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Research Progress on m°’A Modification Regulation of miRNAs Affecting Cellular
Energy Metabolism

DENG Wenxin, LI Yihan, WANG Qian, ZHU Raoxi, LI Hanting, ZHANG Jiaojiao
(College of Veterinary Medicine, Southwest University, Chongqing 400715, China)

Abstract: N6-methyladenosine (m°A) modification and microRNAs (miRNAs) are important
factors in gene expression regulation, playing a crucial role in cellular energy metabolism. m°A
modification participates in various physiological and pathological processes by regulating RNA
stability, splicing and translation. miRNAs, as a class of small molecule RNAs, directly affect
cellular metabolic pathways by targeting and regulating gene expression. The m°A modification-
mediated regulation of miRNAs plays a pivotal role in cellular energy metabolism, especially in
regulating metabolic processes such as glycolysis and mitochondrial function. By discussing the
regulatory effect of m°A modification on miRNAs and its impact on energy metabolism, this review
elaborating in detail on the mechanism by which m°A modification affects cellular energy metabolism
by regulating miRNAs, and reveals the possibility of m°A modified miRNAs as targets for regulating
cellular energy metabolism, in order to provide a theoretical reference for regulating animal growth

and development and treating energy metabolism-related diseases.
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m°A & i & #8 15 ff RNAs (messenger RNAs,
mRNAs) 3% 3F 4 5 RNA (19 Jig 0% 156 6 7 &R+
WAL, T A AE T 2 F RNA 4r 7, AL 46
mRNAs . 5% iz RNAs(transfer RNAs, tRNAs) #% B
& RNAs (ribosomal RNAs, rRNAs) | 3 3k RNAs
(circular RNAs, circRNAs) \miRNAs K 55 I 4 5
RNAs (long non-coding RNAs, IncRNAs) , 3 % IL
T %51 Fn 3'9E B 1% X (3" untranslated region,
3'UTR) M3 ) RRACH(R=G/A,H=U/A/C) J¥
HIH L mOA B S AR B Bl (writer) i 1K H
Feb N, 2 B LA (eraser) 36 6% B 5Lk 2 72 | 1)
B2 M (reader) 7 5 PR R 00 A 25 & mPA bR i £ &1,
b3k = 2 A P R AR, D3 A BRI RNA
16 i 98 5 RNA (Y 52 2 Pk B3 A0 59 422 55 ok 52
RNA I RE" " o ML AR R, m°A B M 4 RNA £
W 35E 4% 7 BIF 92 B FA A, 2 BT U2 R Y A A B O T
B S ] A5 R R Y A 22 A AR B AR b k4
YERIT 40 A8 A8 2 4 15 2R W IR SR D) BE 1
B R Z B Z R R R . meA B
Y Rl 3L 3 W) 9 mRNAs o #2559 R A,
8 3T 391 0 W 5 vt Bl DA Ry 2 Y A e AR Y
N2z —o m° A& 32 2258 o 8 95 A Ef i AH O
THE S E S, )22 SR A S &
SRR T8 A R T, 2R 52 e 20 B Y BE A AR, T
R B, PR R A 2R 1 3(methyltransferase-like
3, METTL3) A Lk %5 & 4t # i (hexokinase , HK)
17 % B 5% iz 8 F (glucose transporter, GLUT) [
ek, DT J00 240 0 1) W A 1210 Ah  mPA B
T T LA 3E Ak 3 ik 983 48 B b Bax/Bel-2 /Y L,
T SORL AR R T g A A AR BR T
R T IR AR AN, m A B A 38 S T A B ARG i
P75 miRNAs 1Y 42 95 5 A T 6E , 25 10 52 M 48 i 1
AE AR

miRNAs J& — Fl i B2 O/ 57 (1 AE 9 15 /8 o3
RNAs. miRNAs #E # K& PUF i 2 : RNA R &
Bt 11 75 20 B 2% N 5% 5 2B T RNA %) 90 5% ok A&
(primary miRNA transcript, pri-miRNA) , i Drosha
F1 DiGeorge %% & 1iE f& 4 X 8 (DiGeorge syndrome
critical region 8, DGCRS8) 2hy 3= 22 21 L 1) T ik B 4% 52
A W ¥ H 8T U0 i RNA B /& (miRNA precursor,

pre-miRNA)"™ ; pre-miRNA £ #% # # H & M
Exportin-5 X RanGTP 4 i i #L il iz 1% 2 40 g 52
J&i , X Dicer i 55 U1 o4 B2 R miRNA 5 fie ¢ i 4
1 miRNA & 2238 i 5 mRNA ) 3'UTR 45 5 ¥ 45
£y W 7 mRNA A0 61 mRNA B &P, AT 5 0
Py AR B 3R A W W IR Bl DA A AR
miR-130a.miR-130b Al miR-152 i i I /1> 4 % B 4
il RPN T I 1S R - o] ) 3R 5 BEL AR A I A
HE AT, DA R IR 40 M Y = 8% B2 B 1T (adenosine
triphosphate, ATP)/ -2 % # (adenosine diphosphate,
ADP) HAH , I 40 e & 38 09 & e 4y . A
Berulava %" B T K 4> miRNAs & A m°A &
i, WE 5 AT T 1R 5% 1 mP A B A T miRNASs 1)
g3 F LI A S 7E e R 35k 1y PR AR T . 2015 48
Alarcon Z& "B, mOA & 1 i 1 52 1 DGCRS 5
pri-miRNA #) 45 & 1 3 miRNAs (9 5L #4 . Zhong
S5 7R T SERRATE A S #-HUAH 43 85 78 m°A
M 5 miRNAs A2 B B9 A B LS, F 5 7 m°A
&1 % miRNAs B I8 ZEALH] o BF5ER B, m°A B i
WA S pri-miRNA 1 T35 7 miRNAs A9 Bl 2,
HE T 5 WE) T Je 88 0 3 A R B R AR kA,
m°A B 5 miRNAs 76 240 il 53 4k A5 8 15 45 07
T 2 P A

