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Abstract

Rheumatoid arthritis (RA) is an autoimmune disease that can cause joint pain, swelling, deformity
and even organ damage. It is prevalent globally, with an incidence of 0.27% worldwide and 0.42%
in China. In addition to joint problems, the disease can also lead to a decline in the quality of life of
patients, and even bring a heavy economic burden to society in severe cases. The primary objec-
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tive of this paper is to delve into the mechanisms responsible for the pain induced by RA. It aims to
elucidate the current advancements in research concerning cytokines, signaling pathways, and
microRNAs. The article appropriately integrates clinical diagnosis and treatment methods for this
condition and provides a perspective on future research directions in the field of rheumatoid arthri-
tis.
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1. 518

AT, 2RSS 4 (rheumatoid arthritis, LA #FR RA) & —Fl & G 10 H 5t pm,
I R R ILE BRI B RLR AT AR [1]. RA AT, o R ANUAHARRS T, SHG.
B . HI RS IRES. B RME RG5E2]. MR, BT8P 5O 5 803 ok AR A 1
H, TGN T 0 A AR RS, RA B L — M N 5 O MU, 90 G0 58 Lo AR O JUE R A 5
[3]; RA 51K I 96 RE AN G R G857 T8 A5 1 g S 20 RA FE 3 DU A 0 1 /830, ) J A4 e 8 (Intersttitial Lung
Disease, ILD)RIfitizhfkE k. WFARB, RA A IR K A% SIA 14.7%, ILD HHTZ RA & WL
KATHMRIN[4]. RA TERBRIGHE NE AL, b E R 2% 5k 0.42%, 43Kk 0.27% (95%[Cl1] 0.24%~0.3%)
[5]o B& 1 SECEARDIRE N IE. AVETTE NS AR, RA B4 B A EAIE 2 R BRI
St . REZRIN AR A, (HFE RA FEIRIIPLHI MRS AR M A . T2 AR, £
JERT B B R (e R b i % 22 R4 R ) 1 L 57 RNA (microRNA)ARIE 544 G242, S8 T i 3R [6] [7]
[8]o ASCIRIE T ELE0FI AT BEMT RA MM, LAHS BOERATTSE 4T e 1 AR 126299 1 R I AL RO T ML Al
Pk R A2 Wi AR T RA, LIRS B B3R R YT i

2. WAREIR
2.1. ARETE RA EREHEIFRER

2.1.1. IL-18

IL-1p8 fE R AEA R IR T ih s E oL M, 25 2508 & s 9O IR SN2 (I4E &3, e
FRAUpAE K L DA R I T (R 1) R . IL-18 ) IL-1a 55 1L-18, @it 2 A0 R il b ik
G N. BRIz A, EES 5 IL-6 f1 TNF-a FIRIE, FFEEGMERS B> F-1 (intercellular cell
adhesion molecule-1, ICAML) GO A FISRUL, 1L-18 L2 F 77307 RA IR B 2 R AR .
IL-18 fil % A% E WG S AL, SEGEMRE . BAL, EERIBER A 4R, SR R4S
§K[10]. BEAL, BB CE AN, SRR HGUE e B, SR A AR,
G SR BRI [8] - 1L-18 BN 2 & BIAFEAE T 40 S L FT PR 40 B2t f 2 1 DA K P22 R0 N B AL 1
A IL-1 5244 (typel IL-1 receptor, IL-1R1), MIfiSEELANL 15 S 16 gt . fEIIBAIRI AfA, IL-1R1
142 T8 #2215 (dorsal root ganglion, DRG)H 1) — 204 5 19473 5 B2 23 AR [11] o X BT i 22 76 (1) K iy
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WERERE P2 AR IL-18 WIS e N 5, BRI A LEAS M 28 FEME M A 30 R« Mailhot 25 A R 78 2R Gt Hi ik B
T IL-1p W DLGE S IL-1R1 E RS SO [12]. Kk, &N IL-1p/1L-1R1 15 Sl B 1 5 VEAE1S M 40
PRGN BETT T B AR . A AT LAZEfif 20 A AORE I 5 O ZH SRR, 3B g [a) I WA A 220 o

