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Figure EL1: Inhibition of plasminogen activation or plasmin activity blocks
plasminogen-mediated fibroblast apoptosis. (A and B) IMR-90 fibroblasts were
treated with/without plasminogen (50 pg/ml) + TGF-B1 (2 ng/ml) and/or the indicated
concentrations of a2-antiplasmin for 18 hours. Apoptosis was assessed by (A) ELISA for
ssDNA (n = 4; * p < 0.001 vs. control, ** p < 0.001 vs. plasminogen alone) and (B)
Western immunoblotting for cleaved caspase-3. (C) IMR-90 fibroblasts were treated
with/without plasminogen (50 pg/ml) in the presence/absence of the indicated doses of
the lysine analog, e-aminocaproic acid or TGF-f1 (2 ng/ml) for 18 hours, and apoptosis
was assessed by ELISA for ssDNA. n = 4, * p < 0.001 vs. control, ** p < 0.001 vs.
plasminogen treatment alone.



