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i E BUARRRSERALLYERCHENER, FEYRRENEERE, BN KER.
A AR N 2 KAT A BRI SR Z AT oy £ 4 B 8 B AR 7 i RN F AR ABE S X B KIE,
Ho N 2R H (N*-methyladenosine, m°A) J& EAZ £ 41 £ JL R B8 RNA (54, M FAHE M. = F
EBURE & & HRFEHSEE, B EENRE SRR RN . AXEE T m°A 45
B S5 BT BT 58 R B LA R P O o B VT REAE AL, DA A W R AT 2R Y 1R P T 4R BT

REA m'A B4R RNA ARl BEEOR; RAEEF

Ve P2 4R 5 SR (Rl 3 S H s, H
ARy — i 1T AR T R BE IR, 32 3%
I ANBEA R E O 3 12, JF HARaEigiE i it
T3 e AR AN KEET) R AL
SIE, SR R AT R A 3L AR R . B
EXHEIRVEFLRIRN, DNA H3Efb 41 A 1E %%
RWE B CHAE LS SRR R AR,
Horp N HEE IR (N°-methyladenosine, m°A) #& H A%
R RNA A # f5 0 0 A2 A 6 A B TE = e T 58
—A m°A EH R — & SRR G A
(fat mass and obesity-associated protein, FTO) /% Hi
5 m'A @il ENFHAR (m°A-seq) AR, A
FRE m°A & —FhEh A T S R IR TE A
RS EEAE M EZUEERY BY, m°A BIEAR
AR LR 41 (R4 A L Sh AR 2 Fh
Fp R RE, AR ORI IR R,
I H GBI R %Y. A LHE S m°A 5 RNA
MOE R m°A MG E A, m°A TEMR MRS 1
YER =07 AT 4k, PAR 45 B A AR AR AT
X mCA A I BT AR B FLTE A5 1 PR AU s B 11
WHFCCR, B 1R SE R VAR AR FINLE] I 9 G 7
FRALEL Iy BARAKYE o

—. m°A 5 RNA X5

m°A fEFRTE RNA RGNS 55 6 i N bR A1) H
LB . m°A B RSE, KZK4ET DRACH
FRAIRIRIERS , b D AR A/G/U, R R A/G,
H R\ #E A/C/U. 217 94.5% [ m°A & 1fi #5 & £ 1

mRNA £, JLKZHE R L mRNA 1) & 5 54 i
X FIE#Y P& X (untranslated region, UTR), H m°A &
WiE AR EKANE 7. LIRS & 3UTR X3, P,
UE4h, mRNA # m°A H AL RE e 7 B 5 5L R %
BRI, A meA A5 00 2 DR ek PR % B e
SR mA AL E . B mCA HER AR R 5
BB S ghd, HE 7225 mRNA FBIE:, FE0E |
Y 7N e QT SUN R

mA 8 17 7£ F 3k 4i i RNA (noncoding RNA,
ncRNA) 1, HaTAH K7t 2 %+ T4 RNA (mi-
croRNA, miRNA). 4 JF %% i RNA (long noncod-
ing RNA, IncRNA) L A&HIR RNA (circular RNA, cir-
cRNA) . AL E A1k (DiGeorge critical region8,
DGCRS) i i iR %l miRNA #]Z4& (primary miRNA,
pri-miRNA) _E ) m°A A&7 25 S B4 miRNA I
TAERL, #118 miRNA RIEAY) TGS 52 AH,
m°A BT A IncRNA (1) 45 [7) 45 1) e e 14 SR i =%
H. 5 RNA 44 H (RNA-binding proteins, RBP) ]
sE5 e, HEHZ m°A 1B 5 ) IncRNA A @it
PP 55 4+ 455 miRNA A7 s {2 3F R mRNA
MEIEE e Ak, m°A BHFEIFE S5 cireRNA 3%
L5504, I HEm I 5 miRNA J& RBP 454 M
TR A XS B 7R s i s ™ B AT L, m®A &1
52 % 38 1 YT neRNA 1 45 14 R Ty e 32F 10 52 1) 2k [A]
Fik; [ ncRNA & Al 8520 mCA #5845 &
FoR S T meA &1, DL R R B meA 1B 1 2
I FBAEE B — B, IS H AR L2
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5 m°A MR E AR m°A FREER
fiff (writers)s m°A 25 F JE AL (erasers) DA m°A 45
A (readers). writers 55 erasers T [ 4% m°A (1)
A HAS L RE, 1 readers i@ i iR B m°A &
ML S AT RIE A EINfE, —#HPMEE m°A FE
K 5 P AR S ARG N . mA AR R G
N EAE L AR 1.