2.1.2. 1L-6

EI 41/ 22-6 (interleukin-6, IL-6)/2 —Fh BA Z 8 A ME T, 1E5 A2 1) B & G s AH 1
RIS FER G e RN L R EEE o IL-6 IRTAYE IL ARSI ARE T 5 IL-6 T4 A, dEimae
% J5 5yt #5 S5 3805% 1 (signal transducer and activator of transcription, STAT)AIAHRNAZ 5 A SR A E S
H[13]. HFFERM, IL-6 HIfE TS — ot 3 8 Janus FEE/E 555 5 T FIFE 2 I05 T (janus Kinase /
signal transducer and activator of transcription 3, JAK/STAT3)i& 12 I 2243 Z4 5 1% AL 25 11 4 (mitogen ac-
tivated protein kinases, MAPKS)i& 12 /5 [14]. IL-6/1L-6 3Z1K/IL-6RA (FE 4 130, gpl30)E &AM JAK {i
BEZAEIE, MR 2ok S N R (R IE R 2, I SEIOREA MRS, LR JORE SN N 2 LA J%
H 5 e M 30 R [15] [16]. JURHEE K DRG A IL-6+ IL-6 SZ{AF1 gp130 2541 g A1~ A9 BRI AT A
RUHS AT DUR I R IE S 1T 5, HF B e T 2 01 7 R B 2 M4 T 5 41 f Al DRG 41 i #f 2> %1k gp130
[17]. Zhou 58 NWAFFE A UER, 1L-6 AT DLRRARAL T IS e K% s 1), R BOS B/ [18]. Bk,
RA BEE MG . 18 IERUR 32 45008 I R AT 4 i b 1IL-6 KT 3E . BeAh, 1L-6 /KPS HB0mIE sh 1SS 16
R IEARDC, RERXT IL-6 15 5B B G IT T WAl 5o RUG97T RA [14]. FRATET SN e M) 1L-6 1)
250, e WIS THERR PN R B i . BRI IS B . SGERARIR A S RA R
A T s BT RE[19] 0 FREREGTRE — RS IL-6R 32 AR HIHI70), U AT REAEAE A RO L
4:(major adverse cardiovascular events, MACE) 1 AU , {EAH I 84755 F A A% 52 A4 R S A4 (1) L 1) 2454 —
EEHET T AR RA FIHAD 2O RE SR IR R IR B8R [20]. KEMFFANGK ZE £, #H 1IL-6 F 54508
FOE B RA B R0GRYT 75 WRI B E T FIFES DL M —Fr it IL-6 bt IL-6R 254, Vb
P Jrie e % 2 A 28 DA e 2 5 i o ORI o B [ 16

2.1.3.1L-33

1 4 A 32 -33 (interleukin-33, 1L-33)s& 1 A4 (4 /i 38 SR AR 1 I RS 53, VR 9 — Bl 0% 0 7 K
FEVER . BT S0, 2 A KR ik 2L [X] (growth stimulation expressed gene 2, ST2)/& 1L-33 {145 i | 7Y
PERSZAA, E N 1L-33 HIPTVE T2k, HAERERHMORT T H B A h RA 5 o 1L-33 Ref L ik 28 hF ) .
HES Th2 A DC N, H Th2 4EFE 7RI, JEEE AT Th2 40855 e Bt fE[21]
Ak, 1L-33 i B S A e AR, Wi AR R4 e T RE, (AR KA M= A 1L-5 R IL-6. 1L-33 £
AT N T TR, 75— 0 i s fs LR IR #53% [22] . 76 RA IR FE, s R4
W SE S IR G, 1T 5] AR B R, IR fS S W 0 IL-1. PR SR SERR 1 (tumor necrosis factor,
TNF)SEA R T2 51, & AR I 980 B DL R B i B P mREAR 8] [23]. I IRIF 7T, 1L-33 1E
RA BEMMLIE . R ANSZ I R A e P S BRI R IR & . AL, IL-33 HIZRIA K- 5 5007
SATE S PR A RECE R IEADE, XRH IL-33 /£ RA 15 BIEFIGIT IO R AT A & 15 5 24E I [8)
[21]. SUEFEIES, Milena 28 A THEFC B #f IL-33 2L R 2 A METTRE S RA 1 5 BYERIVE T OV A [24]. At
Z, IL-33 W REZ 5 RA IPImAHLE], sRiH T ERN T 1L-33 B¢ IL-33/ST2 FifE 7 Wikl Jay7 H 2 1l
RA A1) E E A [22].

