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What is the role of incretin and its degrading enzyme in the pathology of
pulmonary hypertension?
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In this study, we investigated the role of GLP-1, which is
insulin-stimulating hormone, and DPP-4, which is degrading enzyme, in the pathology of pulmonary
hypertension.

In rats with monocrotaline-induced pulmonary hypertension, GLP-1 receptor agonist liraglutide ,
DPP-4 inhibitor alogliptin, or their combination improved pulmonary hypertension and increased
survival rates. As for the mechanism, it was revealed that DPP-4 inhibitor suppresses the
inflammatory pathway mediated by NF-kB in pulmonary artery smooth muscle cells through its
proteolytic enzyme function. Furthermore, DPP-4 was suggested to be involved in pulmonary artery
smooth muscle cell proliferation as T cell activation antigen CD26. On the other hand, regarding
GLP-1 receptor agonists, real-time PCR results suggested the involvement of tissue factor.
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