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TRPV1, a star molecule of Nobel Prize in Physiology or Medicine, participates in chronic pain *
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Abstract The Nobel Prize in Physiology or Medicine 2021 was awarded jointly to David Julius and Ardem
Patapoutian for their discoveries of "receptors for temperature and touch". Transient receptor potential vanilloid
1 (TRPV1) is a non-selective cation channel gated by noxious heat, proton and capsaicin, which has been cloned
successfully by David Julius in 1997. Since 1999, a series of investigations in our group focused on the role
of TRPV1 in chronic pain. Our academic contributions mainly include two aspects: (1) TRPV1 participates in
chronic inflammatory pain; (2) TRPV1 plays important roles in cancer pain, especially it is activated by tumor
tissue-derived endogenous formaldehyde and up-regulated by insulin-like growth factor-I (IGF-I). We hope new
drugs based on TRPV1 will be developed to treat diseases like chronic pain.

Keywords transient receptor potential vanilloid 1 (TRPV1); chronic inflammatory pain; bone cancer pain;
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