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i) Jy v A% E AR . ST R METTLS
FEAEMHEAL TG VRS S , A 5 METTL14 455 AL T
PEA RSN, Ah, Wilms I8 1 G 11 (Wilms”
tumor 1-associating protein, WTAP)"™ Jj 5 m°A H 3L 4%
% W A0 < 2 1 (Vir-like mﬁA methyltransferase associated
protein, VIRMA)", RNA %5 & 3 ¥ & 1 15 (RNA

— -

N
;er@ér
i xl

TR B T AR

ZC3H1 VIRMA

<RBM 1 SXWTAPXHAKAD
ETTLI14/METTLI3 —\

AN RNAANA AANAMCAEH RN

AL FTO
\4 XXX
xxC
Hx

Xx(€

W/

N
XH xH

& VAR ALEE

Binding Motif Protein 15, RBM15)"" & CCCH BUEEFE 45
¥y 3% 25 1 13 (Zine finger CCCH domain—containing
protein 13, ZC3H13)"™ | | {85 K5 it 43 F 45 5 & 1 E7
(E-cadherin binding protein E7, HAKAD)"™ 288 1t &
B AE RS I 52 5 PR 1 T B R 43, AT R R
T B 52 G AR MER E RLOT L 5 IR 45 &, i i m°A
M REAS AR Bl JC TR M & B AE R A2 B RNA P81 22 B2
1.2 #HRE
25 F L A I f 5 IE JHEAH O 22 H (Fat mass and
obesity—associated protein, FTO)F1 AlkB [ {54 5(AlkB
homolog 5, ALKBHS) , 324 Jy m°A &M 1Y) “ 48 B 4%,
7SR BR O A FERY m°A &M . ALKBHS 7T LA E #24%
m“A AL S IR T FTO U3 3 75 4 v ] 44 No— 2 H
BE R FI N6~ FBER AR YO m° A 147 25 F AR
1.3 =R%E
R AL B 1 2 O B IBAR ™, U RE S - 0l O 45
A BHA me A B RNA AL, 2510 il A B 45 A%
B R RS BT YT I TR ST N 1 — R

\

: 1
YTHDF1.YTHDEF3.
] 1
, THDCLYTHDC2| I)> | "RNA
translatiom

| elF3 !
I 1
: 1
] 1
] 1
I 1
' YIHDF2 '
: YTHDE3 degIr{;:]i?tion :
: \__ YTHDC2 ) '
] 1
] 1
] 1
] 1
: IGP2BP1 RNA !
. GF2BP2 II> stabilization |
: IGF2BP3 |
] 1
/ 1
: 1
] 1
\ 1
- ER
| splicing |
. 3XXRNPA2BI .
] 1
{ 1
/ 1
] 1
] 1
. 1
] 1
] 1
] 1

f/

RNA
XZRNPC processing

XXRNPA2BI miRNA
maturation

1 mABREAITERER

Fig.1 Schematic diagram of the m°A methylation process

& AR B W Figdraw 244

2 ( Modernization of Traditional Chinese Medicine and Materia Medica—World Science and Technology )



ERRNZEAR-PELIAA * PLEBYHIHR

FUEA W AE AN o X MR B YTH 25 4 35
(YTH domain—containing, YTHD) 5 % & M ( £ $§
YTHDC1/2 Lk J2 YTHDF1/2/3) . B 4% B iR 46 X 1 3
(Eukaryotic initiation factor 3, elF3) . Ji & & ¥ /1 K
2mRNA 4% 4 & [ (Insulin like growth factor 2 mRNA
binding protein, IGF2BP) 1/2/3 LA K¢ AN 35— A% A% 75 14
A2B1 (Heterogeneous nuclear ribonucleoprotein A2B1,
HNRNPA2B1) %", Hovh | YTH 25 #4380 5 i 26 H &
m°A F 3 [8] 52 25 1 Hp e SR B (1 &R 43, YTHDC1/2 A K
YTHDF1/2/3 2 5 % m°A B 546 RNA Q35 6 8% | %
i DY U4 [ B AR B A R s op 2 4 AR
YTHDC1 84 [l ] 77 76 T 4 i N R o, (0 3284
YL A% N R FEVE T R 5 m°A FHEEAL A mRNA DA
0 MO A ) A0 ML BT Y a8 . BF9R R B, YTHDCT 13 3k
K S 20 A% T m®A mRNA 98 /0, 1 A S 5
m°A mRNA 7€ 40 Jd 4% v B 40 B 5 m6A 7K T
iK™, BEAh, HNRNPA2B1 L2 A% YA meA H AL ) 32
A, BEME 4G A IR mOA B e S AR (L3549
P miRNA 7 SR F42) (0 in T A", 1IGF2BP HE [
(245 IGF2BP1/2/3) 2% i 1 [7] mRNA J% 5 A, fie it
HOAE mRNA B o2 P RS A7, AT 5% i 3 R 3 GR
=

