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Abstract: Objective To investigate the expression levels and significance of peroxisome proliferator-acti-
vated receptor-y (PPAR-y) methylation and vascular endothelial growth factor (VEGF) in patients with
breast hyperplasia. Methods A total of 158 patients with benign breast hyperplasia who were treated in our
hospital from January 2020 to March 2022 were selected as the observation group, 158 patients with early
breast cancer diagnosed during the same period were selected as the malignant control group. Meanwhile, 158
healthy subjects during the same period were selected as the healthy control group. The levels of PPAR-vy
methylation and VEGF expression in the three groups and patients with different breast imaging reporting in
the observation group and data system (BI-RADS) grades and were compared. Spearman correlation coeffi-
cient was used to analyze the correlation between PPAR-y methylation level, VEGF expression and BI-RADS
grade. Multivariate Logistic regression analysis was used to analyze the risk factors for the progression of BI-
RADS grade [V breast hyperplasia to breast cancer. Results The levels of PPAR-y methylation and VEGF in
the observation group were higher than those in the healthy control group,but lower than those in the malig-
nant control group,and the differences were statistically significant (P <C0. 05). In the observation group,with
the increase of BI-RADS grade, the methylation level of PPAR-y and the expression of VEGF significantly in-
creased (P<C0.05). PPAR-y methylation level and VEGF expression were positively correlated with BI-RADS
grading (r=0.836,0. 763,both P<C0.001). After adjusting the factors of body mass index, primiparous age,
menopause, breast periodic pain,daily physical activity time, menstrual regularity and regular physical exami-

nation, PPAR-y methylation level and high expression of VEGF were still the risk factors affecting the pro-
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gression of BI-RADS grade [V breast hyperplasia (P<C0. 05). Conclusion In patients with breast hyperplasia,

PPAR-y gene methylation level increases and VEGF expression level is high,both of which are closely related

to the occurrence and development of breast lesions.

Key words: peroxisome proliferator-activated receptor-v;

tor; breast hyperplasia; breast cancer
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