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[ Abstract ]

wounds often lead to loss of functional ability ,increase pain and reduce quality of life ,and can be a burden of medical

Chronic wound has very complicated pathogenesis and is difficult to treat. In particular, chronic

care. This situation has been improving owing to the progress in wound healing research and the clinical application of

new techniques. This paper focuses on the progress of its pathogenesis and treatment in chronic wound.
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[ Abstract] Female pelvic floor dysfunction( FPFD) is one of the ordinary diseases in aged women. The dis-
ease has a severe influence upon the life and intercourse of the patients. The clinical advance in treatment on FPFD

was reviewed in this paper.
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4 V4% R T BB BE 15 P BT (female pelvic floor  al dysfunction) 23y E B JE M —4LIARER , 2
dysfunction, FPFD) £ [ JR 4 2% (urinary incontinence, — B AP EEI LR —, B ERITEERAR
UL) \ 2B 88 B JBi3E (pelvic organ prolapse ,POP) 1&{&  RAETMLAM EMEZEI B, HARRRE,
FJEEFER ( chronic pelvic pain) DA PETHAERER (sexu-  FPFD RRREEH EL LN 10% ~15%7



