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Study on role of JAK2/STAT3/TWIST signal pathway in epithelial-

mesenchymal transition of adenomyosis”
QIAN Jin'"* ,ZHENG Yanli*"
(1. Department of Obstetrics and Gynecology A f filiated Rugao People’s Hospital  Nantong University ,
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First People’s Hospital , Nantong ,Jiangsu 226000,China )

[Abstract] Objective To explore the role of JAK2/STAT3/TWIST signaling pathway in the epithelial-
mesenchymal transition of adenomyosis (ADS). Methods The patients aged 35—55 years old visiting in the
Affiliated Rugao People’s Hospital of Nantong University from March 2020 to March 2021 were selected. Fif-
ty patients with panhysterectomy due to ADS verified by postoperative pathology served as the experiment
group. The eutopic endometrial and ectopic endometrial tissues were taken in these cases. Other 50 patients
with panhysterectomy due to ADS,but without endometrial lesion verified by postoperative pathology served
as the control group. The normal endometrial tissue was taken. The pathological structure change of ADS was
observed by HE staining. The expression levels of epithelial-mesenchymal transition (EMT) related markers
(E-cadherin, N-cadherin) , JAK2, STAT3 and TWIST were detected by immunohistochemistry and Western
blot. The expression levels of JAK2, STAT3 and TWIST mRNA were detected by qRT-PCR. Results The
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boundaries between the endometrial glands and mesenchyma with the muscle layer in the in situ endometrial
tissue of ADS were clear. The endometrium did not invade into the muscular layer;the ADS ectopic endome-
trial tissue showed the disordered cell arrangement, light staining of nucleus and substance,and endometrial
glandular epithelial and stromal cells invaded myometrium and formed hyperplasia. E-cadherin and N-cadherin
were specifically expressed on the cell membrane. The expression of E-cadherin in the eutopic and ectopic en-
dometrium was significantly lower than that in the normal endometrium, moreover the expression of the ec-
topic endometrium was weaker than that of the ectopic endometrium. The expression levels of N-cadherin in
the eutopic and ectopic endometrium was significantly decreased compared with that in the normal endometri-
um, moreover the expression of the ectopic endometrium was weaker than that of the eutopic endometrium.
The expression level of E-cadherin in the eutopic and ectopic endometrium was significantly increased com-
pared with the normal endometrium, moreover the expression in the ectopic endometrium was stronger than
that in the eutopic endometrium (P <C0. 01). Compared with the normal endometrium, the expression of E-
cadherin in the eutopic and ectopic endometrium was reduced, the expression of N-cadherin was increased
(P<C0.01) ,and the change in the ectopic endometrium was more significant (P <Z0. 01). Compared with the
normal endometrium,the expression levels of JAK2,STAT3 and TWIST mRNA and proteins in the eutopic
endometrium and ectopic endometrium were also increased (P <C0.01) ,and the change in the ectopic endome-
trium was more significant (P<Z0. 01). JAK2,STAT3 and TWIST were mainly expressed specifically in the
cytoplasm. The expression levels of JAK2,STAT3 and TWIST in the eutopic and ectopic endometrium were
significantly increased compared with that in the normal endometrium, moreover the expression in the ectopic
endometrium was stronger than that in the eutopic endometrium. The staining in the ectopic endometrium
showed brownish yellow, which was the strongly positive expression. Conclusion EMT may be involved in
the occurrence of ADS. The activation of JAK2/STAT3/TWIST signaling pathway is closely related to the oc-
currence of ADS,moreover which may promote the occurrence of EMT in ADS.
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