H Al , X m°A B A 5 miRNAs i 57 £ 5
T b, b A OCRE B A AR R S R AR A
Jif 988 () W arburg AR , 1 TG 5% 4 1 H 40 A m° A& A
PFE miIRNAs 5% W 4 i g & A i il . % TREH
PO TE 2l W A < T A Bl A 4 e AR b ) AR L A
ZEARE LTS T meA & i I8 2 miRNAs (9 #L 6l A&
T 4 fiE g A B S e TR AE A T mCA B A
T miRNAs 52 Wil 240 i f) Bl I A A SRS LA S 4oks
A 11 25 44 R 2y e A AL, A4S 7% mA 8 A 1 5 Y
miRNAs 1E by 8 7 68 it AC U A8 s iy v Re M, B AE R
P S AR K R RNIA ST R S A AR OC 9 42 4t
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1 m°A &1 %t miRNAs K iE = 1€ H
1.1 m°A &5 writers 8 7 miRNAs

m°A 1Y 3 A A8 i a2 i mCA T R R
i %2 & ¥ (methyltransferase complex, MTC) 17
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A, MMTC A EZAFFEMETTL3 METTL14,
Wilms B 98 1 40 ¢ & H (Wilms tumor 1 associated
protein, WTAP) | Vir ¥ m°A W & #¢ ¥ % fi
(Vir-like m°A methyltransferase associated, VIRMA/
KIAA1429) %% 0 Hop METTL3 J& MTC #1 A
A AL PR Y OGBS AR AR E AL S 5 mPA
B, © 45 METTL14 4 W 5 I = B AR H
MTC By #% L, i METTL14 15 4 4 B 7 35 22 17
ot AR TR IF S L 25 4 i SCRRE T WTAP RES
5 METTL3 i1 & 5 i A 5 AE T 50 B 2 & W € f
F A% B A DU E R A KIAAL429 R T
B MTC 7E 3" UTR FIE 1| 4% 0% 5 B X stk 47 5
e IF R IEZ XS A mP A B, BR T LAMTC JE
KR FENE R LASE 35 45 ok I WF 58 18 & BLA 1 writers
PLad sz 8 XA A, B o, PO R 18S rRNA 1
METTLS fl & i 28S rRNA Y85 CCHC 25 #4) 15
# M 4 (zinc finger CCHC domain-containing protein
4,7ZCCHCA) ™1, b, 38 & L METTL3 Y A i
filf METTL16, H I BEMME T UACAGAGAA 4R %
AW IR RNA 85490 m°A B 1Y) writers 78
miRNAs U fE b R 5 | EM, JUHE
METTL3 e KA G E A (E 1), Alarcon 551k
M, METTL3 % %f pri-miRNA | & £ 1 GGAC
Fr 31 kA WO AR A8 G, 2E T f2 #E DGCRS & pri-
miRNA 254 51 METTL3 (9 #6398 2 F& {1k DGCRS
5 pri-miRNA B 45 & 3, 5 ZOR A miRNA Y 5 >
R N T pri-miRNA B 3 L. 6 i, 5 3% 3k
METTL3 A] LA 34 58 pri-miR-25 A9 m°A & i LA vE
miR-25-3p B ML 2 . T W S R T MTC 7
miRNAs 2 B AW SR E A — 1,
MTC 7] LR 55 LA SERRATE M #% 0 2K 1 Y g 4b 31
R A H] pri-miRNA L, 7 1 42 #F pri-miRNA )
Jn T 5 —J7 i, MTC ik BE 7E pri-miRNA 19 H 5 Jt
IS R B DX AT mC A B A, 1T S readers TR AT E
A2 B AR 8 1 Y pri-miRNA, I8 o5 2% 2t ib 31
WEAY  ATE S miIRNAs B
1.2 m°A1&4{fEY erasers i ¥ miRNAs

m°A & i 1Y) erasers g 7 £ F1AE ik AH OC 25 11 (fat
mass and obesity associated protein, F TO )il i % /L m°A
A N NG- 58 F 3L i 122 4y (N6-hydroxymethyladenosine,
hm°A) , SR J5 fE AL hm A Az i N6-H e 5 i 122 v (N6 -
formyladenosine, 'A) , iz J5 'A% Ak hy JIf 2% 1717 75
— > eraser ALKB [[] J% 4% (ALKB homologs,

ALKBH) W 6 & Ak, n] B4 B P AL FTO M
ALKBH i 1 3% 5% H B A 2 i 5 writers 1 FH AL A
FH 3L [ B 9 S B0 mOA A 14 2l AR RT3 L I F
FEAE K B, mOA B i 1Y) erasers 5 5 18 55 miRNAs
1) 2, B 5 writers & B0 A B 9 &L (T D) o
FTO T 52 pri-miR-320 1 m°A F 5E Ak 6 i 185
Jn, A HE pri-miR-320 5 DGCRS [ 45 4, #k i 5 &
B A miR-320-3p M /K F- 34 m™' . ALKBHS 1 L) i
o I mCAAE 4 PP DGCR8 5 pri-miR-193a-3p
() 4% &, PE W 30 ) pri-miRNA #9400 T, B f# miR-
193a-3p & ik 3 1 5 i By ALKBHS i iff T pri-
miR-124-3p Ay T2, 3470 1 5L 24 miR-124-3p i 7K
S~ DATIG 3 gk 1) AR T A0 i A B ER T A A2 1A A2
90T Jg S5 200 R 1 ke
1.3 m°A & readers WEiH 7 miRNAs

