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[ Abstract)

pokine in recent years. It has been found that FAM19AS is closely associated with metabolic diseases such

Family with sequence similarity 19, member A5 (FAM19A5) is a newly discovered adi-

as obesity, insulin resistance, and non-alcoholic fatty liver disease, which suggests that FAM19AS is prom-
ising as a novel metabolic disease biomarker. In this paper, we summarize and review the correlation be-
tween FAM19AS5 and metabolic diseases and the possible mechanisms of action, in order to provide clues for
the related research of FAM19AS.
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