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	ABSTRACT TITLE: Pathomechanisms of Adenomyosis uteri (AM)
	ABSTRACT AUTHORS AND AFFILIATIONS: Mechsner SEndometriosis Centre Charité,  Department of Gynecology, Charité Medical University Berlin, Berlin, Germany
	ABSTRACT TEXT: Adenomyosis means the occurrence of endometrial cells within the myometrium. It could be present as a diffuse superficial form or with deeper infiltration. There are also focal forms, which are able to affect the adjacent organs such as the bladder. Over the years the real prevalence of adenomyosis uteri has been underestimated. However, the ongoing better quality of ultrasound and the possibility of MRI demonstrated a high prevalence of adenomyosis in patients with endometriosis (EM), especially in patients with infertility and ranked the prevalence between 80-91 % of endometriosis patients. The high prevalence may direct the attention on a possible involvement of adenomyosis on the pathogenesis of AM and EM-associated infertility. Furthermore, some new data suggest that this could be an impact on miscarriages. The patients suffer from severe dysmenorrhea, high menstrual bleeding, pelvic pain and dyspareunia.The pathogenesis of Adenomyosis still remains to be unclear. There is the idea of an peristaltic-dependent induction of microscopic tissue injury at the EMJZ , which in turn leads to the translocation of the basal endometrium into the myometrium with consecutive development of adenomyotic lesions. This tissue injury might stimulate a process of tissue repair in which estrogen is locally produced, which in turn stimulates angiogenesis, proliferation and a local OT synthesis. The local OT activated oxytocin receptors on the myometrial smooth muscle fibers cause more hyperperistalsis. Subsequently, more tissue injury occurs and a vicious circle is established. Microscopic findings underlay this theory.  Furthermore ultrastructural analysis of the junctional zone identifies stem-cell like cells, which might be involved in the pathogenesis of this disease. The adenomyotic-associated myometrial cells show an over expression of the oxytocin receptor as well as changes in their architecture.  Both might lead to dysperistalsis of the myometrial cells and the reduced uterine blood flow causes ischemic pain. The myometrial innervation seems to be disturbed,  a deletion of  sympathetic nerve fibers might be an further factor in the functional changes of the myometrium.


