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[ABSTRACT] m°A methyladenosine is a methylation modification catalyzed by methyltransferase at the 6th position ni-
trogen atom of adenine ( A), which is the most common chemical modification on eukaryotic messenger RNA (mRNA).
Recently, m°A has been found to play an important role in the dynamic regulation of RNA, which is crucial for the basic
physiological processes such as adipogenesis, cell differentiation and immune/inflammatory response. ~ Metabolic diseases
are series of disorders caused by metabolic dysfunction of proteins, glucose and lipid in the body.  The studies have shown
that m®A methylation plays a key role in the development of metabolic diseases such as obesity, type 2 diabetes and cardio-
vascular diseases via regulation of glucose/lipid metabolism and immune/inflammation.  This paper will review the role of
m° A methylation in metabolic diseases, which may provide new ideas for the prevention and treatment of metabolic diseases

from the perspective of epitranscriptome.
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Table 1. Enzymes related to m°A and their biological effects
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KPS, Herp A Ay R B 5 HDLC A TG (3%
ARG, SR B 5 KON I i B AR ZE LA, mo A HTJE
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Figure 1. The role of m°A in adipogenesis
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m°A JKFThE . FTO Rk s/ 2 5 8085 4b 1% AL
TEh o e, o E AR UL AR 4 2 fE K
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I R R B AR T mO A R AL Al | 2 P LA it
FEHUR AN AR E S 5 H ) JF AR R B 1) &
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