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[ Abstract ]

tients are diagnosed at an advanced stage. Intraperitoneal metastasis is one of the main causes of death in pa-

Ovarian cancer has the highest mortality rate among gynecological tumors, and most pa-

tients with epithelial ovarian cancer. Its pathophysiological process is complex,and the related treatments have
made rapid progress. Combined with the latest domestic and foreign studies in related fields, this paper re-
viewed the molecular pathway,molecular mechanism and the latest treatment strategies (routine intraperito-
neal chemotherapy, intraperitoneal hyperthermic perfusion chemotherapy, targeted therapy, photodynamic
therapy,etc. ) of peritoneal metastasis of epithelial ovarian cancer,to provide references for basic researchers
and clinicians in related fields.
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