1. m°A H LR

m°A & 1) R AL AR R R S L RS I, writers 2
—MNEEY, FEMHPEREREAESED 3 (meth-
yltransferase-like 3, METTL3). H Jt# % lgAf & A
14 (methyltransferase-like 14, METTL14). 4fi Bl
F Wilms 98 1 #1585 1 (Wilms tumor 1-associated
protein, WTAP) = /MZ.0r 7> 2 . METTL3 ji i
45 & il S-Jl H W B 2 2 (S-adenosyl methionine,
SAM) 4 FIJE (bR, FE4HMRIZ R HE AR T
METTL14 I 5 METTL3 45 & % i 52 & ) LA & i
i ;. WTAP {3t B 5495 H AR RNA 454
RAFLEYFIhEE P

SR, IR writers & AWM A E AR Z
BrK. RNA 4555 HH 15 (RNA binding motif

F 1 m°A KGR A LA AL

——
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protein 15, RBM15) F1H A4 RBM15B %A RNA
G ek, i writers A KBTS 5 mRNA Ff €
fr g A, RBEEIEEM " WA m° A R
FE A 9% [ (vir-like m°A methyltransferase associ-
ated protein, VIRMA) th#% KIAA1429, #§ S writers
HEVHAT IR PRI R 2L, JRILSEAE 3'UTR M 1k
TR A m°A B4 Y. B CCCH 45k A
13 (zinc finger CCCH domain-containing protein 13,
ZC3H13) 5 WTAP K 4% B [FAF H 46 52 & M e e
fr BN AZIF A A AL, RBR ZC3H13 A R 2
1% mRNA [fJ 51k m°A 7K 12, E3 2 REHE Ca-
sitas B Z itk LR JsU e 2 R AR AL P BIIRE 82 1 1 (Casitas
B-lineage lymphoma-transforming sequence-like pro-
tein 1, CBLL1) 4%k HAKAI, /& m°A writers 4% 0>
W2z —, H 5 WTAP/FI(2)d-VIRMA/Vir-ZC3H13/
Flacc X — M EKIE &), BEHE ARG S .
HAKAIL RA N 2 84 2 &YW i Fa g 1k, 2
T mRNA |1 m°A T, 5 R R AR ORI
Sx1 ik PR Ay AR BT A S 1

£¥ 8 85 1 217 (zinc finger protein 217, ZFP217)
fe TR R EHR AT R A 7, 5 METTL3
DRSS SRS &, A METTL3 5 RNA
454 Bilk METTL3 £ 5 (1 m°A 5% 154k

