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[ Abstract] Phosphodiesterase 1, as a unique therapeutic target with multiple potential diseases, plays an important role in the
occurrence and development of cardiovascular diseases through the basic regulation of cyclic adenosine monophosphate and cyclic guanosine
monophosphate signaling pathways. ITI-214 is a highly selective phosphodiesterase 1 inhibitor. In mammalian studies, it has shown a good
regulatory effect on heart failure , arrhythmia and aging-related cardiovascular diseases. It also shows the effects of improving vascular function,
relieving inflammatory reaction and regulating ion current. These evidences indicate that ITI-214 has great potential in the treatment of

cardiovascular diseases. This paper briefly introduces the research status and therapeutic potential of ITI-214 in cardiovascular diseases.
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