2.14.1L-17
BEEXT IL-17 BIRTSUARBIER AN, BATRBUE t 2 P e i 0, XA gt AT R T 40
M BERGAAE. rh ki i LS A itk AR [25] . 72 RA HIFIIBN B, IL-17 BEfs (it S8R0 240 i Jmi 348
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BiE, FERA MBSO ST RN [26]. bAh, e mT LUK RE A0 A o b R B2 AR K K] F- (epidermal
growth factor, EGF) A4t T 41 ff 4 K 5l 1 (anti-hepatocyte growth factor, HGF)ZE4H i K] 1, B &AL R i pe
(TR, AT IE RS0 . B T 2 58CEBIRAE, 1L-17 3875 T8 7 0 i 40 B ) B B AN 34k [8]. 1L-17
15 NF-xB (nuclear factor-kappa B)SZ /RIS 71 A EAE A, IR NF-xB SZ R B0E FIC AR A& R R 2
6] (-1, S B0 AR b R S A 1A RN EL [27] o 5 1L-17 A 7R 97 #E A 7E RA Hh BT SeBRml 471k, RN IL-17
TEARIE JERE I/ BT A6 R0 s B 4 0 A B T LA A 0 2 T e (28]

2.1.5. NFIL3

T - M 2 3 (nuclear factor interleukin 3, NFIL3), 245 IL-3 (A% 1, /2 B B 1k
WA, HAE RA S B S R o i R e h 28 R EE [29] . i M 8RB, NFIL3 72 RA B 14+
JA AV A A rh RaA AN, 5 HUIEER N B2 Bk (anti-cyclic citrulline peptide, anti-CCP)H 4 [ 14 i 5 4H 2%
s, XN NFIL3 [ E ik 5 2 40 M K1 A 28R OB 25 8L A 0, FTREA BT RA IERE[23]. AHOG
WAL, NFIL3 AIReZS 5 RER N . JR AU FE . 4H AL B2 23 AE Y Bl iy, 5 IL-17 0
NF-xB 15 518 % % UIAH < [30] -

7t Chen & N[ FEH, —sefb 2N & @& E R, a1 CXCL8. CCL2. SPP1. MMP1 #i
MMP3 7E NFIL3 7KF45 i 1) 2 T i [26] o 3K REAqE 58 R 1~ 2 2 b I FEE A 2T 24 240 R A0 (5 e o 233kt , -+ G
e At RAEAM IR S 18 B ZUG T AR O TR

