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;g;icytes play a critical role in the development of idiopathic pulmonary
ibrosis
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Human lung pericytes (HuL-P), derived from normal human lung tissues,
express PDGFRB and CSPG4, markers for pericytes. HuL-P cells stimulated by TGF-B signaling
transition to myofibroblast-like cells. In addition, PDGFRB and CSPG4 are expressed in fibroblastic
foci (FF) in lung tissues affected by IPF as well. These results collectively suggest that 1)
pericytes activated by TGF-B signaling would transition to myofibroblasts in FF, and 2) suppression

of pericyte-myofibroblast transition could mitigate pulmonary fibrosis.
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Fig. 4F dual inhibition of Bcl-xL + MCL1
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