g5 b, m° A A F Y R RS I 52 5 K (DL METTL3
FIMETTL14 A0 )/E S A SR Ui, i1 2% H 5S4
(FTO Fl ALKBHS) F 48 Bk #8 8 B, FH B AR 1 132 26 1
(4 YTH &5 B 5 8 11 . eTF3 . IGF2BP FIl HNRNPA2
B1 %) MR R e BCER R 45 4, AT fih & R I 2 92
RO, 25 RNA A S 5 i, LT 1,

2 HEZEE m'A BELEF RD

BRI R RD R AT (R TR - e )
FRIEIE =R 2, S o B, o B RD A& A
— IR BB AR B AN X T R REIA
= AN IE SR HE 58 2R 4B . 5 Z AR R, meA
AL ATy — B B Y2 A LR, 52 2 R AN
B X — AL RENS A0 42 RNA BORSE I B 42
J7 B B T 52 T R TR ) e IR 50, R 4
P GRAR IN R SR RE R Z R AYAR . DI, m°A
He A S L BE LA AR PR B — b RORAE
HAMRIA G ALy EAL S RIS SN AN T
BLAIE , B AT AT REME D175 A I 32 2 M BILAAR P BREE , J

BH”m° A HY Ak B TE 5 AF LT AR T3k A GO e ™ 25
2 TR B0 A 2 BRI IE 5 e T
A, 5| & Sy 250l #E M ECRD ) & B . RD i 55 3
AR B2 22 425 KR 5435 & (Rheumatoid arthritis, RA) . £
45 P21 BEARHE (Systemic lupus erythematosus, SLE) | T
1 2% & {iF (Sjogren syndrome, SS) , 5% F P A F R
(Ankylosing Spondylitis, AS) . B 1 575 48 (Osteoarthritis,,
OA) S5 —FRIVBIR o A< S I 42 TR A IS 2 AH 5 3C
BROR, RGBT o3BT BE 25 45 m°A T b T
1YY RD iy EEAE AL, & 30 B AR R E
FCIE VTS G A ki AR S D R e i T
RESE (£ 1),
2.1 RA

RA & Mgk Ot A B et ydn, TES
HOCTY JAE PR M T RERL A o WSS % B METTL3
METTL14,IGF2BP1 fl IGF2BP3 7£ RA {1 & 9 HIL il 1
RIT R AEEEEAEH . METTL3 3 i 4 3 m*A 1 3%
b, 2 5 E BRI A R SR A A A Th17 48
i 5 Z2 A S 2 A0 M D RE T T, 55 RA B9 AR 25
PR, A, METTL3 38 A4 g RA 12 W8 (19 5 20 A=
YR EY™, METTLI47E RAh A ZWMME. Ak
PRAJE 5 Sk 7, 15 3l 30 RAFR 35 049 A1 5] I 01> 4% 248 i
(Peripheral blood mononuclear cells, PBMCs) 1
METTL14 Fl m*A 7K BEA, HL5 28 S5 B 1 21 2
PP S UG ; B 2D B0 iE & I METTL14 Gk 23 T 25
m°A ZKF N, R HE T RA SR PBMCs H 1 40 A
Z (Interleukin, IL) =6 F IL—17 53 A4 B ANBEH £
(Triptolide , TP) J2& 25 55 A i W) A 3005 1M 1 40, B
SR RA HAT IR 20 A WE5E 38 i MeRIP-seq Al
RNA-seq £ R7E RA 35 PBMCs H & B T 354> m°A
H B4 7K 5 mRNA 3R A /KF- 35 % A 35 A8 i) 2
L IF R IR TP R AR 1 B 22 S e R 22 ] 1Y 41
W 265, d5 J i 2ok S 701 X HE AV AD S 2 B TP 45 m°A
HARE (] 332 86 11 IGF2BP3 HAT B i 45 5 3R g, JF HL
TP 1] LR IR PBMCs 1515 58 JS 2T 4 40 g P IGF2BP3
1) mRNA 38" W HGE )7 A& AE . HIRE N HE
2, AL AR A PSS RAT AR A SETT 1 AR
259, S LU P AR IR T 16 3 RA AR D7,
I R RE A AL % A RA o 17 E ™, 1A N S 30 F 5 17
T8 AT L7 REAA A METTL3 25 435, FRAR I A
75 FPE Y R (Collagen—induced arthritis, CIA ) K S
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Table 1 Formulas and active components for regulating m°A methylation to treat RD