b= =

Ik Wi EA EBEN EEEH 22 ik
METTL3 Y pi% TR BB R DL A R AL el
METTL14 4l % 5 METTL3 RS 7t AR, i Ab i5 o el
WTAP Y% 3 writers A5 HER RNA 454 el
RBMI15/RBM15B YRR 5 writers B &S SHERIFE AL A 1ol
m‘A VIRMA (KIAA1429)  #Hff% LB SRR T IR 4E T R AR R Ak o
R 703113 YN A% 755 writers &AW E AL T AR e
5 WTAP/FI(2)d-VIRMA/Vir-ZC3H13/Flace X a2 H&W. |
HAKAI At o niA B .
J— SR AT T 5 METTLE»:‘ YTHDF2 454 3£380% FTO LA m°A &4fi. 42 1)
= mRNA Fa 5 M
‘A FTO 21 % HE[] RNA R4 & L e
iﬁEF'm% ta  ALKBHS Y% BEIA RNA RAEFEHHAL, 7 mRNA H% na
ALKBH3 il ek X (RNA FL A T 55 [ e 5 5 1 =
YTHDF1 2 5 G T ELAE R mRNA 3 i
YTHDF2 2 5 13T N-K¥i X 48 5 CCR4-NOT 4545/ mRNA F#fi . Jiil &% 7
YTHDF3 0 5 YTHDF1. YTHDF2 WpESL R 4% mRNA [f8 18 5 B o
YTHDCI YRR /% mRNA (853 5 H ;. 251875 mRNA Fae K b g 1l
YTHDC2 R AR 5 mRNA B35 A% i
m°A hnRNPC/hnRNPG 4l B m°A 7 AL Y mRNA RS &l
ZE4HE hnRNPA2BI itk P miRNA [R5 542 &
IGF2BPs 411 it J YeFF mRNA FaEME. 5 YTHDF2 PR A T 2 el
elF3 0 i R 5 mRNA 5'UTR I m°A £ 5454 (et fios it # i% =
FMRI il labon PR mOA A7 IE RS AZ IR 5 . iR 2
ELAVLI Y% 5 YTHDC1. IGF2BP1 %4y 7454, WhFAfEiE mRNA £ 5E 4
LRPPRC SV IRIN P meA 7 AL T mRNA AR 2
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5k [FEF, ZFP217 & 7] LLEGE FTO HIERIA K2 i
FH A, JF H ZFP217 i& v #I4] YTHDF2 5 m°A
4h4r, LUFIF FTO 5 mRNA E mA fi7 g &, 12
HE mRNA Rt ", EFOAW AT, writers
HEMEN T m°A B 2 A R AE AT B AR 1
R, IF H A REIEAFAE E 2 1) writers A Rr2 30 .

2. m°A % AL

m°A S —FhE A AT W B FE, erasers AJ LA
% m°A LHEALEM, B35 FTO. ALKB [FJEY
5 (ALKB homolog 5, ALKBH5) 1 ALKB [7] J§ 4 3
(ALKB homolog 3, ALKBH3), ‘EA1FAET o-ff & —
BRI IE XU E MG . SO K IL, FTO AU LA
R m°A, IETTLAMEF A% AN /N RNA (small nuclear
RNA, snRNA) #E [k N°-2'-0- — H % IR FZ 14 (m°Am)
&M, MM AT mRNA A48 89 4%, JF H FTO fr
TER AL E 5 HAEG M N 1) E AL A 0%, FTO 7E4H
2 poly (A) RNA m°A. snRNA m°A F1 m°Am LA
J4ARNA m'A (12 AL, /E4NRE + FTO i&
5 poly(A) RNA m°Am [ H FAL 9, RLfERR
Jt FTO 2 FEALAE AT, o L7 A 1Y) < 30 Ao U
JiERAESEREE, ALKBHS 5 FTO % LS4
KAR—F, BT Z AR RF=PRIA] LB m°A &1,
HEE T B RNA B2 2L, [RIRSE A S
mRNA Hi#%; 1 ALKBH3 X} tRNA B 5 3% ()&
B U9, B E 2, FTO. ALKBHS f1 ALKBH3
5383 PR A FAS A FH R AH ISt 18 5 40 5 18] 1)
BIPEET Z 5 RNA AR R 2 Fh A B B AR

3. m°A 55 EA

mA B IR B m°A 45 S E AN T RIE
Hohie. Hur &k B readers = . & YTH
SERIE A A B A (heterogeneous
nuclear ribonucleoproteins, hnRNPs). i & & #£ 4 &K
F 2-mRNA %4 & [ (insulin-like growth factor 2
mRNA binding proteins, IGF2BPs) [ FA%F 1 4 4]
F 3 (eukaryotic initiation factor 3, eIF3) 5§,