2.1.6. TNF-a

Jit PR AE K] F--ac (tumor necrosis factor-alpha, TNF-a)E Ry N2 h &) 2 WF 7E 4R R 7, 76 RA )
RFFHLE PR E IR EEIEM8] [31]. TNF-a AI#E &M IOEMMF 4, BlnEvEmiE. FSAZam. T
i DL S M AT A A R [32] o RR ORI A B IL-8,  FE IS AN SRE B TNF-a 5 1L-6 1
IL-1 LRt S e AN A A B4 | I B Pk | T AL 20 RO B A AR T B, 5 80 WA [33] - Bk 2 4hs
TNF-a 36 7] DU BB 2= 0 40 3 i 42 )& % A B8 (matrix metalloproteinases, MMPs) ()7 42, X SUEES /iR X
HIARINET . TS IL-6 45A 8 m Ui 1 746 [34] [35]. HET, TNF-a CECN RA 1
FHAITHE A, TNF-a 406 7)(TNF-o inhibitors, TNFi)£L 2 0] DU R84 OG5 28 (1 7= H F2 5 [36] [37]. TNF-a
B FEHUAFIAVEYE TNF-a ZAERUCH 2 H T RA FIHARSCT £ 11697[38]. SULFEIEK, TNF-a
FEHUAN )T NS C& BONIRTT RAEVESSTT RIVBT 75 s T mT LR 5 505 RA S I I RAE
AR T B At AT A A 3 T [39]

2.1.7. TLIA

Fi IR IR BB BT 2RALLEE A& LA (tumor necrosis factor like ligand 1A, TLIA)SE 988 UK B8 K] 178 5% 1 R R 52
T2 A H 3 BRI %2 4 (death receptor 3, DR3)SKULIE T 4. MEAE BN 72—, & r LA
80 2 40 M DR 7 1) 2, FEAERFERNEAE 5, HYsRALAR T 4B 2 2 I8 7 B IR NV« Rt 73R B, TLIA
AR Thl MAbaetk, ar DURIE IL-2. FHRER 2 HT A LA RORL 20 Hia 1 5 4 it £ 7 o3 R 155 90 IR 7
5 h . VERNILRIE S, EHZE T DUYE T 40Xt 2 B s ARG SO, 2k T Mg sE. /Al
JR A TLIA A DA a5 1L-23 — i /E T Th17 Zi 8, 358 IL-17 A1 1L-6 1) 53 o IL-17 3 — 5 R IL-1.
IL-23 F TNF-a 7=2E, SRR RA I JORE RN . I, AT TLIA HHARIHUARIG T 7R S T 2/
BB i S 7R HH MO ST I ORE IR PR o bk, 2o I ol W 5% 31T DAk I I 5 5 1k 1 9 /N BT
JTGHRLL I K AISCTT 52 B (R, TLIA AT REFEZEMR RA Y 7 TH R FEAEF - 3 L5 1H 52 4 (decoy receptor
3, DCR3) & AT it 70 R I I IR IR U IR T2 A R KR 01, e B — s B ml v, T LAE DN Fas Bif4 (Fas
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ligand, FasL). LIGHT (lymphotoxin-like, exhibits inducible expression, and competes with herpes simplex virus
glycoprotein D for herpesvirus entry mediator, a receptor expressed by T lymphocytes, H#Fr N TNFSF14,
J&T TNF BRI B 2 —)F1 TLIA 524K BEFER I, DCR3 7E 28E S S AN 40 M 1 T3 15 o HAT XU
Difg. —J7H, il 5 FasL AL EE Z MM FE S 1S5 G R MHIX L A2 . 55— 71, DcR3 HEWS
BRI R R EYE, B AR T2 AR A ey M2 Y E R S AN A, DL AR S
FORAPAITE T . HF7CE B, DCR3 LA TLIA. FasL FIk L 2R MMEE A, IR LU ALE /N BRI 5L 5
SPEIAT R ARITHLE PR S+ EE/EH . DeR3 @ AIX S FL Ak IR S T A TRIVER . AR,
DcR3 7E U 15 3 L8 [ B S8 SAE SN I RIS, A BT 5 B e iR g . AR M i7x, DeR3 i
TEHINRIEKF SPGB F B anti-CCP Hifk 2 IEAK, S5%MA C3 AKFEAMAAMHL. XK DeR3
5 RA Bt e R S fabr L BIAFE B V)R R o DRIE, X DCR3 7E RA Hr #2k K FUAH LI R
SCHAT AT, P LA B IRAT S IR AHE 725 I m LA . R, BEX DeR3 WUAERNAIT N RA
FRIT IR B 1T .