I AR EX /LR

. 7 2/ 35 m6A T AL
wm B "
EPER S A% B
RA % # PBMCs;MH7A
FEARTE ° IGF2BP3 |
4 R LAY
RA
R ERT CIA K RAER METTL3 |

METTL3 | \ALK-

SLE REAF &% SLE R E % ot A
BH5 1
LPS 4l RAW264.7 4k 9
SS I R 27 L METTL3 |
M1 AL K JE AL A
AS % PBMCs 5 FLSs
R & ALKBH5 |
e ST zupmn
CD3/CD28 # 544 Jurkat
N METTL14 T
. o f A
IL—1 1 i o %8 2m B
BRA BRUBLE S METLL3 |
oA FEAL; DMM > R AR
o LPS ) % 6 Rk X H3k
ANEE R
B om R
BMSCs & ‘B %4t 2m fiL 4
IRE SR - METLL3 1
A OVX K A AEAR
o BMSCs & 4fc4af,  METTL3 MET-
o, BFE "
B AR s A TL14 1
O .
AT A OVX X R AEA METTL3 \WTAP 1
BMSCs & B 24 28 .
£a SRR ALKBHS 1
BEAL

KEGG 2 #7 & 1 RA & % fo %
A PBMCs £ 5% m6A W ALAEE  [10]

PBMCs #= MH7A %2 2. % IGF2BP3
mRNA |

25 Rk X
SOCS2 mRNA #& & M 1, JAK/ WY KR B KR R AE K AR [26-
STAT | B, R HOR 27]
4748 TLR7 #= TLRO & A 5+ % PT
TLR7.TLR9 mRNA m°A | L . [28]
fik & 89 KJE , B 2% SLE 4K
I STAT1 A5 6 45 85 i M
STAT1 mRNA m®A | . [29]
TR S g K
NONHSAT227927.1 m°A T, L
) e g% K IE RO [30]

TRAF2/NF—«B |

IR an it B o R T G fa s 4

FOXO03A mRNA m°A 1 L, [31]
3 B Fa A
) R 4n I R = 5 . DMM
ATG7 m°A | . . [32]
FFu kA A
NLRP3 mRNA m°A | AR R e KR [33]
Runx2.0OPN.OC 1 1233 BMSCs p&. B %1t [34]
BMSCs % RNA m°A T {233t BMSCs & B %1% [35]
i » [36—
Runx2 1 (SN NS - 37]
Runx2 .BMP2 1 12t BMSCs & B %1k [38]

E: L TR, T LA

J 5 AL RNA 9 m*°A 7K °F J2 METTL3 T iff SOCS2
(Suppressor of cytokine signaling 2, SOCS2) mRNA 1
m°A MK, IR T SOCS2 mRNA £t , A1 il
JAK/STAT 3 H T , 9870 16, 1L-8 | JiftJed I 58 [
(Tumor necrosis factor, TNF) —a &35 K>, e Abh 15
AT 1M 75 i RERE AR CTA K R4 A I 1 240 g o METTL3
mRNA FlE FKF AR08 R ROC Y 20 RE AR, [
AR G192 i A 5% G A DA T S 2% R OC T
TR, WA RA 2L H K 2 1 ORI AT B AT
P BB AR G o B A, HAL XUBRIE |
TG MIE 28 Z %0 7 IS PE RS TP T i m°A F 4L
AHOCHE A 38, 3] S8 AE A 1~0- 8, 38 3T PR Y
ROR o W B I 07 h Z2 0K 25 W U IR AR L BEA 4R
FE L ARZE W PR, 38 3 9 5 mC A AR ] JAKY
STAT I B LA SCH N W JAE N 7003 s A PSS

