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FI A P 0 AT S T I e A R A o] e A AT R LA E o ot WSS R U, AN AT RO T RNA B M AR 4TS RNA
DNA FHeA 20 B 1 16 0 25 30 WL 33t 1% 2 A A, G 26 725 10 7T R -5 40t 2800 B P A R A 8 R O AR SCER IR T4 28 B A R
W38 1% = A FIBL R B B 58 5 T8 | LU R 3% 980 11297 SR S TR B

XK MR EEEE
hESERS  R44l.1 XHRERIAED A

] R 9 AF T P02 5 o 2895 B 1 Y9 ( neurpath-
ic pain, NP) 2 XA Hy K 14 B 5 b 248 58 45 1) G A Bk 52
o o | B PR o L DL TR R DR P 0 AR A B
Pt e dE IR (R IS i ) AT AR L
PR Ry S B I L L & M R EE R
A X SRR IR (R 2 M B B R A AR R B AR,
HRTIAIT NP AL 46 259 T 10 (045 Bk 25 R B) v 25 24
Y1) BRI T AR A 2 B (HROCR A RN R
RN Z , T NP R &L v &5 2] 58 5 B
I PRIGIT BORA B, B &R NP KA/ 4 F L A
HEZE L, FEHEERRZ R, R4 & 1 gk
SRR 43 F I AR L, 78 218U 105 A1 ST Y R R
AR 5 CHE R . Waddington 78 1942 4§
AR AL X — &, B4R 2 N B0 DNA JF 51
T BE R AR, I AE T B S X R PR A i i B R A R
R (AN A ™ AR KO A 5, 3R 0 38t 4% 8 M A
RNA &4 A4S RNA DNA I 34k Fi1 40 25 15 1
X B B A T 2 T 4 TR R g SR R R A L AR SO
X H T NP F U8 1% 27 A FIBL B 5% i 8 A7 2558
DL A 2 908 11297 S A v e

— .RNA &1

N6 — B R4 (N6 — methyladenosine, m6A ) &3
W% A% 2 o RNA H 564k 0 — A B 2% 40 8k, £ 45 LA
METTL3 METTL14 WTAP fl KIA1429 NI EHE A

EETWH. ) KA N HEMT RIS T HAE
(2020A1515010159) 3/~ 7R 48 TRIITT ZL R A 5T 4 35 (JCY2021032413140029 )

YEH AL 518112 J AR BEARF =4 — I R B e IRYITT 48 = A
F 2 B T A BB

AR SRR, TR A wq2283 @ qq. com {75, HL T R4
szherenliang@ 163. com
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RNA 34k JE4A% RNA DNA HI L4k

H A F B
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EEA S H Hbid 2, UL FTO 1 ALKBHS MUY
BEREAN T LTI LR, L% YTH Al HNRNP 4
R I 32 8 A A AR IR A mRNA B i
P22, m6A BT 4 AR [ A m6A 2454 & [ YTH &5
B, TS5 RNA #5594 i i | 0 0 e fige ok
SR 25 P Az BERD R B O AR 3T AR R IE 4 B, m6A
BN iES 5 T NP & B RZ4ERED

16 5¢ 4 3 [ AE F ( complete Freund’s adjuvant,
CFA) 55 1 /I Bl A8 PR 9 9 B &Y v  METTL3 4 5 19
m6 A &8 1835 pri - miR - 365 - 3p il T3 845
PR AL Pan U BBV T B METTL3,
XA T AT 10 ~ 11 S A F 3 il ms v XU 420G 1
(ten — eleven translocation methylcytosine dioxygenase
1, TET1) mRNA 1 m6A %7K, DT 7= A= 9 B
KR, MHZ T, 3%k METTL3 ¥ %% m6A L%k,
BHIBr CFA i S 4 86 TET1 B934, 7T 5 250K 0 i
55 5 [ IF YTHDF2 /K-F-REAIG, 46 TET1 fa0E B, X
7R T & 88 METTL3 5 YTHDF2 B (435 AL, B
FaE BB 4ot b TETL B9 L8, 47 B T 315 Rk
Ji . Zhang % g 57 A5 B R 2 3407 (spinal nerve inju-
ry, SNI) K BB AL AY il 3 53 # METTL3 F1 m6A H
Befl KBV, R E R T AR KB B, NP KT
METTL3 F1 m6A I 3Efk i 2 F i,