B% T m°A & 1fi i) writers A1 erasers X} miRNAs
HAT VAT E AN, meA B i 38 mT LA B 22 B8 (0] B2 90 55
YTH & F1 4% HNRNP K% i 5 ZEA KK T
2 mRNA %% & % M (insulin-like growth factor 2
mRNA binding protein, IGF2BP)1/2/3 %5 readers I
P2 miRNAs 898 18, H R 42 1 AT XU - BT e
# miRNAs B9 A 976 B, A ] miRNAs By 5 24
(K1) o XHEH KA R B readers 8 o 22 5 PR Y
RNA )82 %2 P | B3 F0 5T 4% 25, 17 % miRNAs B A
R TR B o Y TH 25 M 3 f 5 2 A L
(YTH domain containing proteins 1, YTHDC1) 3= %
5T 240 A% TP i RNA 6 5 F 57 22 DL 2+ A2 e
P, 37 0 By pre-miRNA (14 4% fi th LUJE 2 miRNAs A%
T A48 RS P Y m A B i O £ B Y THDC2
FOYTH 25 # 38 % % £ 3 (YTH domain family
protein, YTHDF) 1/2/3 I 5 5 &5 &0 H i % i
N YTHDF 1 BE{Z2F RNA () 82, 1l Y THDEF 2 1y
e 15 5 RNA BB . b B B &
YTHDF1 il YTHDF?2 g #% & & 4 15 miRNAs, {H
MBLA SCHER ok B, A R % B] YTHDFL &
miRNAs il 5 1 2 B 98 35 45 1 . 1 YTHDF2
)5 LA 98 e 30— 20, ) LR AN R i m°A & 4
i miRNAs @ pre-miR-181b-1, # 1ij #1 #] miRNAs
(1 LA SR T IR 5 B, Y THDF 2 34 fig
i 55 4E Argonaute 2(AGO2) # 1112 i pre-miRNA
1] B miRNAs 19 i T ALY THDF2 8 ik
A BCE 5 miRNAs B /E R, 5 0% A% 0 1% 8 H
A2B1 nuclear

(heterogeneous ribonucleoprotein
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A2B1, HNRNPA2B1) 11 #% & 3 H A7 X — FF 55 o
HNRNPA2B1 J& 5% — /> 9 & B0 AE 48 il 4% i 0% +F
SEPEBUA pri-miRNA 5 m® A & i {57 15, FF 5 W) pri-
miRNA 5 DGCR8 45 & , #E 1 755 pri-miRNA 1)
Al T B miRNAs 3 A reader™ 1M 78 J5 €2 ) — I
WF 5% th , HNRNPA2B1 8 & 3 A X 7] u 4 miR-
1266-5p .miR-1268a Fll miR-671-3p, i AE K 14 miR-
29a-3p.miR-29b-3p Fl miR-222-3p"*" ,@ ZHFgE R
$2 T HNRNPA2B1 X 8 77 miRNAs i 72 7]
fit 0§65 # 1L 4= K I F (transforming growth factor 8,

TGFRME T 15 S AEHUH A9 B, 20 & BE 14 58 Al i) B
HNRNPA2B1 T ¥ miRNAs 335 09 EL &ML 4, B

I, 3 7 B 22 A0F 5 ok ok — 25 4 s HCAE AR A A A
SRR A

Zg b, m°A &M % miRNAs 4 5 2R 3y BE #5 B
A B PR A5 /R, writers F1 erasers 7] LA S m°A
1& 1 5% i DGCRS 5 pri-miRNA K 5 & 1 1 & 55
miRNAs 19 i 2 , readers W] G& 4% DL {2 =k #0 #i
miRNAs & 1 B E gy 98 95 H D) ae . X
miRNAs 445 H P F a8 B A 787 A9 b i 4 i
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1 mA &3 miRNAs B E =41 & ( #) B 2K 4 : Adobe illustrator)

Fig.1 The regulatory mechanism of m°A modification on miRNAs (Mapping software: Adobe illustrator)
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2.1 m°A &4 B writers Xt 88 = 151 59 82 1l
METTL3 J& 5 fig & U ¢ & e 8 % VI 1Y
writers Z — ,METTL3 7] . # 5 ATP 715 2 % 1%
(ATP citrate lyase, ACLY ) FI¥ 5 AR % 25 i,
51 1 (solute carrier family 25 member 1, SLC25A1)
H B T LS Wi B2 4200 IR METTLS 2
0441 Bel-2 I 42 ¥ Bax fil Caspaes-3 # ik , BUfd 4 ki

PR T, 2T 5 0 T e 40 1 B ST AR A Y
METTL3 i /] LL#0 i J 98 41 1@ 74 i 5L h 9 5 A 25

EEHE AP 1 (mammalian target of rapamycin
complex 1, mTORC) #& ¥ Wi 3L 3h ) 75 ih & %
# % 1 (mammalian target of rapamycin, mTOR) /&
Z: 5 40 fE B AU R OGRS H S R B I 7B K
) mTORCL nJ ] 4% 48 Jf (i Q3 o B BR T
METTLS3, HE writers X 4 Jfl 58 £ 35 s 2 A7 94757
fEM e METTL14 1y 1d RS GLUT3 ) & 15
T, A TTT S 548 200 i P R 2 W ) 5 BB, i — 25 £ R
20 B BB R W T AP FE RSN I8 h BB 9842 1t i
JoE 4 B 38 A, IT A5 HK 2 32 T4 B 8 410 i A0 1 1% i
At 51, KIAA1429 7 F 19 IncRNA LINCO00958 fi
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B 58 GLUT1 mRNA ¥ 5% 0 83 € P, T 9 18 i
(O E AR e A, mOA B R R R U AR 3 N 4
SreRfRdh A EEER S X R, %
SRR L R b R 2 1 T BRI SR IR 1D mPA
18 i 7K 7 1 T e BE R TR OR M N LR
METTL3 4% (% IGF2BP2 1 L i 57 i 1% fift 3k 4]
S W) K €8 1 7 1) M T S 0 7 R st R DA 4 b Ry %o
RE R 1, X — RIS /R T meA & 1 75 BE
SRR A TP AR L 3 O BRAR ALK AE A 8] B AR
AT B AR AL B2 AR TR A A
2.2 m°Af&1f ) erasers X 8E 2 X 1§ 89 % My