FRATIE AR, 300 3 45 m® A B AR/ i 45 55 4 A
TEZERATRIIR £ & R B A iedh sl
2.2 SLE

SLE 125 —Fh 52 2% 9 F B S e MR , & L
59 R G S O B VTR G . I IR BFSE W
SLE {5 PBMCs FI T 40 ifd o ALKBHS 15 F i, If
LRI RE 52 e T 240 B 08 T FEG FE™ . ) — T oY
7N, SLE J8 38 MR A /1N BB 6 o 150 A 490 16l 1 248 i
(Myeloid—derived suppressor cells, MDSCs) H1 X 3L HE&
1 O(Forkhead box protein O, Fox0) 1 kAL, HHBFH
i & FoxO1 B Z AE (1 /)N BT 25 ) 4 3 B 4 i 2y e s
T, 1M ALKBHS (14 12 26 5 9 Uk 52 AE A 4L 1] 1K CDS Al
3'-UTR X 3 FoxO1 mRNA I ) m*A & 4fi , B 1iif /- 5
MDSCs H1 FoxO1 L 2k 35 SLE JF ™. MU 75 # &
(Dihydroartemisinin, DHA ) i 7 5 & 45 #4 1 i C-10 1z
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e B 22 0 AU AL BN A RO R IS B, Har R
CsH, 05, ATAE R HTAR A UL 8 R G, BA
R A7 (0 S e i/ R, — 558 A SLE /) BRUIE i
HR IR i W 4 A, A A4S 1 DHA SR 35 e 4
KI5 2 4L FE#, 60 wmol/L DHA BE W i [ K Toll
FEZ 4K (Toll-like receptor, TLR)7 F1 TLR9 Y m°A B %t
A B M K S, T30 ) TLR7 F1 TLRO 2K (A 223k , 28
it I 200 B TLR7 A1 TLRO 223k 52 U fih &2 19 R , Ik
%% SLE WSEAR™Y ., SLE DA e 2 40 5 W M0,
H S S AT U2 S [T R Y AR R ER R . B
PSR FRCHER LS , R LA T Ty, S Ekar
BE O PR A5 AE . DHA S8 8 45 TLR7/9 m°A 3Lk
IR, I SR AE PR F- R, 5 9 AV I i 2 AR L
TARAF , A A ) 5 A B2 VL 1 AT EE O B8 T HLAAR 1) B
JE N RE T, 3 B ik BE S A AR e R A AN
1E7HIE I
23 SS

SS & — PP LR AL TH R | oV AR A5 1 o3 WA R AR, fie
S2E 2 S5 R 48 G IR Ay R P R 1 1 5 0 2 U0
ML A IR DAAE b 5 27 2 L R 2 B E A
o F DAL, B 25 IR DI R Bl 4 2
T, ARAIE 58 2 B, Mg A6 2E T 2K AR 38 o 1 i) ROS/
NLRP 38 #1305 , M TH AR R A i fE T, AT
il JAE KR IAYT SS™ . A AT & B METTL3 J&: 4 4644
RN SS G 5 E 1) T L A5, Mg A6 A FEOK AT 3 5k
0 METTL3 () 3R 3K BEARAR 5 4% 5 5 5 S IR 1 1
(Signal transducer and activator of transcription 1, STATI)
m® A B 7K, 3 0] STAT1 A S B A , 1 it
TV A A ML AR Ak E BB A E 0 R SRRE , B0 SS Y
YEFA™, SS DATH BR | M i AR 55 A0 53 W i A4 52 458 Sl A%
O, HAZ O SIS N2 . U I JE
JIHE AT , B R DU ok 2 i , 24 S50% ot B2, i 2 AR
TRDIRE R o MgAE A YR P O AR AR b 22 A XS SS
BRI, AR B R IE AR . SRR
TG RSO A | 8 Ao 9 b I 0 R e R
YRR AL, BEAM ] M1 AR R R AR M2 B R
Tfg A e T R A 2T D P XL ] 9 A
24 AS

AS S — SRR AT R A B R, 8
SRR S G R R O o T KU 22 (Xinfeng
capsule, XFC) 8% € &S VTR A B FIR A 21 il ,

