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Research progress on the pathogenesis of intrauterine adhesions”
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[Abstract] Intrauterine adhesion (IUA) is a condition in which multiple factors contribute to damage
and thus progression to fibrosis of the endometrium. This condition can result in amenorrhea and infertility in
women, posing a significant threat to their reproductive function and overall physical well-being. The history
of uterine cavity operations is the main cause of IUA. Current researches primarily focus on the clinical and
tissue etiology of IUA, while the molecular pathogenesis of this condition still requires further study. Existing
treatment methods have a limited curative effect on moderate to severe IUA,and the recurrence rate is high.
Therefore,it is feasible to explore the pathogenesis and develop a targeted treatment plan. In this paper, the
latest research progress on the pathogenesis of IUA was described, with reference to domestic and foreign lit-
eratures,in order to provide new ideas for the treatment of TUA.
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