FTO fil ALKBH Wi 2§ erasers ¥J 7 fig & 18 i
RIEEEEAEN] . FTO 7542 1 68 & 7 19 T Fe i
DI, BV S RA% b R 3k a3k SR W AT BB AE R
AR AR Bt AR R OGO TR R L A
AT FTO mRNA FIE H R A KP4
L X 5 4 25 M -6- B R ¥ (glucose-6-phosphatase,
G6PC) mRNA = i B2 4 B =X 73 B IR R il 1
(phosphoenolpyruvate carboxy kinase 1, PCK1)
mRNA 7K 8 1EAH M7 B, FTO 75 IR fig ik
A&TF ] BEIE G A R S AR G R DA AR B X RE
oK o FTO MR 5 Xk 5 8 H O1(forkhead
box protein O1,FOXO1)mRNA {3k, FOXO1
SRS R BB R A G, FERIN RS R 2K
JIE ¥ 1 (insulin receptor substrates 1, IRS1) fl IRS2
s 3-1% A Bk UL 4 B8 (phosphoinositide 3-kinase,
PI3K) /% 1 {# i B (protein kinase B, AKT )il # , ifij
AKT 38 i #% 2 & FOXO1 4 il PCK Hil G6PC %
S AR DR R Tk, ) YR 2 T A SO oA I A
LRI FOXOL (9 £ Tk Ak 0 T LA i fi &2 3 1)
FEAEY, X EERLR W] FOXO1 il EJ& FTO I 15
AR TR A TR R RIS, R
AR FTO B R 251 ATGL6L K K KT
A%, 3 075 S A A S o e AR B AT 7 A
P FTO NS T 557K 1(FTO intron transcript 1,
FTOIT1) J& — 7 Bl B % A1 5C 9 IncRNA, 7T DL 72
mRNA FIH# H K- B FTO B3R, I i
FTO £ = T8 40 B 85 8% % K F 0 FTO AT RE LI
m" A & WA 9 7 =R T GLUT L H DY [ 2 374 6
M2 (pyruvate kinase M2, PKM2) i £ ik , Wi
FTOIT1 1 ¢ -Myc & B 5% 1E K55 [ 3% n] DL AR
HEIX A AE Z R AE T, ALKBHS 3 o 14 458
B A 3R a8 R R AR R e RE AR . TE SUPERE R

FI I 9% A, B ALKBHS Al LA ] PISK/AKT 15
o I O O O I = B0 F R ) o L
ALKBHS5 i i3 & & 1 34 i 2« (casein kinase 2a,
CK2a) 8 37 B B fe ™5 78 HOIR IR 7L Sk R 98 b,
ALKBHS5 4~ % circRNA # 32 K # B AE H & 1 1
(circRNA nuclear receptor-interacting protein 1,
circNRIP1) 5 Ml miR-541-5p fil miR-3064-5p 3k I+
JH PKM2, DA 15 A 1 A0
2.3 m°A & B readers X Bt = X 15 B 22 i
m°A &1 BY readers il i 1 51 mRNA f m°A
B 5, IF 58 mRNA 454, LIS mRNA 152
SE MBI R BT 4 S 5 mRNA B B E R 35
AE AL . Horb, YTHDFL Al mRNA (4 8%
Y THDF2 i # mRNA [ B g A2 0 mRNA (9 FE
3 YTHDF3# i 5 YTHDF1 #1 Y THDFE2 # [7] /F
S0 mRNA Y #33 F RS @ M L 42 #F mRNA 76 48
FL R AR T Y THDE 1 A] L fin 3 2 22 19k e Tt
1(glutaminase 1, GLST) iy #1#%F ™ . GLS1 L4
G2 WK % BT AR 1 DG B Il , A R T A R
Jit U A AL T A - % R IIE R 25 = BB G
L, m g Kk ATP. YTHDFL 6 0] L5 3L % i &
fiff A (lactate dehydrogenase A, LDHA)mRNA %5 &
AN 32 G 3B %8, AT 2 #E W % A% . Y THDF 2 3@ 2o
Jin K B g Bl 2 (1 (large tumor suppressor
kinase 1, LATST) mRNA ) [ i L0 il LATS1 /)
ik, I IE TP AY Hippo 18 B2 36 , ik 1 42 8 i g
20 Mo A A%, YTHDF3 AU fES YTHDF1 B
fE LA #E RNA #3% , if B8 52 i Y THDF2 4 & 1Y
RNA B, Eotn, i 235 19 Y THDF 3 68 3 il AT 784
W R A B i B8 (liver-type phosphofructokinase,
PFKL)mRNA (1% % fi# , 5 1702 328 98 200 1 i) 6 2685
T P9 R AR RN LR B T A A — R O IR R
NEUY oAb AR AR B Z 09 454N, YTHDFE 3 (1)
mRNA Fl & [ i 3% ik ¥ 84 m'® , YTHDF 3 1] LA 7
I fi 1 RS N 38 2 mOA O 9 77 3B AR Dicerl- 2
¥ RNAT1 (Dicer-antisense RNA1, Dicer-AS1) B 2
E ML I 5 YTHDF3/Dicerl-AS1/Dicerl/miR-
5586-5p 4ill e Fet i W I A i DAL 38 i R T e R g8 o
R R T O . — BTN Ry, T AN N R i =
AR 25 AL bk B0 A0 1 F U BIR T B e T DL 4
Fedn M A A RE RS o R IR Z i) R A
£ YTHDF3 #5587 % FOXO3 i) m°A & iR 51, A
M #E FOXO3 i #i,  FOXO3 19 4= 41 & i &g
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WS AU RE R RS By T YTHDF %%
B 51 A IGF2BPs /F o o) — 28 8 2 1 m°A & 1
readers, W EREE MR WP A HEEEZEEH. 5
YTHDF2 A 3 19 B i i 72 40 I, IGF2BPs /& DL m°A
s i) 2R 3L DR B M BT B2 O 2 O
mRNA i faE . Hoh | IGF2BP1 i & 1 i
LDHA mRNA /)52 & ¥, {2 5 B 95 40 0 i % %
iR IGF2BP2 #1 IGF2BP2/3 43 S § Wil ACLY F1

