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Plasminogen convection and plasmine activation in TAA 
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Overexpression of antiproteases in TAA  
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Smad2 mRNA (aortic tissue) 
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Epigenetic control of antiprotease overexpression in TAA 

PAI-1 mRNA level 
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Plasminogen activation at VSMC surface 
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Epigenetic reprogramming of 
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