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e RO (330) : Previous reports demonstrated that constitutive downregulation
of Flil gene largely contributes to the activation of dermal fibroblasts and dermal
microvascular endothelial cells in systemic sclerosis, leading to the development of
dermal fibrosis and vasculopathy in this disease. Our current study revealed that one
of the possible targets by which endothelin receptor actagonist prevents the development
of new digital ulcers in SSc is transcription factor Flil and that constitutive
downregulation of this transcription factor is associated with the delayed wound healing
in this disease.
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MDMEC
Gene (FIi1™"~ jwild-type)
Fli1 455 = 13.7"
VE-cadherin 63.8 = 11.6*
PECAM1 59.2 +7.3*
COL4A17 9168
MMP-2 996 =21
MMP-9 1953 = 27.1*
PDGFB 435 = 1.8
S1P; 582z 6.6"
N-cadherin 137.0 £ 23.7
Tie? 63.6 =9.7"
P < 0.05.
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