HE— B WF5E & I, METTL3 38 24 A S pri — miR —
150 7E 5L 5 498 4b i) m6 A F 5Lk, 5 YTHDF2 2540
BT miR - 150 MR T miR - 150 A] B #2548 [m] fiG
TR VE B 2 5 37 N T ( brain — derived neurotrophic fac-
tor, BDNF) mRNA |, fit & ## 37 METTL3/miR - 150/BD-
NF 8430 B, 25 G il R R B I3 bn A IR
Bl METTL3 7EAHIRAE B E T,



S 20

20234FE 11 A 528 11

- GiSiHE -

m6A 2 H LB FTO 76 Ji Bl i 28 461 05 15 AR pf
F5 (dorsal root ganglion, DRG) H17= 4 Runx1 1fif [ ¥4,
i 14 JH PR Ehmt2 mRNA & %E Ehmt2 mRNA/G9a £ ik
FPLERZ B DRG ' w BT Jr 52 K (mu - opioid recep-
tor, MOR) &1k, 5l M & i BB U v, % F
FTO 0 il 70 B 40 25 B W2 o IF {85 /R 41 42 24, By FTO
] AR 28 P R A T P LA W A A I PR N
B M4 453, (spinal nerve ligation, SNL) #H o 45
PR 28 76 H 5L it 43 J& 2R B 24 (matrix metalloprotein-
ase24 ,MMP24) £ ik L8, W E AL RNA %3 Ui e D
J7F RNA G BT 0E I 22 3R W, mO A ekl 70 i 28 1k 95
AN MMP24 mRNA (195 4, A, FTO 5% 8 #
2ot MMP24 3L 47, Jf #E SNL J5 5 & &6
MMP24 mRNA &5 & 360t B2, 76 4% Fft i i A5
1 RNA m6A MG/ 1 I8 ok HAk %) 22 Bl 5 L
XL I AN 7R T A 28 P 1T S Y 2 3k £ 2%
BLH i HLE IR 7 B 4L 17 S

Z .3E4RE8 RNA

NI AL 2% 2 5 G 5 56 9 21 0, 3
2 98% A mAS HHE, AE 45 RNA ( noncoding
RNA ,ncRNA) & — 4 R4S D) AE & 119 RNA, B A
PE TG S B VR RN RS E R R AU, ncRNA E EALHE
microRNA (miRNA) £ ncRNA (IncRNA)  FR:fk RNA
(circRNA) I/ {1~ RNA (snoRNA) ., FZ W5 &k
i, miRNA | IncRNA Fil circRNA 5 NP #9 %5 B i 7
ZEE S

miRNA 5% mRNA 256 80 53 5 8 1 B B AR
P i L N ik, miRNA F2 838 i 5 AE Bk IX
(3'UTR) 5 & k3 il FE R ) 235, F 80 mRNA [ i ok
B B . fE NP & R EIR L R P, 80% %
miR - 183 ZK MM, AN, miR - 18a ,miR - 19a,
miR - 19b F1 miR - 92a # 5 51 (4 b %35 7] 5] & HLAK
PSS T BH BT 3% 28 miRNA ] 20 i 22 383 405 5] ke
BIPL B PE S 7 . miR — 17 — 92 $8 EE @ F M
DRG 1 2 4~ KV il i K 51 & & 7', IncRNA
linc00311 7E NP K R #2235 W 3 bR, B IR w]
POl STAT3 J& AL T T 8 G s R Al i B 7 B (Ca® " )i
K, DT AR B, Du B0 S5 T — R R
SFHY IncRNA iy 24 4 #2845 00 8 5 P IncRNA (NIS -
IncRNA)

DRG ' ELF1 J&2— 5 NIS - IncRNA J7 3l + 45
GRS T BEVE & NIS — IncRNA [, M i 412 #F
Z A DRG M2t Fus fill & CCL -2 3L £IL A