B YTH 45 ) 38014 & (B4 m°A YTH 45 & &
F4 1-3 (YTH N’-methyladenosine RNA binding protein
1-3, YTHDF1-3) LA f YTH &5 #3845 (1 1-2 (YTH do-
main-containing 1-2, YTHDC1-2) . YTHDF1 i#iid 5
BRI A EAEM, 5 m°A 1) mRNA 44
SRR BEAR, TR 2E #H 1%%; YTHDF2 i id N-oK
Ut X385 KRR A9 CCRA-NOT #HEAEF,
4 m°A B RNA i poly(A) & DL 2 B 2
WAL IR AR PR, N0 BH1%; YTHDF3 7] LAy
%5 YTHDF1 1 YTHDF2 #pfE, 3% [ 4% mRNA

v [ R B 22 44 & Chinese Journal of Pain Medicine 2023, 29 (7)

(T

(B IE 5 W 1, YTHDCI 52 40 J k% N 5 3 22 (1
SAEA, KA HE2ai m®A Jpal, E5
22 RN 2R & B2 8] 925 1 3 (serine and arginine
rich splicing factor 3, SRSF3) #H HAEF, &K@
RNA #iH [AF 1 (nuclear RNA export factor 1, NXF1)
{3 mRNA BT 8: 5 A%, 7Rl =5 SR R A e
K25 2R AaD RN "™, YTHDC2 #8417
Bl mRNA 4 i X m°A B4 1 RF ik R g5 0, (it
T &5t mRNA [F#13E:; JF H YTHDC2 it 5
5'-3' KR /NI 1 (5'-3' RNA exoribonuclease 1,
XRN1) #HHAEFHZ 5% mRNA (1) F%A% ", hnRNPs
£ #% hnRNPC. hnRNPG A1 hnRNPA2B1, ' hn-
RNPC 5 hnRNPG 7E40 il #% -l FH R4 A7 2,
A7 mRNA S5 F ;1 hnRNPA2B1 32 223
pri-miRNA B #2114 miRNA Rl {£ (pre-miRNA) ,
201 miRNA 942 ik . IGF2BPs 1,4 IGF2BP1.
IGF2BP2 #1 IGF2BP3, ¥J 2y it b {& 5F ) RNA 45
HEA, #EA K& A RSO RS m°A &
i, BB 4EFF mRNA BoE R B EIER, JFH
IGF2BPs [z e #1E/ER 5 YTHDF2 [IR&fE/E R it
MEHIL), LR FIEERIE P, eIF3 AT EEZS
mRNA 5'UTR /) m°A BIRAL 454, (et
IRE S5 S mRNA b, DB EEdd e 22,

AN, etk X & MR & E 1 (fragile-X mental
retardation protein 1, FMR1) A& — F #% ¥ {4 & A,
B 30 W IE SE BB 5 1 3 I 45 A mCA &1 1) mRNA.
FMR1 5 mRNA 45 & HASZ b S A, FH Ik 2 Ik 4E
o, EEBIREEIIHEIEA; JFH FMR1 & AT HIH] (RNA
SRR 454 P, ELAV #2511 1 (ELAV-like pro-
tein 1, ELAVLI) j# it 5 YTHDC1 Al IGF2BP1 % /)
T-a5 &k FE 3 mRNA faE 2. & & mam R
K H K EE I F A (leucine-rich PPR motif-contain-
ing protein, LRPPRC) 18 it 1 15 FH £ Ri{& DNA % bt
1] mRNA B2, 25 ZFoBrEMoggeomidtfE, HA
TR A e i 4 ) mukmr L, Kok
TSGR 28 T IR 2 1 1 B m°A &1
FEA S E % ThRE .

