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Research progress on interaction between TRPV1 and NMDA receptors

L1 Jing-rui, DONG Ying-wei
Department of Anesthesia, the First Affiliated Hospital of Harbin Medical University, Harbin 150001, China

Abstract: Capsaicin is a natural product extracted from Capsicum annuum L., which can activate the transient potential vanilloid
receptor 1 (TRPV1) receptor. Its molecular mechanisms of action involve important physiological processes, which are the basis of
pain and endogenous regulation mechanism. Transient receptor potential vanilloid typel and N-methyl-D-aspartate (NMDA)
receptors distribute and express widely in various tissues and organs, and they all have complex biological functions. This indicates
that the exploration of the relationship between TRPV1 and NMDA receptors will provide a theoretical basis for more experimental
studies. Also this has far-reaching significance for the development and clinical application of new drugs. This review summarizes
the research progress on the interaction between TRPV1 and NMDA receptors whose relationship with remifentanil hyperalgesia,
relationship with neurotoxicity and neuroprotection, and relationship with anti-anxiety-like effects.
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