Bl P 2 50051755 0 403 7 e S I 1) R R R R
F UL W] UL, NIS — IncRNA 7] B8 & NP g N I P51 &
F LAk NP (27 SR AL AE 80 05 S b Mg i i s
AR R R E K BEIEH TS RNA(DS - In-
cRNA) B9 N2 1 e sk 5 1 F RALY 5 RNA R H
fitg I (RNP 11 ) fl Ehmt2 3 [F )5 30 F A9 454, 380 Eh-
mt2 mRNA Fl G9a & H W F &L, T HGHE Oprml mR-
NA 1 MOR 7N By Z 9 i AH G B A, OF 5 i o &
PEFEIR ', Zhang 25OV HESY A, SR F AR A R,
SNL KE 3.7.10.14 K5 B 46T circAnksla B ik
C R

SNL K B %9 47 4 T L3 3 siRNA T cir-
cAnksla 422 fift , AL ] J2 8 o 8 9 il 45 N B AR K
T B F ik LLFR AR SNL K BUE BE 1Y 2% Ay 1 ok 2% f#
NP, Cao %[12]1§m1%ﬁ%%ﬁ%ﬁ?$é};ﬁ(post her-
petic neuralgia, PHN) HE W & Sk W58 PHN
miRNA 323k, &8 PHN & &Ik i miR - 4506,
hsa — miR — 1258 #il hsa — miR - 330 - 5p Fi##E T 5
f5 o 25 TR ,neRNA 19 &3 NP 12 W FLG 97
TR HT R O TR R ALEI i — LT

=.DNA HEY

DNA 3 Ak 3@ 2k 22 Bh AL i 90 o) i B 5% 5%,
I — cpg 45 A 48 ( methylated DNA binding domain,
MBD ) 2 [ 5 T A Ay B 3 400 ikl DXL~ 35l 1 41 < 1A 5
(R 6 A7 e, 7 L W E T 265 S ik S i — AN S
A5 - HIEME AR (SmC) , X — i & th DNA H SL 4%
#%HEi 1 (DNA methyltransferase 1, DNMT1) .DNMT3a
H1 DNMT3b i fk, &A1 8 57 I 4 45 7 3 H 41 B 3t 1k
B, 15 — HEHL IS BE (SmC) AL 5 - B Ik
WEE (ShmC) & TET A 5 f2iF DNA 2 HI 3646,
HFLB I 4 T [ 70% ~80% 1) CpG ¥ W K4k, 1
SRy — i T RS R 1) 3RO 3 A% A 4, L AT DADCER BT R RS
Bl F B 5 330 b AN (] A 3 DR 3 2k T S e
FIELI

1. DNMT fih & DNA F 3 Ak 0 BRIk PR 3 3k . ] [
235473 100 3 BT 2 A5 DRG JESE #2820 P i e S I
+F CREB >k L DNMT1 &1k, XFh 5 Kena2
JA BT 5" — JE B X A B 28 CpG i iU DNA
H LA K TF R A O, T Kvl. 2 & NP & AR 1 56 i
% ,DNMTI " REA BT NP f & "), Zhao 451 gt
S SNL F& 4 Fe 38 M 45 73 ( chronic compress injury,
CCI) Zh Py iE A UF B 38 2 38076 5% 5 P OCT1 BB 3 Jn
Z A DRG #1400 DNMT3a (193 1k , BH W7 3 Fh 1 i
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A BH 1k 0 28 45005 51 A2 19 Kena2 235, MUTT 08 5% NP,
FHI , P2 A Bl 245005 1) 1 00T, ASE 400K b 34 o 2 %
% Kena2 Jo s F 162, AR Kv L3R, B8 DRG ## £
TC 1 2443 M -5 BOE B8 1A SULE R b 28 P e IR
XKW DNMT3a ] fE i@ i #] DRG " () Kena2 ik
1M -5 3 NP,

