A A AL, 2023, 43(3): 350-354

www life.ac.cn

RiGtERRFL2 HLTh BB K (XA AN
& 73"

(LB XkFAMEFIZ, L& 200032)

WE: RREARG LG ES, Nt A% ARMEEF R A P, Amiat £ e & RED R4 it
TR, —Tm, KiftEs KEZLG R, BATRERMES T KM, 8= ERE, £5K
Wi, F—7 @, LFRENINGFTRT, QIERNF T AN TAEIER T L LK Be Ao K 4L 7T
KA IE 42 369 3 A 7 fk(moonlighting functions), #5153 5@ A iEFa/RAE A — Nz 5 5F, Rl
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Non-canonical functions of metabolic enzymes

and metabolic sensing
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Abstract: Metabolism is the fundamental activity in the body, and the metabolic network composed of
metabolic enzymes and metabolites provides the basis of biomass and energy for the life. On one hand,
metabolic enzymes-catalyzed metabolites, as substrates and/or products in different metabolic pathways, are
tightly regulated and display canonical functions to maintain metabolic homeostasis. On the other hand,
accumulating evidence from our research team and others have demonstrated that some metabolic enzymes
and metabolites acquire moonlighting functions. They can participate into regulation of cell signaling
transduction and/or act as signaling molecules to precisely control metabolism, playing a critical role in the
physiological and pathological processes of the organism.
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