=, m°A TEMS MR AR

] B 595 20 28 58 11 Bl (ICD-11) K518 5 0 o
M8 TR R I R RIS M kR T PR S K. T
TE NS M P98 () SRR 72, DA B 7 R A0 J Bl X
2R 35345 5] 1 i 2 955 B R R (neuropathic
pain, NP) 1A} Ji] 2H Z3RF 42 9OREIRAS 51 K (118 1 98 A
PEZRIIRE L N 2. A, T m*A B 1E
PRI WL DA B B R RO 1) 9 98 32 RV o
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1. m°A 5255 B PO

NP 2 JX A4 3 3 #0482 2 e 40 4 B0 8 5 B0 —
FFIF, LLE R il R0 B e O Ry
Fo SIS AN 22 JERE SE U5 K M 4ERF NP ) < 4
Sl P BN S =1 = Il P e oo B R SR
ZATZ A RINRIT TR

REAEAE AL B, FTO W] G s ik [ i 42 i AR o
2275 T AL B R RS (G9a) SRAEHE NP 1B
IR IE,  FTO & A 8 el i 4 1 42 )
5 [ (matrix metalloproteinases, MMPs) H* MMP24
) m°A (&4, et MMP24 B A RIE, 4k S
Mu4ME 5 1 5 I (extracellular signal regulated
kinase, ERK) g1k T 3 NP J< I, 1fi p-ERK 54
I Z AN B B O UL AR £ P A
FHRIE, FHELEIL (spinal nerve ligation, SNL) /)
BUE BN FTO %1k 11, METTL14 £i& N, i
IS 2 R 73244 3 (chemokine receptor 3, CXCR3)
(¥ m°A 17K P BEAR:  CXCR3 ik L I A 5 i
JEIRFEIR T -0 (tumor necrosis factor-a, TNF-0)), H >
%-1B (interleukin-1pB, IL-1B). F4)%-6 (interleukin-6,
IL-6) FiEmTFiEr, MT{E SNL /N BRI IR R R4 Y.
DL b 25 355K FTO AT A8 A5 A5 305 moA 1) 2: F 2
A BT 2N R S 5 R N A AR IESE,
B VSR FTO 1) 7] AT 2 75 SO M bk % SNL e
75 R T RTLARE 2 A i 7 AR I R v i i ot g,
WL T I8 G9a AT L mu Fi] Fy 5244 (opioid recep-
tor, MOR) A K HLF ]9 441 8 i 38 kv1.2 A % 7
B AT AL, FTO |55 AT G et il PR VA 97 18 1 4 0
AIELEE -

AWEFURIE, £ NP KEH, METTL3 Al YTHDF2
BE TR, MR E 72 F T (brain derived neu-
rotrophic factor, BDNF) {3 L ifi], 1X7n]gE5 METTL3
A YTHDF2 i [ A~ 5 pri-miR-150 ) m°A 1% fi LA
J miR-150 #E 741 BDNF [J% %45 . BDNF &
A BT ENMEERRE T, iSRRI
fiff % & B (tyrosine kinase receptor, TrkB) 4% &, 1
Bt TrkB BB R, Buh'ER-ILERKRRGR (re-
nin-angiotensin system, RAS) 224 Ji 1510 8 (I
(mitogen-activated protein kinase, MAPK) 4§ % Ft i&
%, #imiz5 NP P, Bai £ PR 4, Wnt3a/B-cat-
enin 15 5 IR0 ) 5 5 O T 8L I s i 48 28 0 [ M
A T4 20 70 T i P I A R PRI R B i 48 A 4 % FE
RAGPEPIR . £E BV FEA G NP /DR HETS A
H Wnt3a il YTHDF1 )35, FFefl TNF-o £l
/r2-18 (interleukin-18, IL-18) K&/ 4, 5l K/

| T T —6—
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P98 S B YT ER YTHDF1 £ K 7 LR I8 TNF-a
FVIL-18 ik, ZRfR/NRIVERAT . 2 LT,
A B A AR IR A 5 A AT ) m°A B/ NP
BEE R EEER, 0 m°A TR TRATRERA
1BIT NP 75