F1 mAEHERATRERHEPHIER

SLC25A1 mRNA % &2 5€ P , #F My 4 75 5 #6140 g
o e A

g5 b m°A IR B 2 A 5 e ae e AT Y 2 he
(£ 1), HAT 3 2 R ELE writers 1 1 FHEILAE H 1)
METTL3, erasers #1 () FTO Fl ALKBH ., readers H
B YTH 8 H &, X8 m°A 8 1 #9 writers Hl
erasers [ 3 2% 0] 336 & i UL K readers f &5 & ] DLAE
—E R RS LAY B R AR R

Table 1 The role of m°A modification in regulating energy metabolism

mlAPHERN T mAPRfAE HL e 2% 3k
m°A regulators  Roles in m°A Mechanism Function Reference
METTL3 Writer ACLY-SLC25A1 SR W) 24 T 40 L [38]
METTL3 v Writer Bel-2 v ,Bax 4 ,Caspaes-3 4 AV SFE il 96 200 i ) R A O 1 [8]
METTL3 v Writer mTORC1 ¥ 0t ST 9 200 L ) e A [39]
METTL3 Writer Wnt/B-catenin/c-Myc 8 328 B H 40 L B ATP A [66]
METTL3 4 Writer HK2 4 AR 8 39 20 0 R [67]
METTL3 Writer IncRNA SNHG7/SRSF1/c-Mye 1 32 T 270 T 00 L ) T A [68]
METTL14 4 Writer GLUT3 4 R 3R ST 4 A [42]
METTL14 4 Writer AMPK 4 R 8 39 A0 0 R [69]
WTAP 4 Writer HK2 4 3 90 200 L ) A T A [43]
KIAA1429 Writer IncRNA LINC00958/GLUT1 e 3 5 AT e A [44]
FTO 4 Eraser FOXO14 R 2 T B A 4 B AR [48,50]
FTO 4 Eraser G6PC 4 S 2 2k PR 55 i 5 AR [48]
FTO y Eraser ATGI16L14 T A B ATP & K [51]
FTO 4 Eraser GLUTI1-PKM2 4 AR S JET 96 40 O o [52]
EFTO Eraser LINK-A/MCM3/HIF-1a AV 5B IR 20 58 40 P 100 T S [70]
ALKBHS5 ¥ Eraser PI3K/AKT 4 i 3 S0P 2R 1 I AT A AR [53]
ALKBHS5 ¥ Eraser CK2a 4 R 3 1% JHe 98 A ML 1) A TP 4 B [54-55]
ALKBH5 v Eraser cireNPIP1/miR-541-5P/PKM2 4 A DR 2L S R T 200 L ) A e At [56]
ALKBHS5 ¥ Eraser cireNPIP1/miR-3064-5P/PKM2 4 A F DR 2L S R g 240 L ) O e A [56]
YTHDF1 Reader GLS1 AR 5 25 i 93 A L 1) =R TR 796 BF [58]
YTHDF1 Reader LDHA A 32 &5 M 958 40 B 1) 1% TR i [59]
YTHDF1 Reader ENO1 AV S fily i 96 006 ) A T [71]
YTHDF2 Reader LATS1 R 32 7L A0 L 1 e foe [60]
YTHDF3 Reader PFKL AV JHT- 9 200 L ) A T A [61]
YTHDC1 Reader PTEN/PISK/AKT 5 W) 5 I s A4 £ 3 [72]
IGF2BP1 Reader LDHA AR 30555 9 A0 L 1 A T f [65]
IGF2BP2 Reader ACLY S ) 28 45 T 40 1) T TR i [38]
IGF2BP2/3 Reader SLC25A1 S M) 27 B T 0 L 1 T A [38]
IGF2BP2 Reader MYC R 35 098 A0 1 A R [73]
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3 m'A & i 8 ¥ miRNAs 5 0 20 f@ &k 2
i
3.1 miRNAs X gg 2 K5 5% 0

miRNAs & — & 5 B Of 57 (19 B4 AR 45 % RNA,
i i 5 4 mRNA B A BB BE X, % R mRNA )
T 2 P ATCER mRINA B 3R 400 1 28 By &
miRNAs 7 3 Y UL N K458 T2 iR 7R R, L
T T A AR B A miRNAs % B & L K
AR A A= W 2 S N B A R AR (R 2) .
Lot , 5ok 3% 3K 4 miR-494-3p BE 1 il i 17 240 B vh 9845
LR A W6 B T2 2 IR 1 3 4 ) e 4 T Ak A2
4 15 R 1-a(peroxidase proliferation-activated
receptor coactivator 1-a, PGC1-a) B 23k , #F i 310 il
i 107 200 6 1) B e ARO8  ARK P miR-125a AL

