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[Abstract] Objective To explore the possible mechanism of epithelial mesenchymal transformation of
adenomyosis from the correlation between endometrial-myometrial interface (EMI) microenvironment chan-
ges of adenomyosis and transforming growth factor $1 (TGF-1) expression. Methods 52 cases of adenomyo-
sis patients undergoing hysterectomy in the People’s Hospital of Three Gorges University from March 2017 to
March 2018 were selected as the AM group to collect endometrial tissue and abnormal endometrial tissue at
the junction of myometrium in the proliferative stage. In addition,48 cases of uterine fibroids were selected as
the control group. Western blot method was used to detect the expression levels of Gprotein-coupled estrogen
receptor-1 (GPER1) , estrogen receptor (ERa) ,and inflammatory microenvironmental factors TNF-a, IL.-183,
and TGF-81,in order to analyze the correlation among the factors. Results The expression levels of TGF-31
and IL-1B3 in the AM group were significantly higher than those in the control group (P =0. 045,0.032) ,and
TNF-a was not significantly different from the control group (P =0. 227). The expression of GPERI1 in the
AM group was slightly higher than that in the control group,but there was no significant difference (P =
0.510). The expression of ER-a in the AM group was significantly lower than that in the control group (P =
0.006). GPER1/ER was significantly higher in the AM group than in the control group (P =0.004). The ex-
pression of I1L-1B was significantly correlated with TGF-81 (P =0. 015). TNF-a was significantly correlated
with TGF-B1 expression (P =0. 004). TNF-a was significantly correlated with I1.-18 expression (P<C0. 01). GPERI1
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was significantly correlated with TGF-81 (P =0. 015). ERa expression was not significantly correlated with

TGF-B1 (P=0.195). Conclusion The pro-inflammatory factors and endocrine disorders existed at the myo-

metrium interface of AM,and the interaction of various signaling pathways together formed the microenviron-

ment of epithelial mesenchymal transformation.
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