2. m°A 5 RIE I

JENE MR 2 H T 0043 R e S TR DR S B 47
7 I 77 AR R Z B 980 IO T 51 R B R . 10-11 5
f7E 1 (ten-eleven translocation 1, TET1) #&—Ff DNA
R, T 5-HIERELE (SmC) M) 5-F2 H
HmEnE (ShmC) 4k, 38 S0 5 e Al S HE A5 (5 5
3 RN S 5 R F 3 (signal transducers and activa-
tors of transcription 3, STAT3) . fRBIER RS2 1K 5
(metabotropic glutamate receptor 5, mGIluRS) ] % ik
Z 5 & g B ; TET1 B A5 ¥ 88 1 miR-365-3p I
JA B ShmC & & IkIEdE | &3k, Jaid
[ 10 ) S T2 A S T Kv 1.1 B 360 K b o
PN By WEFUR I, TE5E 42 30 K7 (complete
Freund's adjuvant, CFA) 75 3 1) 12 14 98 JiE 14 94 Ja A 7Y
o1, METTL3 5 YTHDF2 ¥ [7] i %% TET1 & 5 %
i PE PR B [ U Y METTL3 RIA BRI,
U /> 7 TET1 mRNA ) m°A 1& 1fi 742 #F TET1 i)
Fik; [FKF, YTHDF2 ()& N> 17 TETL 1
B fife, W L RIAE AR 3 T R IR N T I Rk
METTL3 I YTHDF2 M| 7] ¥ 4% X — B % B, (15
KVERIZ, METTL3 /& RNA L0, TET1 &
DNA % FEEALEE, PiE LA S S5 F A ST,
T 150 B W EE A 2% A PR ML A 1) 2 B 2H B 4
HNIEMZERAE R RIS FERANIZERR.

{EXFF METTL3 7£ CFA % S 18 1 4 i vy
I 70 Rk B AR M AF 4+, Zhang %% BY R,
CFA % S i 4 70 7 METTL3 1 m°A 1B 1fi 7K
S 52 3, METTL3 {23 pri-miR-365-3p 1) m°A
&4, FF48 58 7 DGCR8 X pri-miR-365-3p A iH
ghdy, IEMEE miR-365-3p IR, AT T R4 5
FIEIE Kvl1.1 R/ SR ELG; MR METTL3
LR AT TG AN CFA FIMERT . Rk, X T8k 4
SiEPE P SR mCA A S R IE K L AB MR KE
AR IE T SEUG Rt — B IR, XU T R
NSRRI E 4

2 IR 4 A A 24 3 P AR R G s 1) B 2 At i
BEUE S 2 518 VPRI R PR & 98 R M, e 1) A
/I S 200 PR G, T A 8 % I B A A R A e 22
RGP I IE FR B B Sl e R B,
/IS T A B TE R AR R L RAE R R ¥ K E
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m°A &1, JEIHAE mRNA Fl IncRNA FAF1E L Fh 2
Fto XEEEREMRRLEES, ZHRIUTESRIERSR
WA RIIIRME 51 S ME AR SR SRE; 1E
P A FE AR T 15 A% 45 B g il S 40 ik B AU S
B, mCA BRI AT 5 P A 5 /N R AN A
ERAE MO, 4SS M1 A BARHE M2 =3 2 (1]
AL, HOAESR IR . FIARAE S R4
PP T AS BIEGAIE,  H AR AR S H an AT AS 1 I K
FEATFPVEF AR BA . HHIE, /NI 0T 40 2 T 4R
P m°A B S RAEVEIRIOC R, AHAE N e g
PRI 3 TAF AL B K