FLAK Fl A 2 H 2 (mitofusin 2, MFN2) ) #3311 41
SRR 4y 24, T 52 A7 AR . miIRNASs 5
AE H2 A 0 VR I BL I 2 2% L 3 8 2 2 A0 miRNAs 8
1o I ) s 5 P01 3R] A 4 AR R L R R
e 44 M i A= BRI g . ) 40, miR-125a 5 miR-125b
RAE P EIE T, 2L A 5 HK2 23k ik 2>, iF ifi 9 41
0 H Y BE B AR T, I miR-214 W 5 X B Fp
miRNAs 2 H H PR Mo, miR-150 fE i
1 #E I SLC2A4 T i GLUT4 %3k , 1 miR-223 N
Al LB GLUT4 ) 335, 3 P Fl miRNAs Xf 0 L
240 R 4 25 W 1 IR A FE PR . X SR B SR AN AR
77 T miRNAs 76 f8 i A8 8 4% b i) 2 88 VB HIHL
il 3 R BT 33X Al U R] 5 45 B Y & 4458 BAE AT L
fifi miRNAs fi 9 75 40 M i 54 A8 /0 A [5) B B, 403
R R E U L I AV R T

&b Bl

Bl BILAE I 9 20 AR v X T A7 OC B I HK2 Y R 3k Bl , DL N 20 M e AS [R] A B ORD 9 BEOR 3SR 9 B
FLAT A4 T, A R S A £ 2 R R A 40 A i 2k oK o

%*2 miRNAsTEFTRER G FHIER

Table 2 The role of miRNAs in regulating energy metabolism

miRNA % # A5 PR 3l Tifie EE DN
miRNA name Target gene pathway Function Reference
miR-494-3p 4 PGCl-av ik R 17 A0 B B R 3 [74]
miR-125a 4 HK2 y 01 5 S 00 L T A [75]
miR-125a ¥ MEN2 4 110 44 9 P A 4t L ey A 43 4 [76]
miR-125b 4 HK2 v I3 AFG o JIL 40 o A X0 3l 3 [77]
miR-214 ¥ PTEN/AKT/mTOR/HK2 y 054 A /1 208 e 958 A 0 M T A [78]
miR-214 ¥ PTEN/AKT/mTOR/PKM2 ¥ EON RN Y RN s [78]
miR-150 SLC2A4/GLUT4 U8 5553 4o JUL 200 L %) 70 Mk B [79]
miR-223 4 GLUT4 4 SR JTL 200 L F 4 4 4 TR [80]
miR-34a-5p 4 LDHA v ,HK2 vy ,PKM2 ¥ 0 22 9% 19 SR 255 AT 200 i 1 T [81]
miR-486-5p 4 B L B A KL 2 v 041 45 Mg 53 400 L ) A I3 [82]
miR-195 4 Sirtuin 3/ N ER L 2 BE-ATP &8 v 0L ILAN A 2R L ATP & AL [83]
miR-152,miR-494, miR-19a HIF- 1o/ B 1R A B 5 1 fi 98 200 L 1 = AR R G 2R [84]

3.2 m'A &3 miRNAs 8 T5 B R it 72
T 2 A0 ML A B SRS R 2R AT A 2

WAL TESRASNET , 40 ML BEE 1 B 8 i 4 5 e
PR, R A % LR 2002 Bl I W TR | ot 9 {1

SN L AEE BUR W I S A A Y HE — iR R
W BeAh, —LERPER AN, A BN AR, ol T
i = 2R A, B AR T AT SRR B R, L R T
W T iR I A AR IORE o AL AR OR WP ST R W, m°A B M
905 miRNAs 720 [ i o P v 4 1% 35 30 28 00 0 19 4

M(E2).

m°A & iffi (1) writers 4 5 miR-99a-5p .miR-29c-
3p. miR-126-5p . miR-30b-5p . miR-93 ., miR-200 %
miRNAs 52 Wi 1 40 59 s e e o A . iR = L,
Gk METTL3 #8 % 1 58 X pri-miR-99a-5p (1
m'A & ifi I {2 ¥ H 5 DGCRS # 45 4, ik 1 fin 2
miR-99a-5p A A, I 1 miR-99a-5p W A] L)
W55 ZBTB7A XF GLUTS | i /)N A 750 i 18 S 4 ik 1t
(platelet-type phosphofructokinase, PFKP) . PKM1/2
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5 TR fivk O ke DR B ik 1) 0 0 4 L DA T 2 3 i Uge
20 B Y T AL Rl MET TL 14 1 68 3 i
m® A & i i 7 miR-29¢-3p (9 AL, I8 5w e v g
E R PKM2 FIIE B 15 P — K PKM2 B9 B, 28 1
5 W B R s i X Wi R (phosphoenolpyruvate,
PEP) 5% 4k kT i 2 LA K 1k — 2 1) o e A ok A1
AN, Lyu % % 31, WTAP L DGCRS 4K #i ) 77 3
i 1 meA B i pri-miRNA 8 75 miR-200 (1) % ik , #F
T A 0 9 1% fige 6 4 i HK2 19 %63k . PISK/AKT {5
538 B R 200 R 2 R U R A O T A5
T & VR B WoE &8, METTL3 ] L)l
1F T pri-miR-126-5p [ 2 35 A 10 i Ji 983 100 1 35 P
PTEN®™, FME PTENS T X B IEMEALEE-3,4,
5- = # 12 (phosphatidylinositol-3, 4, 5-triphosphate,
PIP3) (56 4k VE F , 12 ik PIP3 47 22 F13% 1k AK T, ik
13400 T PISK/AKT i %, 481, MET TL3 X}
PI3K/AKT it #% (9 9 42 JF JE B — AL o o5 — T af
FE s , METTLS [a] £ 4 & pri-miR-126-5p, {H H
VE AL 50 2 388 412 4 B 1R JUL I 3-8l 9 1 37 ik 2
(phosphoinositide-3-kinase regulatory subunit 2,
PIK3R2) i ik , A 2 il PISK/AKT i # , 5 3%
20 RS S AR T RE SR R X R 2 R AT RS
METTL3/miR-126-5p I 845 1) i $8E L AN [7] A
X% . Mg A WL, METTL3 % PISK/AKT il 2% (1) 4
PR B — @ = 22t SR, I 22 0 At i 56
KB, AT Ui S8 S PR 23 52 O 4R 0 B AR
METTL3 i 7] L4 i 98 55 A [7] (19 miRNAs S /] £
PI3K/AKT & #. 41, Gong %' & ,METTL3
A LA 5 pri-miR-30b-5p LA 8 PIK3R2 % ik FE K,
M) T PISK/AKT/mTOR @ #% . % T PI3K/
AKT # #% , METTL3 it 7] L4 7 miRNAs i & H
fib 38 % LA 5% e 40 B g 5 AR5 . METTL37E 0
b Bz A g S A B HOBUA) miR-93, miR-93
ST 200 M A0 38 vt D\ SR T B A M A RS B e 4
JiL v, I 7E B A0 e LR S R G 2
(dual-specificity phosphatase 2, DUSP2) i# i c-Jun
2 KL K U i B (c-Jun N-terminal kinase, JNK) il
% INK AT LAGE 55 9046 Ppargela & R T 8 2 hr
B [F B Ppargela P 1) 235 000 T G & 15
T 1 SRR/ D R T ik 1 5, AT 2 i T 2 R Ak Dl
DB Rl R BB X 2 B miR-93 W] LLAE m°A
BT A T INK (% 1 5 0 % A AR

