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[ Abstract]

function, and its onset is mostly correlated with obesity, insulin resistance and lipid metabolism disorders. However, the spe-

Metabolic-associated fatty liver disease (M AFLD) is a chronic liver disease associated with metabolic dys-

cific pathogenesis has not been fully elucidated. Tryptophan hydroxylase 1 (TPH1) belongs to hydroxylase, which partici-
pates in the key step in tryptophan metabolism and thus plays biological function. In recent years, studies have found that
TPHI1 and its synthesized 5-hydroxytryptamine (5-HT) are correlated with the occurrence and development of MAFLD. The
synthesis of 5-HT by TPHI1 can inhibit mitochondrial autophagy, induce liver lipid aggregation, oxidative stress and inflamma-
tion aggravation, and thus promote M AFLD. Therefore, inhibiting TPH1 may be a potential therapeutic target for M AFLD.
This research will review action mechanism of TPH1 in MAFLD, emphatically analyze its influences on mitochondrial auto-
phagy and explore therapeutic prospects of TPHI1 inhibitors in MAFLD so as to develop personalized treatment strategies
for MAFLD.

[ Key words] Metabolic-associated fatty liver disease; Tryptophan hydroxylase 1; 5-hydroxytryptamine; Mitochon-
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