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Plasminogen activator inhibitor and renal interstitial fibrosis LI/U Yan-hong ,HAN Zi-ming. Department of Neo-

natology, Zhengzhou People’ s Hospital, Henan 450000, China
[ Abstract ]

Renal interstitial fibrosis( RIF) is the final common pathway by which all kidney diseases progress

to the end stage of renal disease. Present study confirmed that the expression and abnormal activity of plasminogen ac-

tivator inhibitor ( PAI)play a vital role in the development process of RIF. This is a review of the role of PAI in the

development process of RIF.
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The polycystic ovary syndrome ( PCOS) is a familiar endocrine obstacle disease which related to