AR ALIR I 45 2230, 6T AS B RAF B2 etk
TR BFSE 2RI, BT KUK 22 R 92 1 il ALKBHS
Fik, I 2 #E NONHSAT227927.1 m°A &4 7K F-, AT
PA T AS s RAE, AN IR T IR YT AS &5
J7, Lt HE SRR 2 B (RSB AR 2T A FNAE
AR 2 25, BT DR AMBE BB 2 T
5T R, 40y g i METTL14 £ #f FOX03A
) m°A B EE AR B, DA 3G 0 Jurkat 2 Jid ' FOXO3A
(ARG ek , (2 020 A 1 v, 28 T R T 4 e 8 2 Ay
5| 2 B ARAE AN AR AR 3, SR BITR YT AS BURICRRY,
AS IR AL BRI B B JE R B BN 2
BRI, FEREIMRE, B 24 SUEG5 JR B, B
DRI 38 DA R I AR A T | A 4 A
2 n[ P ALKBHS #63k , fiE i NONHSAT227927.1 m°A
A6 i S LA 42 28 S IO A A% O AL AR v B R IE
FEET BB AT o TN SRy X AS B B PE T I
Yo HL , i i METTL14 ¥ 4% m°A H 564k BE oh 3% R 3 4k
i, SE AT Pl R T 20 A S i SR AR S 4 B S BRI
P B AR -SRI S A R T L
2.5 0A

OA J2& — Bl DL 56 19 1R 47 1 55 2 2le 28 Sk R A1E 11
RD, ™ 5% Wi 3 4F A\ i fd . METTL3 . WTAP.FTO
M YTHDF1 5 OA 19 %t & e % UIAH G . METTL3 J&
IGETT OA MG B30 w58 38 WA 8] 5 5T 1 4 i
%) 240 0 &0 40 90 Y miR—1208 fE i 1 F 31 L v 40 g vh
METTL3 & 35 5 F# {IX NLR 5 Ji% Pyrin 3802 1 3 (NLR
family, pyrin domain containing protein 3, NLRP3)
mRNA 4 m°A 7KF, AT B 1E NLRP3 4 5E /MA IS 46 I
RIEGRAEFGIT OA™ ., BH7 fh b Ak 2
78R BB S AR AT AR, AT I
KT RIS T ), A WETE & B A Re IR i R 1
AT 19 METLL3 32 2% AL i, JF 38 i 9 i METTL3
M A 1 WK 56 7 [R] 5 mO A Y SR Ak SR 310 S 4 i
JHT IR P A A 2 B0 S 0 ke 4 L [ a2
T KA VR WTAP B 9IE SE REfg 8 55 A
A0 R D 48 L A R O A R RN ARk . ARSM R
A () WTAP BE 2 ¥ 1] 45 i AH G 2R 11 (Wnt £5 538 %
PRI B Wnt/B—catenin {5 53 1, e & FEHURCH
A R R 11405 e S X FTO B8R B, FTO/
T 1R TR oA 2 3 B R 3 2R K 1R DNA -S54 cGAS/
STING 3 f% I8 15 18 JE 58 RE , 5% M) 51 4t i A 257
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METTL3 7E i T @ ¢ 15 8 & 15 & (Temporomandibular
joint osteoarthritis, TMJ OA) H1 & 3 T L& 9 /EH , W5
W TMI OA /U R RIMA SN S48 R T , METTL3 1
FIR AR, METTL3 BEAZ0 il 1 TNF-o 50 015 5 1 5
AL TR W I A, A B B O L A R -2
F K (B—cell lymphoma-2, Bel2) mRNA J& METTL3 ()
T UFALAS , YTHDFI B2 5 T % # , METTL3 i i
m°A=YTHDF1-Bel2 55 Rl il 1 2 4% b 4 240 Y
JATA A ES N I e CRISR Ry O ) vh s LAk
m e, AL R ERE AR RS R AR
B, B AL RN 5 i DA A FSE i e
SENFETTE LT R (Facet joint osteoarthritis, FJOA) 41
JAEAL , T LPS Ab BRSO BUACR 4i i I8 1 Me-RIP
A2 4 /MA NLRP3 mRNA m°A KF, & B LPS i 5
(0 20 NLRP3 L3 5 o m* A A KA1 56, H
AN L9 24 LR YT TR LPS 155 A 0 40
i ARAE NLRP3 ZAE/IMATE AL A AN £ 1, AR
AL A STAT3 FAR LPS 75 T 19 01 4 m° A 21 5 1t
Hb, mCA S A 59 3 U JIR T B Uk B ) L 5
MBI I 4 LPS 5 Y AR T R AR FH. OA LU
JREOCATIRATPE AR R AR, B I I 5 R AR
RIE, B E I METTL3 2 2 LB , 0 2 5K
e NS BN G Sl S 7 ST S R = e o= A B R
AR o B L9 25 24 1035 38 3 A ) STAT3 FEAIE m°A
MR R FRIE AR IR W ——#M B 2459515 m°A BT 564k
AR 20 MRS AR TE , 355 i 24 DU 300 ] 98 A 38 18 S U
TG LA LA
26 ERHIFF