2.1.8. MMPs

MMPs & 821 P 4 i B8 TV SR (0 R 53, PR E & 42 20 B s e 4 i & R 20T, AR FEAFLE 1)
BER T A AR TE[40]. BT EES A MAME R PRI, 78 JREPE DG 28 oo SR 1 B AR I .
RATERE N B R AR, F BRI AR AR R, 1 B A 2 AN BT IR R i 3R B i 3 R AR
HHEAZHEREY . RERERRE T RENS T, TRREKRKSH . TSI B ER RS
T IXEEEN S TEREEY. 1,2 BEEH, B ADAMTS-4 1 ADAMTS-5, {EMFRYCE & EHE
A TR R 2 (B R R EEAE A . B eA | BT RS sk, R AEE SRR RS A, R
BHEAM T EAZFEFMATIZOE AR . FATTLIE RA AT R PSR RS E. B
REHES, MMPs i 22 JE0E 1 77 L2k 5 T5B 1. 11, MMP-3 7€ N341 Fl F342 2 5L 1R 7] 21
B, X R TIMP-3 52246 Rk, 8 RIAERCE I TIMP-3 B AN R 5B MMPs, #]
DA 207 1 SR B e R R R O e B k. MRS M E A 8 4y, RIS 5 %2 ] MMPs 4 &
2R AR . FART S, RIEEE MMP-13 R iF 250t 11 BUR R ) =88 e b i, 3 BRI A R, 1X
SRR Fy i — 2 W R MMP-2 F1 MMP-9 [ fif. S22, AT X Lead R 52 240 K715 5 1
PR, X LA M R A B 4 R RL[41]

&4 N1k, C& kI 20 Z Fh AL MMPs [42] 3 42K, B 08541135 3 A 8 MMP-1. MMP-2, MMP-3.
MMP-9 1 MMP-13 5 8 J¢77 % B T HCE i B2 AHOC,  JEH 2 MMP-3 5B f#AH 55[43] [44]. MMP-3 &
B REZ A AN RS RE T, AT LLRIE E & 7242, 38 v DURIIS MMP-1 ()74, AT g2 e —
AN ST I 1E A SRR R [45]. teAh, MMP-13 38 5 1| BYRG TR Bk o¢, @it 1 AU s oy fii 7l
SRR AR BE [ SR 2 T, SR PRI AL, 10 RA [46]. B4, ARG SRR, BT R BEH 1 m G
AR MMP-1. MMP-2, MMP-9 fl MMP-13 [J3RIA & EFF, IXTE 3T 5 40 o 40 438 i 25
ARG TR B EEVEF[47]. Ak, RA £F4EREIS 41 (fibroblast-like synoviocytes, FLSs)Z3 i
() MMPs 19 7] DL 3B SR o Liu 258 N R IR 52 AR IE 5% 1 D 2H AR 53 1 (nuclear receptor subfamily 1 group
D member 1, NR1D1)i&E i #ifi] MMP3 1 MMP13 FJ%ik, 3% 7 RA Ui IR, 25 NR1D1 JiER{2 it
7 MMP3 Fl MMP13 (1) F i A1 mRNA 7K1 3R1K[48]. 4@ & H B ¥ (tissue inhibitor of metallo-
proteinase, TIMP)/& MMPs [J4¢ FEHIGIY) . 7EEBEZAE T, MMP Rl TIMP 2 [al 4R P4 SR, 78
JRERZEAT N, XA S A AR, S BT HCE B [49] . 7R BOB R 7L rh , RA 38 1 I35 H ) aMMP
(& MMP)-8. aMMP-8/TIMP-1 L& . TIMP-1. tMMP (& MMP)-9 Al tMMP-9/TIMP-1 (] ELAE ) & 2
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THE, #OCOA% RA BA TG & X [44]. 2, 155 MMPs B I6IT AN N — MR B 236
J7 RA FIH % 5% [50]

