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Chronic thromboembolic pulmonary hypertension (CTEPH) is characterized
by stenosis and obstruction of pulmonary arteries with nonresolving organized thromboemboli, leading
to severe pulmonary hypertension (PH) and right heart failure. This study aimed at identifying the
molecular mechanisms of the proliferation of the cells composing of CTEPH (CTEPH cells). CTEPH cells
demonstrated the similar, but distinct, features of the vascular smooth muscle cells. In addition,
stretch stimuli suppress the proliferation of these cells. These findings will contribute to
establish a cell-based assay system for the pharmaceutical intervention of CTEPH.
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Figure 3. ERK1/2 expression to
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