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Abstracts: N6—methyladenosine (m6A) is a reversible post—transcriptional modification that plays an important regulatory role in the
life activities of all eukaryotes. In recent years, m6A methylation has been found to regulate bone development and bone homeostasis by
modulating key genes such as RNA stabilization and translation efficiency. In this review, we summarize the current functional roles of m6A
methylation and its related regulators in bone metabolism and osteoporosis, as well as the important advances of m6A methylation—related

regulators as potential therapeutic targets. These findings will provide new directions and insights into the in—depth study of m6A methyla-

tion in osteoporosis, as well as new strategies for the pharmacological treatment of osteoporosis.
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log 5, ALKBH5) FIEREAISCEE H  (fat mass and obesi-
ty associated protein, FTO) 45, 1] LLii % moA H At
b R FALEE YTH g5 A K% (YTH
domain— containing proteins 1-2, YTHDC1-2 I YTH
domain family 1-3, YTHDF 1-3) |, [ ZREA KT
2 mRNA 4% & & 1 (insulin— like growth factor 2
mRNA-binding proteins 1-3, IGF2BP 1-3) a2 Al
A AR moA B 1

2 m6A REHEBEAETRERESETIER

2.1 METTL3

METTL3 7E8 8 &K & h G EE A A, it
TE /N BUPR P9 36 8 1 B B METTL3, Wu 558 7 & 8t
METTL3 Difghk geie 5 B IE slie )1 TR, Huld
oA NS, I SECEREIR DT AIE 2. ILAh, ik
AW EE 3 1 ik METTL3 7] DLk £ 00 & (ovari-
ectomy, OVX) N B TP E o

HWFFE R, METTL3 8T8 M b 2] 7 ek
FH U, —1H, METTL3 iS5 m6A &4 RUNX2
Pl &% METTL3/miR-7212-5p/FGFR3 15 5 il ity 4 45,
X & AT OB 1, S —J7 i, MAPK
T AL A A R A B L B
BEEWAEH, METTL3 i & XJ Az B AR GE 25 35
MAPK {5 56 2, 58 e meig iz
[B] 5 0F m AH G PE PV Li 4F P OSBRSS T miR-
99AHG TEAR LI BB E s 5T 40 (bone mesen-
chymal stem cells, BMSCs) "id ik, X5mg ik
ZEPHA X, R AT miR-99AHG 7Eid ik
METTL3 #9375 F F &4 moA BBk Afi, M e it
T4 AL miR—-4660 {2 1F BMSCs F R H 4301k o it 1Y
— IR, b IR R AT LA S B A L R AT
1o, X —ad B3 i S METTL3/ASK1-p38 15 5 i
B, SRS R TR BT, X HER moA H AL
Ak T B TE A PR B B A ) & AL v R A
FH 2. METTL3 761 15 FASE 835 FE BT s /s B
A ) S RS I — 20 s T A B AR R Y
TiReEfr

SR, BR T BRPLE, A0, METTL3 6t
Z BRI LY AR 5L - 88 (myeloid differen-
tiation factor 88, MyD88) I NF-«kB {5 =i % & {2 i
BCE A Y BARTEIX SRS, METTL3 76 AL A
AT IR SR AR B P JE Y, HEX AT AR AN R
R B FE BT AR A s SRR S s A G, i
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— RS I SO 0 B A AR P AR AL, A
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Wit FdReESY, FTRLA IR, METTL3 72 B0
T EEAMEH . X —KIN T T )
PREENLTRISR AL 7RIS, B BB AAE IR YT At
T AHIAIR S AR
2.2 METTL14

T AR5, METTL14 XG0 A= B A 1E
W EAEVE R, IR S 2 ] S REL RS R 7Tk
/b, Kobayashi ¢ ' #ftif WTAP, METTL3 il MET-
TL14 38 528 i 3 240 A J&) 300 2 20 oo 40 2 g 7 O i o
Wang 25 ) BFSE &P, METTLI4 A& AR TR i
FE B OVX /NRUE LSV R, ZEIR YRS SE
¥rh, gk Feik METTLI4 A] 3400/ BUE &, 42 0k
B, MHEER . HALE Y METTL14 i m6A F 3
FRAEHE TCF1 23k, TCF1 18 i $2 i B i il S
53 F RUNX2 2 FUKFH e st [RRE, A
K, fE OVX /N A SIRT1 #1 METTL14 FiE, it
ik SIRT1 B METTL14 1] 38 fill il 5-br 3 ) 6 K i 32
ik, AR R B A0 AR P L R ) 58 . b,
METTL14 i 3530 T SIRT1 mRNA ) m6A /K-,
) = 11 s o O 1 D R iR = 1 s A WA ]
X — 3 AR AT DL O R SIRTI Sk wi e 25 R0,
METTL14 i & m6a #4814 75 SIRTI mRNA, i %,
B YU EIE I, DN 28 B i R e

He % ™ W98 &k B, METTL14 16155 [ W FFH
fig B o B A o R PR OCHEE . FEIR N, MET-
TL14+/-m AR/ NI 5 OVX /INRARRLRY B B o<
A A WESZA, T METTL14 33 3635 B 358 #EE e
BTG OVX FAR G 15 BB AAGE Y i . 7R
Fk, METTL14 i ik 1t m6A A4 beclin-1 [
Tk, ES AN, 0S8 BMSCs [0 8y 4y
fb 5 ULER METTL14 W AH 5 o AT A9 AF 8 R T
METTL14/ IGF2BP /beclin—1 15 55l £ BMSCs B 43
LR EIVERT, JF9RIE T METTL14 /S0 m6A &1fi7E
B BB E H I SCEEE