2.1.9. TLRs

Toll ¥£3244(Toll-like receptors, TLRS)x& I 17 /6 K S N 1 2K 70 - #F[51] . 15 5% FIE %4
MyD88 (88 Rt 74k X 1) 8 A O It AL AR O Mk 2 . My D88 B i I i 4% 1 2498 J2 MyD88 1)
C it Toll BE/IL-1 ZAREE KI5 TLRs. IL-1R Al IL-18R ] TIR £5 Mtk fAH ELAE T - 7E3L N I pIsET- 4544
B, IL-IR MR EOEIE S, BE 5 NI 72 MR 745 &, i Wsm RS
NF-xB, B i [F]#4 il o 2 e p38 AT INK, MM JE 30 R E 55T, s & a i EE 5 %
SERMI R (00 IL-1. 1L-8. IL-12. TNF-a. T-30EFRE 1) IE[52]

TRAF6 & TNF 52 {4405 -F(TNF receptor associated factor, TRAF)ZE [ ZK &I & 71, 7 TLRs {5 5
P LR % NF-.B AT c-Jun 283 A U8 (c-Jun N-terminal kinase, X UEFR A S SOE L & E ) (55 .
TRAF6 IR 7] LR TLRs 15 5806, 6] NF-«B G, b &mgn iR 772 42 [53]. sk L,
TLRs 5 5% SRR E 1 He 5 RA FIIBHLEIAE <. FHIT TLRs 18 SN T —ANSEPRATAT IR TT SR,
JEAESLHT TLR2 B58 F£ 4744 (monoclonal antibody, mAb) AT LAYk /> RA T8 i 20 2L /MR AAE 27 11 4% M 41 i R
HRBEG DL R B it bt X 259 #2504 (disease-modifying antirheumatic drug, DMARD)#i] TLR9
I FHINZE B U R K 4051k (1A R [54] [55] .

22. RANSERBHNIESHIERE

wnt (& 5% @tk RA B EENESH3®E. NMEFREE A8 E R, HARZEE
FSORIR B 20 B B R B A P4 [2] . fERLIEAE T, - E A DKL A2 KRR T, 258 MM
B p-EE A B AR TR, 1 DKL & Wnt {55 5 @42 0400 71, 75 BEAS BB 40 M i T
B AR O E 2 [56] [57]. BRI, p-TEFR R 1R Z P e 5 BRI P0G SR AR 4 G T o A
BT O B DU I 40 5 5 (58] Wint 15 5 % i A1 RE AR a2k B 40 M rh B DR AP 2R 1)
ik, MRS R CREAP G B A o4k 8 FEAS A 4N S E IR, Wnt (55 @ F )
THE . RE R MAEE, BRI E AR R SRS RA B I MO0 & &
FYMHK . RERISER T Wntg (5 5 F@it 5 RA KR E G EIKR.