Liu 25" #2558 DNMT3a /519 miR - 214 —
3p R st AL 2 MR 901G R TR e T 4
o CSFI1 R 4R, 4k 76 SNL A8 KR P is S T &
RAEMPERE AT N, I A, DNMT3b fF SNL # Al i
P, 51 GPRIST HH R 3l 7 (19 5 W &4k, 12 i 5% 5
[A ¥ Kriippel £ [H F 5 (Kriippel - like factor 5, KLF5)
5 CcEAMBEZIK 151(GC - protein coupled receptor
151,GPRI51) Jd sh T W45 &, FF oE — 20 18 i B g6 4 28
JUH GPRIS1 (3836, M9 fmBy GPRIS1 A BB o 3
T MAPK {5 55 % 53 00 0 0 A DG Bk R 3R 5K 1 i A
NP &A= A RFFE 2R W, JE L 24 13 ik DRG
1 DNA 1L AL R T 98 MOR I Kvl. 2 ik | AT i
& NP

2. DNA % H 34k TET1 ¥4 4% H 3£ 1k /K 5F . DNA
LW EAL TETL i K3k o8 374 MOR J3 3+ X 5
FEALIKF- B8 i MOR 19283k | DA T 8 i 28 404 45 5 30
1 9 ok f R R e 32 1 (AR — 4R R, kT S
T 1) PR M 0 2 9 i TR T R L Rk PR AN R
F R R LW AR AL AEAR KRR BE R SR A9, Deng
S Ryl A R L U ) AR R R 4 R PR 4 R
T M 400 R 5 R A A 40 A T E A B T A PO A A R
£ DNA 454 4 HOXA6 i, Hid TETI 4+ &%
1) SOX10 7 3h ¥ & M Bk 3 8 NP, EAZBS W
AL EE Mtk K * a8 1.1 (K2pl. 1) 9 F & DRG
T s DNA HIL kg 5| & NP, $if5 i DRG
TETI i 33k 0l GEl i 6k K2pl. 1 5938 5 ki 1k
7 5| A Rl 2 R O

5 — A M & —Fh 5§ g of AR LYY 9 DN-
MT 1 , 3 T H AR MeCP2 7K P 19 3 8%, &t Al
FATEBUR R . SR, BUR AR R N A 250 A g
RE], BRI T S R ik, B — L RE
fik DNA H 34k 25 S BOK I8 L 0, B o 32 %2 i 1) CpG
A7 (3 80115 9 8 1 B30 8 0 35 IR 36 0k A A8 Ak
R REIEY  £E E T, DNMT 7] BE 5 3 (X 15
BRI & SR A e f N (T | e
M NP, XK NP IR R 48 5. 4 T AR
PRIRe 5 M siRNA 50 0 B3 7R 97 02 R R 1 — i BE 1
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M. AEBEM

L B X /ME N - i 4 8 R 3%
%Ef@}’f’fﬁ(post — transcriptional modifification, PTM) ,
Al E R S5 T e, AR O R
AAE H3 Fl H4 N — 3 OR 5F 19 0 22 R 4% ik I, B 4 2R
M Z B AL 5% #2 B (histone acetyltransferase, HAT) F14H
HH 2 O WAL (histone deacetylase, HDAC) 4 4k #F
7o IXBAT 604 2 Tk Ak 18 i 4 FH AT 0 e {8, J5T 45 4 &
FEBNASBUE  JF X B R S AR R A
FH A 2 w20 2 1 WY 2R 5% F% i ( histonemethyl trans-
ferase, HMT) 58 i 19, 3L 4k ] & A= 7E 41 85 A A9
AR ARG IR R BL b P o 7 b A [ B B2 1 4 2R
AL 3 T 20 28 1 18 A R O T R PR SRR i A R
.ri[z‘kz»i: .

1. 21 28 1 M Ak T s o B0k & 4 o B Y ML
TEEAZEEG R NP SR A5 887 /A rhid b T 40 g
FA% ¥ (NFATe2 ) ] B4 B iH CXCL14 £k, iX
ST NFATe2 Fl p300 = [0] AH B £F JH 35 m 7 CX-
CL14 J33h 7 X P8 1 He 19 S WEAL, s, mit
FRE BT MM CXCLI4 W EF WS T EEEESH
NP, MR H3 AR 9 £ i1k (H3K9ac) 1l i
T B IR I JoT 440 L v 3 45 2% PR AH OC IR ( caleitonin —
gene — related peptide, CGRP), #ff £ #i 1}i |5 £ ik
H3K9ac Y B I 40 OBk 3 n . #M CGRP ] 9
B NP M & &, A uFapfil ccl KB H3K9ac,
CX3CR1 1 IL - 1B #y3E7 5 44 SNL # AL |
CXCLI3 #3051 & e, AL 2 32 4t DRG #fi &
JGH AE AR B 382 (ZNF382) M F A, X B IR T
HDACI I SET 548,

