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[ Abstract])

modifications of DNA and histones play a major role in the regulation of gene transcription, post-transcriptional RNA

Currently, research on RNA modifications is becoming increasingly popular. Although epigenetic
modifications, namely the epitranscriptome,also have a significant impact on gene expression by regulating RNA stability,
localization and decoding efficiency. Genetic variations in RNA modifications or transcriptome modification factors (such
as writers, erasers,and readers) are associated with metabolic diseases (such as obesity and Type 2 diabetes) under the
interference of environmental factors. The epitranscriptome is closely related to epigenetic signals, which enables us to
gain a deeper understanding of the complexity of gene expression in both health and the occurrence and development of
diseases. In addition, parental epitranscriptome modifications may also affect the biological characteristics of the next
generation. This article explores the relationship between epitranscriptome modifications and metabolic diseases,as well

as their association with the epigenome,and also discusses possible treatment strategies.

[Keywords])

" A 0 KT T R M R R X A 2 Y
R 95 (Type2 Diabetes Mellitus, T2DM) 45 . & & #f i 21 it
28 G ER M ) fE R (] 8T, I X BB R R & 51 — R A L AE .
U & AR 6 LR L SR JRAE T fEad R = AE
o 8 PR E & P I R R R G K AR O i . T2DM &
I JE R 1 D R = A s A PR R R R LR AT B IR R R L
A3y A Dy e )

FE R 1) 3% 38 3 B A7 e S) R0 M S O D R A L AR 4R 0 1
NI R  DNA H i 5245 15 2 1 56 8 e sl RNA L SR 5 9k B 0%
R T B LAY L A AL A A PP 0 2 AR 6 1 R
5 20 M R 1 CDNA & i | g 0 A 0 28 L 38 0388 45 A8 fb 5% o LB
e B B LA R RS s T e IR R A R R L AL A
W I PR 2 11 6 0 5 S 2 W AN J2 T RNA & i JB 26 0 5% ¢
2ERIEE . RNA B 38 2 52 0 % 55 DA T 52 ) 256 PR i) 38 5k o
ZopmiFZ . B HAT L, E LRI T WG

metabolic diseases; RNA modification; mRNA;tRNA ; review

R (messenger RNA, mRNA) i B2 (transfer RNA,
tRNAD FIAZME A AZ A% B2 (ribosomal RNA, rRNA) £ P4 1) 4 F
2K RNA 9 170 ZRMEM) . F 05 41 (DNA H % Ak i 2
BB D BN i S R i 2R LA S 4] (RNA &4 W] =
YRR R B AR (B 1B, HEMY TEMEEA. B
AT FW G AL B RNA A6 A< 5 DL K H 7R 950 & 2B R e vh
BIVE R Z B

A 5 R X JBGR TUAR A G AR I v 2 UL e S) 448 A 1
A3 FHL S DA B3 2 6 4 AL o) R 4 R DR SR AR RN DL AT TR

« NEFATED|

ZR2023MHO031) ,

*x 3% ZAMf . E-mail : lsmqianyi@126. com
TR (1998 , 40, 1A B 5 A 1 W5 4
FEEPFFRACEPELR T M . E-mail . 754497087 @qq. com

AR A A KRB RSB H (No.



* 662 -

Journal of Pathogen Biology

202545 45 20 %55 5 W
May 2025, Vol. 20,No. 5

S5 TRIFT R RE 2R W 3R LS 2 A TR L LA R 3R LS R 4
LI 3 2 2 8] W] RE A TE A AR AR T

a
MA =

DNA RNA BAR

Ay =

U
e . I\ ) ENERE

B MEE T AN/ s

PEBRUERR —
= ENERE

A BT EN, DNA i 3% (5 B 8% & o RNA, 3E 1 8
PEREE T B 3R00 e DR 41 0 3 0L % ik A 98 4 014 8 A v 325 00 1y 1
fit. FREIRZE I DNA H 24 RNA B A4 A 5B, DNA F 3
AR TR 1 16 A AR O 2 00 B IR 4, T RNA & i BR O % W% St 4.
DNA I RE AL (9 808 0] LA 3 sl 40 o % S) - RN 8 45 vl i J9E s 40 161 8
PE 5 AL AR A8 T AT R S o e

1 EFRABEAMKAERARLAROEN

A The traditional central dogma. The genetic information in
DNA is transcribed into RNA and then translated into proteins. B A
diagram showing the regulation of the epigenome and the

epitranscriptome that go beyond the central dogma. Environmental
factors regulate DNA methylation, RNA modifications and histone
modifications. DNA methylation and histone modifications are referred
to as the epigenome, while RNA modifications are called the
epitranscriptome. Changes in DNA methylation can promote or inhibit
transcription. RNA modifications can promote or inhibit translation,
and histone modifications can promote or inhibit transcription.
Fig.1 Optimization of the central dogma through the epigenome
and epitranscriptome
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(m®Am) modifications of mRNA. m°A is abundant around stop codons
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Fig.2 A diagram showing mRNA methylation.
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Fig.3 tRNA modifications and metabolic diseases
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