3. m°A S5HLAE#E A

WL B B e — R BRI E. B K
T EETR AL I JEORE AR SR AT MR, L HEAE () 508
4% (intervertebral disc degeneration, IVDD) . J&71
# (osteoarthritis, OA) 55, H FL BT 5 B0 18 M &% 98
U EIT DAAR B2 W1 . VDD & %
B B W R 2 —, HEF I VDD i A 58
# (nucleus pulposus, NP) # {7 7E K & [¥) METTL14
IF Hox B RRENMEE G P NOD Rz iR H H 3
(NOD-like receptor protein 3, NLRP3) f1FRiL, N
IL-1B A1 IL-18 3R 1A, A FEHEZ 1M (nucleus
pulposus cells, NPCs) T 1 #fi#il] METTL14 45 #|
FYERE NP Dfg. GEZAERIAE AR (ke 7 thab,
METTLI14 i& {i¢ #F pri-miR-34a-5p () m°A & 1fi.
W miR-34a-5p K1k, 4k N % £ BE4L B§ SIRT1
(sirtuin 1) AIMINI%E NPCs (% %; 1 N1 METTL14
A DL 400 e B 5 5 i BV DL R U R
7~ METTL14 #0157 W] G s N 2% 697 TVDD [
WA B2 . A W AR AL L E ) NPCs H,
IncRNA /A H1 DNA #5730 (1 9E W5 RNA (non-cod-
ing RNA-activated by DNA damage, NORAD) ] m°A 1&
i i 2% 8 £, WTAP &3k Ef: [F B YTHDF2 4>
% IncRNA NORAD K & [% fi#, NORAD ] 6k & ffi
PUMILIO (& £/ 57 1) RBP, iR %l mRNA J7 514
HIEIBE) TETENGSR, M) E2F # 5K ¥ 3 (E2F tran-
scription factor 3, E2F3) fI3Rik, k{2 NPCs %
&N E VDD P R, i % IncRNA NORAD [f)
m°A B7K PR T BERCAIRYT TVDD T 5% .

KATHCE 40 B AC U S BL AN AH B AP R (extra-
cellular matrix, ECM) % f# H 8 #2 A N & OA K4
KRB FERENER, W &K T-p
(transforming growth factor-B, TGF-B)/SMAD. 1% #%
K+ -xB (nuclear factor kappa B, NF-kB) . MAPK
2 %455 EIE . Bertero £ Y R IL SMAD2/3 1] LA

| T T —6—
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et writers £ A 415 SMAD2/3 H5 5 M #4 LA 1 &5
A, WIS ETFRIRRE N, IR, i
M) " 93 A8 R () ek A A PR PR T . I AT
WESE, OA i NEKATZF METTL3 Rk &b,
FELLTL-1B A3 (1) SW1353 4 g e R Al oy, 3 3%
ik METTL3 J&, p65. p-ERK. MMPI1 fil MMP3 %
KN, TNF-o. IL-6. IL-8. ZH414: ) HR (A M| 7
(tissue inhibitor of matrix metalloproteinase 1, TIMP-1).
2H 24 J i BRI (tissue inhibitor of matrix metal-
loproteinase 2, TIMP-2) & MMP13 #ik &1L 0, ix
57~ METTL3 1] g1 i 5 480 & M. LA K TIMPs
5 MMPs 2 [8] [ ~F-#7 K 5207 OA H ECM 1 [ ik,
BRI 2 fik OA BT BUM 9% 9 [ o A METTL3 Al
YTHDF2 %5 m°A 4% 8 A 7ER KRR TT & (theu-
matoid arthritis, RA) #, ZHEIT N FRIE. &
PEARDAS 5 I8 S 5 RA AT KIS I RAEVEA ¥
m°A B 1IE T {8 B S 5 R0 AN 1 A, X
HNAJEIR T VAIT RA BR SR — R K

M. hhiERE

i LR, BUA B FCIE SE mA MBI 7E 28 hE P
PRI A2 BRI R DA K 5 0 PR A A DR TR LA
B 1) A e e R A AE B35 AR AN I i 4 A A
F, Hod s s AR A G R R - S B R Rk, i
T A R 22 O D B M S Sk T 9B 4, I 2 s e 1k
K. SIFER, 20 m'A FAEEANERISESE,
AWl B SRR R R, AR R W IBHE R
T AL . SR 1M H RTRTE TS AR TEAS B 2 A
o, meA BRI A DG X S AT R, eI A
MG A Rk, ST SRR A R IR
Wb 5 AR AR T R G E B, Ik, fER
Sk AT A SRR I — AR M PO AR B B AL, D
A5 E I mCA B A 5 4 i [RD F4) 9 A DAL
XoF 0 A R VR 42 P B 1) AR A DD I R SR OG &y
H, WERINEE AR LN m° A B 1bsEY,
WATE AR AR TN 1297 VP4l P 1Y) 35 B 4
SR UL FRAN 75 ZER B R AR SE I3 AT I o
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