I Ak, Dong %5 ' % B, METTL14 il i i 4%
m6A L HE pri-miR-873 fill T4 M3 miR-873.
IEAh, i FRik miR-873 W] i Il BMSCs AY345H
Huang 55 ' 545 5L R B, @Ik METTL14 7)1 BM-
SCs WUE, i imd SMADIT BFa G M Ml moA
M. 45520, METTL14 a]3f it m6A ] BSMCs
B4, 7% METTL14 7] BE 2 M0 B B AN e
HIHTERE . PSR SEALE, T A A T
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fift METTL14 768 E 9 rEA
23 WTAP

WTAP m bR 2 R EURRIET:, XRV] T WTAP
B Y & E AR b R B AR YRR O (S
RIS, 76 BMSCs H T i WTAP #4611 5 i B
A, FW] WTAP &3 11 15 BMSCs (485 B BORIG
I7 R 10 AR AR DG BB A RE (T ZE R a5 ' R,
TER]FULEY AR, 0 WTAP 7] 68 18 g X408 B
FARE R HT AR SRNEYY k. SR, WTAP 765 &
B TR ANTERE . T ffdax sen) i, 755
HE— 2098 WTAP 7E8 & & e s vh iy ]

3 m6A ERERBEBESREMREFNRTIER

3.1 FTO

FTO 7e8 1 A 25 v i/ 2 4 30 .
MO 22 A UE R 2, FTO S8 1877 moA 25 H 3Efk
KR mRNA BIRSENE, TEH KB A G5
PEM. Liu 5 % BFFUK L, FTO AEHE51E BMSCs
GDF11-C/EBP HYBLIG , FALE AN AR08 2, i
AP oA, NGB AL . 5 — S 2,
MU/NEUAN FTO B BRR 25, KINRIZHZUR
KRR W IR Y A, FTO BR= S B i i 4]
HERRZA,  DNIMTREET BMSCs BURRITE G s

SR, WA R TR, FTO A LUE#E i
It Zhang %5 ST A BE, FTO i#id Hspala—NF-
kB 5T, TEORS 0 A0 52 B DR B 5
TH R FECHER, X R B e,

HH T FTO 758 g A8 5E A9 38 35 VE A AE
G, FREHE L RIFRA NI LE R FTO 1A
AEFIPLE . AR T AT FTO TE R H AL 53
AN = o | 2% 1= g a2 iy i OB = X N T el I il
G545 Im PRERE AAREESE, 200 FTO B2 5 & BT
FARE A5 B IR, DAL FTO MM TE IR 7 4 s
AT RETE.

3.2 ALKBHS5

O 2 A IESE KB, ALKBHS i@ i RNA 1
FALV T B A K E 7. ALKBHS il id #E
B KRHHEH 2 (bone morphogenetic protein 2, BMP2)
WAL, WOE AKT {55088, 1 1m) 895 s AH G
LR Ik, I B A0 M e A S AL B R
Y, F—Jr i, ALKBHS 415 TNF Z KA C 7
4 (TNF receptor—related factor 4, TRAF4) [ m6A 2
AL, T BMSCs IUARIIIIE AL ™o KM, ALK-

BH5 J2 15 ELHEIA 42 B K B MR AL A T itk — 20
W,

4  moA RIEREEEETRERESFETIER

4.1 YTHDF1

m6A B4 mRNA 25611 YTHDF1 J& mo6A &
W ) — B4y, it 5 moA 25/ S 5EA S
£5, YTHDF1 7E RNA G R G ER , 5
L B EMSE . AR AL, YTHDF1 =
S E ARG AN AN B WL RS R, XA
AR EFE Y X RN YTHDFL A28 m6A &
o 2 5 T R R T R I 5 R AR A s
PR PR UL T 4R
42 YTHDF2

YTHDF2 J&—Ff m6A ME#EPELS A EH, Wil
& m6A 1Y mRNA HAHIF oA B[R i TR, &
P 7E 2 FF mRNA B2 PR 5 1 & #EOEAVEH
Song 2 I WS I, YTHDF2 #MiE m6A 154 it
IR ZEp217 M IR 3TN 40 /Y s Ng 1k . 1k
Gh, WFER L, YTHDF2 /519 JAK1 mRNA £ & 1
XFF METTL3 $2%1% 519 BMSCs i I A2 i e A 75
[y

SR, H AT T YTHDF2 7645 BB AN E 16 IT
(4 FHIR AT IR B, 5 22 R A A BIF 5 08 B
TRYTE DTN AE T ) FE R .

5 RE5R=E

ZE FANR, m6A B m6A HIEALTE T ATk
V5B B YIRS, XA RERCIRY T BIE
JR B AAE FE P BB FH OB T 7E SR I . {H m6A &
WD RE AT (G —I0 X80, BRI 7
AR MBI, mOA VA EAC B2 T ML
kB AN E B 25 IR IT B AL TR O 1) . SR,
m6A A6 XoF i AR T 1) AF 28 A A PR EL AL T 00 4G By
Bro A, m6A MEAMAE I B A0 A T 0B W T
FIASEIFIE D . Hak, BARE S a2 [ 52
FIAEE BB AAE A S EAE A, (R E oo e e
PR R FEAE R o B T B AR m6A
AR 0 52 2, O ZENLI A TRk — 20T
WF5E mO6A A 5 B A 22 8] ) BRI,
B RBAME A2 W AT B FIAIR, Aok B
TE IR mOA B ke 2 Tl B T R AIAE 1) 2 i R 1A 73
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