important cause of hyperplasia of mammary glands,and different level detection can help to identify this patient syndrome type.
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