2H AR £ Tt A T3 o YR DX 45 A Ja R R i 45
1 ( bromodomain and extra terminal domain, BET) &
SEAR XTSI 5T A T A T A A R P 4R ARORE YOG B AR
FH, 454G HDAC F1 BET #1 iil 7] #0 [a] bt 28 1k 95 9 7T g
R — FlOBr 1Y 36 97 T, Borgonetti R
SUMS52 Fl1 SUM35 (37 2 XU E# HDAC/BRD4 1 ] 5 78
/N SNI RSB opr i) 24 B 22 SR AR 45 R o 1Ry 238
FE W) BAS 53 1 [R) I 55 BET # HDAC 3% 4, ]
h NP Zefifal KA B, IR —F A 1L Btk
fitg $0 441 7] , 7T 3 5 STAT1/NF — «B F1 JAK2/STAT3 {5
530 S5 URT /IN J J5 4 L 90 e e 2 g

2HBEAWEMAS S T WAL B B zeste
FIVEY 2 ( EZH2 ) 850 1 X H3 ##i & 82 27 (H3K27me3)
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1 = SR AR — Bl SR L AL AR iC , mT 3 7 ol e 22 44
5 )5 SRAE AR DG L IR i 3 3k 2 RS R AR RS il 1
(coac - tivator — associated arginine methyltransferase 1,
CARM1 ) 2 21 25 1 RS 24 R WY 2 A 1) 3R WL agt A% 4] 7 (A
T B NS BC - 1215 (—F T &L Fbxo3 11 7)) W
BH 1k CARMI 32 2 Ak, DA BH Wy K * 3 18 5 08K F
e i 2 5 IS SR MO D4k, G9a (H
Ehmi2 it ) R4 H 3 Bla iR 9 W R R I, 1 57
UK R OC BE B @ BT W R, G9a i R
(UNCO0638) W] ] T3 5 B] J 25 25 ) 7 36 97 1% 1% ph 22
PP P BB AR . kel L HEH OB S &
WAL B AL 5 2 SR AE i AR [ A A L 2 S
NP [ %A, i S HR K S NP SR 7 A7 A 0 22 AF 55
XA

HAl, g i 81 2 5 NP JE SRy 735 L i
ANE G, SR, BOR B 2 Y IR I8 3% BT, RNA 8 i
DNA F 5 Al R 2 2 148 o 20 e 30 9 o 2 Rk S
P2 5 A0 ) RS R T O S AR NP ORY KR PR
BFICHAET . A RTRBER AL T sl WAL A R R
It HL 3R WL 35 A% 46 M 2 18] 32 SUATY 8 3k LA B, 0F 55 B
i T T e 4 sl TR R R A A 3 0L 38 A A 4
B, AT A T A i TR 21 7 vk 91 4 B (5 S5 S B L UE , AR
Je AT VR BE DN F ( ChIP — seq) , LAZ il 46 4 28 P 5 0
F0 5 PR R 5 PR X O JE R, B 36 % NP Y UL g
A8 i 43 1 BLR A B A W3, NP i A &R
I RIS i S AR
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3R R A A BE A — 3 TR e e
AE 7 ¥R 1 37 Sk 0 10 Sk B RF 3 Br BE Sy, L RE R B 4E
Bt 1= U 7 152 R 2 3 B DA 294 15 o0 T 1) R i e 1)
R, AT A e 3 R B

AHIFFE T 6 2 G R A BS B G
S ATRERY R IR AL G LR 2 A5 i D% 5
B2 JEZAT 1R, AR RE o8 4 B 35 202 K 40 Fn 28
WHE IR N2, R ER 0 N 2 TC ik 5 B — 7 W)
ST RIAR AT A, 1] B8 B0 2 AN TA] 3 Y 2
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