m°A & i Y erasers /i § miR-139-5p . miR-

3591-5p. . miR-199a-5p % miRNAs 5 i T 41 Jifg it B
T fif il B . FTO B2 23K LI BR miR-139-5p H &
1k ) 5 3K 4 5 AR E v JF 2 F miR-139-5p B %
KT8 £ miR-139-5p W AT DL R f# & 45 i 5
217(zinc finger protein 217, ZNF217) /) mRNA Jf- 41
il PISK/AKT/mTOR {5 5 i % , M 1 B 5 8 46
AR T R Y BE B R AR, S0 e AN B g 1
B AR T R BEGE R, FTO 4 % pri-miR-
3591 By m° A &4 310 1 miR-3591-5p 19 B2, 7E 1%
I3 114 2B 40 0 P, miR-3591-5p Al LA 3 i B /R i
1k 2 11 3 i} (adenosine 5'-monophosphate activated
protein kinase , AMPK) i 35", B3 H X 5'-AMP
5 A6 HE LG o-2 8 Ak 5 Y i 1R Ak 1 T, 00 o AR
T AR 9 EAT 7L FEXE ALKBHS BORF5E 7, Li 451
& B, ALKBHS5 i i 40 %l pri-miR-199a-5p 5
DGCRS # & 1E F & 4 il miR-199a-5p A L2 . ik
K - 19 miR-199a-5p 0] DL A2 if 6k 405 2 I F la
(hypoxia-inducible factor-la, HIF-1a) B 3 ik , 1fi
HIF -To AT L o 98 755 Bl 1R AL 5 40 1 2 10 39
e VAT T 2 ot Tt 95K G, 3550 PN B 7R 5 % I8 (pyruvate
dehydrogenase , PDH) 8 g 1k I 9 <3 , BHLAS P 1] iR
Ak Ry BB EE A T = IRTRIGER , DA 38 A 7Y
2 30 2o LR A TR 42 52 o i AR R R i R I e A
Ji? (nicotinamide adenine dinucleotide, NADH) #9 &
i J5 R LR LLAR HURE B

TE m°A & 1i 1) readers 41 5 miRNAs ¥ 35 41 it
WA A3 B2 P, Y THDCL AT LU S8 39 5l mO A 18 1
f pri-miR-30d, 3+ 2 5 H 0 T £, il 54 89 miR -
30d W) 2% 3 o 28 7] Runt A O¢ 5% 5 B+ 1 (Runt-
related transcription factor 1, RUNX1) I il F iii# A%
SLC2AL HI HK1, M 1iif 40 1 4% i fi# " . YTHDF2
WG B )12 ) reader, B AT LI B PR L 245 A O %
it & mOA 7 ) RNADY S I 3T 59 BF 58 % W,
METTL14 415 ) m®A & i & 5 ¥ o {2 #F pri-miR-
6769b Fl pri-miR-499a i Y THDF 2 4 #i ¥4 i 1., fii
3 43 ) ¥ [ SLC2A3 F1 BE B2 H o W2 AE £ A
(phosphoglycerate mutase, PGAM1) B A% miRNAs
ok ik, AT 400 ) 245 L M 98 1 W IR A
3.3 mAEiHiEE miRNAs AT HEREETE

BE AU AN AN AT DL B 422 BE AR & 1 ADP Ak 8%
Ak i ATP, i Hn] LA A4 NADH Al Ji 7 85 3%
M i A — B H iR (flavin adenine dinucleotide,
FADH,) , 7 4 7 1A W W 5 420 1 8 19 Ak 18] 422 Fe ik i
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R ATP . GOk A2 4 i v 5 1Y 7 BE 40 i 2%
AT A AR EE G . AR E SR
JiL 25, 2R A B 6% G ik ORI Rl A 4 DL K R
VLIRS R RS IR NG E S 0 N R (E B O3 TR EN
Bl )35 o 2 S A A O Y 2Ok A 4y 2 E it
i) IO 1 B ) BE L 2 £ R AR P ATP Ry PR AT
RAE m°A B i/ 5 miRNAs 52 i 47 4810 15 19 HL il
B W EAT — & B A ALEE , B writers | erasers LA
J readers X} miRNAs PEAT m°A () 35 25 7] @i &4, 52
Wi Y 2R AR 1) 45 A8 R D) B, T 2 SO ] T A AR
B R 2) .

