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Roles of extracellular matrix in female stress

urinary incontinence
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Abstract: Stress urinary incontinence (SUI) is a common female pelvic floor dysfunction disease, which
seriously affects the quality of life and physical and mental health of women. Risk factors for SUI include
pregnancy, vaginal delivery, aging, etc., but these factors are almost all related to two mechanisms: one is the
weakening of pelvic floor and vaginal support tissues, leading to inadequate closure of the urethra and bladder
neck; the other is the functional defect of the urethral sphincter muscle, resulting in poor closure of the urethral.
The pelvic floor support tissues are mainly composed of connective tissues, and the extracellular matrix (ECM)
is one of the main component of connective tissues. Currently, a large number of studies have shown that
pelvic floor tissue dysfunction is related to ECM remodeling, and some regenerative medical methods based on
ECM (such as stem cell therapy) are also used in the research of SUI. However, the specific mechanism of

ECM acting on SUI and how stem cell therapy affects SUI through ECM are not yet clear. This work will

Ui BHA: 2024-02-21

BEEWME: #HMNHRERETRIEESTH (SKY2023027); VLAKS R FAHE L0 HJIDYY2023051); 75 MRt P ERHEIE
(KIXW2023074); B 1L RS & 1057 1(KS2308)

F—1E#E: E-mail: 468411025@qq.com

*BIE{EH: E-mail: 1073938215@qq.com


https://doi.org/10.13488/j.smhx.20240118
https://doi.org/10.13488/j.smhx.20240118

SRR, . RSN R Lk SRR AR AR

- 1879 -

review the literature on the mechanism and treatment of SUI in recent years, summarize and explain the

intrinsic relationship and progress between ECM and the pathogenesis of SUI, and provide reference for SUI

treatment plans.

Key Words: stress urinary incontinence; women,; extracellular matrix; stem cell therapy
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