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Previous studies from our laboratory have shown that plasminogen activation cascade (PAC) components are involved in the 
rupture of fetal membranes at term. The aim of this study was to test the levels of 4 key components of the PAC in fetal 
membranes collected from preterm deliveries (PTD) with and without preterm premature rupture of the fetal membranes 
(PPROM). In contrast to previous studies of the PAC in fetal membranes which have focused on labour at term, this study 
has examined PTD with PPROM (n = 10) and PTD without PPROM (n = 10). 
 Using immunohistochemistry, immunoblotting and zymography, we examined the expression and activity levels of key 
components of the PAC; plasminogen, PAI-2, uPA and uPAR for expression and plasminogen, plasmin and uPA for activity. 
The data presented here show significant changes in the expression and activity of PAC components in PTD + and – 
PPROM samples. When compared to term labour control samples both PTD + and – PPROM show increased expression and 
activity of PAC components. When PTD + and – PPROM are compared to each other differences in expression and activity 
can be seen. uPA expression and activity increases in PTD – PPROM, relative to term delivery samples, and increases 
further in PTD + PPROM samples. Immunohistochemical analysis reveals the uPAR is expressed at very low levels in the 
amnion epithelium, basement membrane and mesenchyme/intermediate zone of PTD + PPROM but is highly expressed in 
PTD – PPROM. 
 These data demonstrate differential expression of the PAC in PTD + PPROM cases compared with PTD – PPROM 
cases, which suggests different aetiologies and/or mechanistic pathways for the two types of PTD. These differences may be 
of importance in defining optimal clinical management of the two situations. 
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