m°A &8 i miRNAs 8 55 47 S A0 72 1
7% EE AL P METTL3 A % 09 m°A & i I .
Wang 26" % B, METTL3 # #i m°A & i 4 17
miR-873-5p [ B2 , #E 17 4 7 kelch ¥ ECH A G 2
H 1(kelch like ECH associated protein 1,Keapl)/#
K+ #H 5 K F 2(nuclear factor related factor 2, Nrf2)
B . Nri2 {5 45 ] DL k4 i 48 b 3 5t A2 28 Al
ATP [ 7= A, F 38 T 200 i 1 4 25 48 B0, 3k idd B
METTL3 Al £ 4 5 miR-873-5p LA £ ki i A 48 1 i
e e AR, IR L, R AW
METTL3 8 38 T pri-miR-503 ity F 3£ 4k, fill % T N
B2 40 M pri-miR-503 Y A 24 F AR 3 7K miR-503 i
FEAN S BTN g, M P 4 miR-503 7T fg 4 i i
S AL W Wi R 1S S W) TG 2 ARy R0 T 1B
(peroxisome proliferator-activated receptor gamma
coactivator-18, PGC-18)/#% # W K ¥ 1 (nuclear
respiratory factor-1,NRF-1 ) [ Jf i YR 28k {4 0 1
B AR G IR Y R 3k, R 51 R LORL AR ) BE B A5 T
b W MR miR-503 T B Gl L 40 O UL A R EY
Sirtuin 3(SIRT3) , #t — & LB /b PDH I ATP & 1%
it , AT 45 O JUL A0 B T M RN ORI R T RE L ik
A ,METTL3 Al £ ¥ miR-146a-5p (4 i 2 #2107
A F T miR-146a-5p K ik , 17 24 H 5 o B ) 25
T B R R 25 M b, DATR 0 ] ROk IR T R
METTL3 it ] L iE [8] % 5 pri-miR-BART3-3p, &
W5 5 B Cy2 (phospholipase C gamma 2, PLLCG2)
W /b, HE T 5 00 1240 i A 2R 6 (interleukin-6, 11L-6) 1)
fi S @ ARSI LR W, T -6 AT LLIE 2 38
— W% R B 1 (adenosine monophosphate, AMP) 5
ATP B H AR #05 AMPK ™M i AMPK R % 1
B NRFs, 80/t F PGC-1a [0 4% 4% NRFs DL o
LRI A A R

A, METTL14 4 5 m°A & i 1 77 DL 5
miRNAs TR R TI6E . METTL14 7245 B ¥
R AIG 2 38 B0 mOA B i 2K T B AR B B4 2
YTHDC2 Xf pri-miR-17 #4351 F1 B f , 42 oF pri-
miR-17 i mRNA £ M, 351773 I miR-17-5p i 3=
ik, H 5k %k 89 miR-17-5p £ B # 5 MEN2 i)
SUTRES &, B AL IR R A W, 43 24R1 [ W1
SO A xR G RS MR W e R R BF 5T R,
METTL14 /5 m°A & i 3 3% T miR-34a-5p i %
ik, 1 miR-34a-5p A LA i 410 i SID1 5 I8 52 i B
51 2(SID1 transmembrane family member 2,STDT2)
(1 235 LI > MEN2 JKF- | 52 1 Sk iR il G, e 4%
37NE 3 TRENSE P

REERE R AGES T m"A B .miRNAs Al
AE B AR = Z 1A R 4 R 2% 4B s T B TR 40
R 2 22 BEAEH . X A m°A-miRNA-
AE A A I 45 26 S S RE B8 R 4 I 5 40 A Y g
A R B OR B W) A AN ) AR R B B Y RE R
SR A Bly T A B R A8 A 2 BB L DA T 5
FHOCBIRAE IR o DRI, TR A BT 3 — T 92 19X 2% X6 1
TR fige 240 A5 A 23 7 LR LA B O e AH SC R  Y YR
JT R HA R X BB AR R A OGO 5 R
2, FLR R AL E 7E N B g T R 8 . AR
1M, m°A-miRNA - fig & 15 09 98 42 1 2% 02 2 &R 3t
[] I 45 9 45 R, o8 K 2l T I (S i
e BRI SCRR A, X moA-miRNA-fE & % i
P W 25 1 1 5% 2 B B2 T writers l erasers 41 &
mA & i % Wi miRNAs & 24 , M & F readers i 17
m°A Dy Re A 5T 8 b, B B VE FHAIL R 1 AN T A
PRI oAy 4 T ) B Gk — 5 2% ) SR A AL AR R R AT
TF I KB A MBI TAE.

4 BEERE

m® A B FT miRNAs 2 B A 2 1k B i 2230 5
W7, 7 2 Rl A B e b R 4R T . BN 4, m°A
16 1 8] 45 miRNAs B2 B9 BIL AN W7 9 F T, AT B
R Z IR 4E W , m°A B i A RE B AR AL T
Mo AL, 31X 3% BT m A B A A I 4% miRN As I 52 1 28
it i A 0 9 T, X g T A i e A B B
PR TR AR . A SCERIR T m°A B 5 miRNAs
7 40 BE A Qb B PR L RS T m A B i
i miRNAs P8 7 B 1 AU A A [ i 42, G245 52 0 bl
T fife ERLIR D BESE DT T, JF 4B 8 T m A B i I 4%
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