RD B BOH B B B AL 55 A A5 5 4 ]
AL, s A AR RD Y U A5G DO RERY KA 22 5C
i, AR R 2R L meA R SR
P AH O A4 PR Rk, i ke 2R RS 4 oA 4 o
B M M A G R R R R
Hifa H R AR R RS CRNERR PR 1A
i R AR e AN RO S T R
B 0 B 1 ml DA 2 i 20 U KOF R B AR R
Runt AH 5& #% 5% A ¥ 2 (Runt-related transcription factor
2, Runx2) . ‘H ¥ % 1 (Osteopontin, OPN) Fl1 ‘& 45 %
(Osteocalcin, OC) {35 , M TTER METTL3 2% 35 I 7] $i%
TR EF BRI CE R, SRS 24, AR
2GRN TE R T, s B N HC 03 7 A P T A

BIUE FFAMES, B RER I RETH = R 7
Jii 22 ( Bone marrow mesenchymal stem cells, BMSCs) i
B3 Ak i 2 R A RNA B meA B 3E AL K S, I 42
METTL3 \METTL14 ik K ¥ #heiz it /W] - 145
ACHEE IR - BT ARG T ), EEALEE A M B AT
TR AR KR R YIRS, BA RN
FORHAS A 25 S FT WL TR, #b e vz st B 1R
BLIAR A 7% i, #h o iz vl 3 i 48 T K Bl 2R
WLIAIZH 23 METTL3 F1 WTAP %35 , {2 35 5 LA &
R BFSE R, BMSCs B 43 1k i #2 o ALKBHS
mRNA I H 283 B, Z2H A0 A B - sk = G
FaAh), AU 25 MRS L A 1A
TR e ARk, HLA 0 B 25 A TR, X R
FIE PR E SO PSRRI S HE B AN AR AR T R
AR AF &R, SR 5E B on A2 A AL RE 0 1
ALKBHS5 #9881 2R 35 7K Fs B AH DGR FH Runx2 B
U2 & 4 % H (Bone morphogenetic protein, BMP) 2 )
Fh e /N B BMSCs U 6™, kb A e 2y
TR mOA B A B AT M A G A DG IR IR 3R
AR FPLE S B RS e G i
B 2R B o N B R METTL3 4855 50/t i 40
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The Mechanism of Traditional Chinese Medicine in the Treatment of

Rheumatic Diseases Based on N°~methyladenosine

WANG Yuyao, TONG Jinlin, LIU Hong , PAN Jinghua, ZHAO Hongyan, FAN Danping
(Experimental Research Center, China Academy of Chinese Medical Sciences, Beijing 100700, China)

Abstract: Rheumatic diseases, as a complex class of chronic immune—-mediated disorders, involve interplay among
genetics, environment, and immunity in their pathogenesis, which remains incompletely elucidated to date. In recent
years, with the advancement of epigenetic research, particularly in the field of RNA modifications, the role of m°A
methylation in rheumatic diseases has increasingly garnered attention. Traditional Chinese medicine (TCM), as the
indigenous medical system of China, has accumulated extensive experience in the treatment of rheumatic diseases. This
article systematically reviewed the research progress of TCM in treating theumatic diseases such as rheumatoid arthritis,
systemic lupus erythematosus, Sjogren’s syndrome, ankylosing spondylitis, and osteoarthritis, as well as improving bone
metabolism abnormalities closely related to rheumatic diseases, through regulating m°A methylation. The aim is to
provide novel insights into the treatment of rheumatic diseases with TCM and to offer theoretical support for the
development of related functional drugs.

Keywords: Rheumatic diseases, N°~methyladenosine, Epigenetics, Bi syndrome, Traditional Chinese medicine
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