JAK-STAT 15 5% i 102 N /b — P EE WG S Sle, A=) BaiREE (janus
kinases, JAKS). 155 ¥4 5 Fl#% 5% 0% 55 M (signal transducer and activator of transcription proteins, STATS) LA
K GAE SRS G RZAR . EAEGIM AN KA SR A 2 I BARPER, JFRT e s an i sk, 40y
2. AHMBE T AR AL A N Y 2 M R SRR FT[59]. A 2B JAK ZR (045 JAKL. JAK2. JAK3 Al
TYK2. AQRBA, Fra g 5248 s — A a2 A JAKs HOCHE, e (E 55 5. JAKs )
BOS IR S8 STATs BIZE4E, 8k B KBl G ek B2 [59] [60]. UH{E 5% Fi@ft 5 e
RA 7E A [ 22 M SOE PEAN B B S BEBm AL E BAESR, IL-64 IL-1. IL-17 J¢ TNF-o S540 1 115
HI IAK R STAT K SHEAE T . I —LERT SR, JAKISTAT {5 5 a1 58 MiH
P00 T BN BRI [8] [61]. AHIRHIZNMISLES ELFEER] | JAKISTAT B 5 AIH T REL. JAKS
I 778 B 1] R T JAKISTAT {5 S S IR 12 AR, B i s £ R ELEIEH. Bk
VB JEAE N — ik £ 1E JAK 177, RERS B FE 1AM JAKL F1 JAKS, HEMIZZAE RA B8 PR E 2 — 1
EHLME . BAT, Y CLREE TR TR T T B R HE RA [61] [62] [63]. HAl,
KZHAT I JAK/STAT i )38 56 S VEA ) =R ey, 40 HOrT i BE b JAK iR AL A AL,
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T B STAT B Fil5 5 .
2.3. UNZEEIZER (MicroRNAS)TE RA T EERTHES

MicroRNAs (MmiRNAS)& i 17~22 MZ TR /N IEYE RNA,  1E H B a8 P05 8k B 2 7
TERI AR SN BETTHE pi [64]. E AT Hh 2 DR 20 3 S HEAE 58 e /K F A s B R ik [65] [66]. H AT
LRI T 900 ZF A miRNAs, B miRNA #BfE5 200 1~ Hbr mRNA 7514546 . MiRNAs 7EAHE K
B AR BT 408 TR 0S5 SR A i AR R P RS E I [65]. MIRNASs tHA77E T-4H il /M
o, ELAE I LSRR FE, SIS PG RE AL 1 B H AR AN ZH 2N, S AR A R RDE A 1AE 5 4 1671
BT WA K, £ RA BEMIFEBMAL . S HASNE P Z/EZFh miRNAs, W1 miR-16-5p.
miR-23b-3b. miR-124-3p. miR-146a-5p. miR-155-5p F1 miR-223-3p, iX%& miRNAs £ 5 135 flAk 175 5
I, BoRENZ25 T RAFERIIRA K E64] [68]. Xt miRNAS (1) Fif#ltr a4 NF-«xB. STAT-1.
STAT-3. IL-18+ TNF-a» TLRs 1 MMPs, XLE#85 RA BIAMALHIA DG, LK, miR-146a ikt 1 1R
2 NIIBEFINHR . Pauley 55 Nl i e 37 s 58 G ik X S Y (reverse  transcription polymerase chain reaction,
RT-PCR){AA | #ME L8840 i miR-16. miR-132. miR-146a F1 miR-155 ()43 . A4l 14 1 miR-146a
M NRILE RA MIBEWREE R R AL, MATHE T TRAF6 1 1 BEAN3R-1 A BT
(interleukin-1 receptor-associated kinases 1, IRAK-1)/& miR-146a [{#EFR 75 RA ZHANM{g FExt 4 2 (R
WSR2 5 A SEIG R, TEHIH] miR-146a [P ANERR 5, 1 B BRAZ AR R 1K TNF-a 7242080 T
86%, M%7~ miR-146a 7E TNF-a & AT HThREMES S, BT LAFRA T4 miR-146a (13t & A vl fg ToiZ:
7857 % TRAF6 1 IRAK-1, M 33 RA BFHFFE=E TNF-a MEUR . 1LAL, L 55 NiLuEB T miR-146a
HRIEE TNF-a Z A IEAHCOR R, fEARAE T 408, TNF-a 7553 miR-146a it %A . £% FATIR, miR-146a
(13 235 P R AN e M TRAFG F1 IRAK-1, FE7E RA #8774 TNF-a, MIMEEZE RA 9%
Y. IXEER IR B miR-146a 7 RA MR NEAES S, (HEARRKENHIE A FRE[69].

