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Abstract: Natural product-O-methyltransferases (NPOMT) is a methyltransferase using S-adenosylmethionine (SAM) as a donor that
targets the O atom in natural compounds. NPOMT exists in main two forms in the body: catechol-O-methyltransferase (COMT) and
hydroxyindole-O-methyltransferase (HIOMT). COMT and HIOMT metabolizes a variety of endogenous substances (mainly catechol
and hydroxy-indole compounds), and participates in a series of physiological processes such as signal transduction, growth and
proliferation, energy metabolism, and rhythm regulation. This article reviews distribution and expression in vivo, substrates, functions,
expression regulation in vivo, and inhibitors of NPOMT, with the aim of providing reference for the development of NPOMT specific
agonists/inhibitors for treatment of related metabolic diseases, as well as for the diagnosis and prognosis evaluation of related diseases.
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