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[ Abstract] Cardiovascular disease is one of the highest morbidity and mortality diseases in the world, and its pathogenesis is very

complex. Glutamate is a neurotransmitter that mediates excitatory synaptic transmission in the central nervous system. Glutamate receptor is an

ionic receptor that exists in the nervous system, heart and some peripheral organs. It mainly mediates the transmission of excitatory transmitters

and is related to a series of reactions such as calcium influx, inflammation, oxidative stress, etc.

,and is involved in the occurrence and

development of atherosclerotic heart disease , hypertension , arrhythmia and other cardiovascular diseases. This article reviews the effects of ionic

glutamate receptors on the occurrence and development of cardiac diseases and their potential molecular mechanisms.
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