ARSI R KB T 5 B 41 I AEAH OC 1) 35 2 AHC B 4HiJid (Age-associated B cells, ABCs). ABCs
(9186 5@ TNF-a /31 ERK1/2 1 JAK-STATL il 3805 FLS ) RA IR IR LI & B E B R
7F RA AL W BRI B 4140, ABCs AKF LFF, S8 IL-6. MMP-1. MMP-3 fl MMP-13
FIFEA s, FHERAE FLS PR B SR B, RS ERKL/2 AT STATL MIBERR (L3 n[70].

3. 4hig

A — i i DR DT AL 23 S A IR VBT, RA IR RN & B8 — DT, Bt
MU G 8 AN JORE SN S A e [1]e RAEVRIT AN AL, SRS BEL A Frokss, EHRTX RA FITRIT
FE LR N ER, BIEEORAS E R 259 (disease-modifying anti-rheumatic drugs, DMARDS),
W G i DMARDs (FREZMENS . 3 S A i — %0%) ¥E1A & B DMARDS (72 JAK 1 JAK1/2 il 5])
AIEY) % DMARDs (TNF-o #1155, TNF 280617 1L-6 #0617 IL-6R #fil77. B 4HHFE/R B ik
ANSLH B 740 57) [30] [69] [70]. HET, RA BRI H f O A R B VR YT 2 A PR s R B (1) 40
R TR AE 55 S, Kk, WEARRMEAAEE . miRNAs FI{5 5% SEBE RA 1)
RN P AR A AR BB 71 XRIRER AT LB IR RA IIPSRALE, FEAERIRIAa M B AT T, &%
K BIESIIRIT B R

4. RE
RA FRIFTE i B2 R AL, B R BT 0T 5 A2 A SR R P o RA AN 2000 R 2 R i 5
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FLEIC T LU LA FAR B B, 25 Bl R 2 3 1 SR ARG A4, gk 2 RN 2 5 £
H. RA F R EEHLH & 2 R R T miIRNAs FME 55 SImEE, 3% L6 [A 28 [F) (R h v IR B AR A
R E A F40 1IL-18+ 1L-6+ IL-33. IL-17. NFIL3. TNF-a fil TLIA 7E RA /S 0 0 &R ML &
FEVER, NIBITIRME TIEEMIAE . Bk4h, MMPs 1 TLRs 7F RA FE0 A BI1EFH LK miRNAs 7E %500
R R T OV XL FOE I 2 AME S SE I AE RA BURIRHLE] T R FEER .

AN, JRE RPN FE AT ENLHI LA & RA 2 FINZGE LN AR se W, S EURIT 17
FEVF 2 NANH R AR [72] - SR, BUAKS HERS 7y R8N AR JE D 2 M1 B R (i B 5 7 1l ARVR YT 4R 3t 1
AR L, W TIRIT R IR TIR7 R T A REma[73]. B e al, S 7%
FME RIETEFATRES N RA HIPR R A S I RO X YRR YT o 83 ol SE AR bR BT F 41
RO TR 2R, AT LASEI BT, BB AT O i . BLERSE AT i, ARy T
TRURN S35 5 5 0 R T RA\ YRR I 503 R R A 07 o B () S 5 THI [ 74] [75]

ARELARZRIL LR ST W RE A RA BVRYT N2 AL, I 24 m U A E B & B B AR RA
HRRR BT AEALR T R A B PERIE YT, JRATAT DB G2 i S Lp % ) RA SBE IR . 270
BEIM), FRATTY T L2 A R AT C AN R IR 36 SR E I 22 [K] 3R IRV T 7 71[62] RA BFFLIE— 20k J
AU EEA RO TG T P8  , S2AZ 500 A0 R AT SR S8 SR R R

ELWMB
PR PARZR R 25 AR QT I H [ 45 SKY2022002].
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