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FFFER R OMEZE  (F3) : Idiopathic pulmonary fibrosis is a progressive and lethal disease
of the lung. Here, we demonstrated that CCN6 induced the proliferation of lung fibroblasts

by binding to integrin =« <« < <« < - Furthermore, CCN6 showed ability to stimulate the
expression of fibronectin. Our results suggest that CCN6 1is a potential target for the

treatment of pulmonary fibrosis.
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