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Research progress of macrophage-related microRNA in rheumatoid arthritis
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Abstract Rheumatoid arthritis (RA) is an autoimmune disease characterized by chronic synovial
inflammation and joint destruction, with a complex pathogenesis. Macrophage polarization plays a
pivotal role in disease progression. Recent studies demonstrate that microRNA (miRNA), as
critical post-transcriptional regulators, can participate in the inflammatory response process by
regulating the polarization state of macrophages, thereby aggravating RA joint damage. This
review summarizes the mechanism of action of various miRNA in regulating macrophage

polarization, and emphasizes their potential therapeutic value in RA.
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FNIEIEATH (rheumatoid arthritis, RA) & —Fl LUR Btttk 45 2N F BRI H & &
P, AERERIRN 0.5%~1%, Bk B, 2REARREEZEREY, R
R BT . AR 2 G BRI FRR A A R A BRIR 5 T N T IRR, B
oy B TT RO, R TR T N R A (R IR T N

W 4 A Oy B S ) S B RO A, 2 5 e R ML BRI 6 M2 B, AR 2
HUATRIRSE %, 75 RA W RREROA ST b, ELREAH 0 S A0 10) ML AR AL, S FASSPA A g
WL RS, SBRIERIERFEAE . KPR L FRME. U R

(microRNA, miRNA) 2 KT 4] 20~25 MZ IR I A JEPE IR IS 585 RNA, JE 1 455 mRNA
) 3AERIRELS, W RERRIXW R EHIELRE, S 5MBAK . FT LB RSS2 e
Pyt FR U AR T BHIESE, mIRNA 7E RA RAEFE b R ¥ EEEH . %F miRNA
L EREANRI AR, RA SO BRI B ZAE, 12305 RA il B R 40 M B AL A ¢
mMIiRNA, S ERAT mIRNA- B SR AL E FIBLH RO BEAR, DY AL miRNA FIHTR
MR YTT R IR R
1 A#% RA PERAAMEA miRNA
1.1 miR-155

miR-155 /£y H1 B 48 & LR ik AR gm i RNA, B0 T A2 21 S ik, HAE
TEAIRAST) B 4. T 4000 AR, BN AR SR AT p i A S MR A AR
1 2 RPN T, miR-155 @IS HE A B AN b SO A GUE R, dERRrE
ERIETIEE S B S 2L R Eh AP,

miR-155 /£ RA HFH AT KB h A Fif, HILRZKTF 5Hm%IE5hE (DAS28
P RIEMCE. HERFOMRIR, TE K1 R A T A B 5 S 1 RAW264.7 ERRAH
9 REAR LR/ BR 2 P A 452 £ 5280 v S %, 108 miR-155 23K J T i % ML BRI 9 J2 I8 5
I 1r i AL A SR AR A P 5 N miR-155 Ji5, FI Bl RA (3 1Y E R4 Al b 5, S 5 il
M2 B E g 4H AR £ (CD206. CD163) Mk, MIfiBRah4HMlIn M1 BUE 5 R AR A1,



UhAb, BRI 4 RS R T A 2R ) antagomiR-155-5p, AT SR AR R T 0T 4
(collagen-induced arthritis, CIA) /BRI SCTHRER I 15 5 B MR A ) M2 BURR ALY, X

SERAF TR miR-155 A AEIE I R4 E A RAL, S5 RA SOREM B

BUf E, %6, miR-155 18 ¥ [ 4 28 L DX 45 5 #0HI [K 1 1 (suppressor of cytokine
signaling 1, SOCS1) , #iifdkxIHx#% A F «B (nuclear factor kappa-light-chain-enhancer of
activated B Cells, NF-kB) /B&Z B2 (janus Kinase, JAK) /(558 5 1 55 305 1 (signal
transducer and activator of transcription, STAT) ZE{iE A5 5@ B 1 T M|, AT i i
JERBER T--0. (tumor necrosis factor-alpha, TNF-a) . H4HjE/%K-8 Cinterleukin-8, I1L-8)
SRR FRL, HEZERRAAL R M1 BBk, FEA0H] M2 AU Ak, 1SR SRR e AL,
&, miR-155 @i ¥l & Src [F YRS MK ILEE 5-B%EREE 1(src homology 2-containing inositol
5-phosphatase 1, SHIP1) HERik, fEidbwffamtlEE 3-i§ (phosphatidylinositol 3-kinase,
PI3K) /A B (protein kinase B, AKT) MEKHIEGE, ik NF-«B (55, 155 g4
8 980 S S RN AE AL S8, (et ML RRAL, I RA B 50 S W18, S A5 A 0 B4R B, miR-155
AT DLE I S e R s A2 I T B TR IO A7 1 Capoptotic protease activating factor 1,
APAFL1) KAETZARIB1EFIE R [ E-10 (cysteine-dependent aspartate-directed protease 10,
CASP10) FFEVHTIIEES, ALK JREHRAL MR 20 M A7 i 1], (2 3 SRR 70 WA 58 IH
YEFRE ML ARAIRES .

£ b, miR-155 £ RA FIJRBLHERE s B e R I M 0, HiEd 2@ asdiB
Wk 200 ML AR A -, SRS IFAEHFIZ 2 1) ML R, SHIHTR K M2 734k, IR S AE MR 2445
Ik, miR-155 AI{ENiATT RA (IE ZHL 2 —.
1.2 miR-146a

miR-146a /& MiR-146 ZRM A, HIAZK 5 THehik LOC285628 A4, FrE 5L
IBATPEZT . RIS UE T O MO0 SRR S 2 A AR B I RS, R R g S
PORE SIS [ 4 e [ R B S A e,

7E RA BE RIS ML, miR-146a FiA/KFim TH K75 & (osteoarthritis, OA) HF K
P, S5 P5E sh 2 IEA S8, SR 4 BE R 1 OCHKA 5T (genome-wide association study,
GWASs) HE/R H AR 7 RA S AR AR DR, By sibhiff FodoR, 76 CIA /N
Rrh [ miR-146a 1A, TR/ 5 A0 R KT, TR a0 B TR S R B A .
XL R SE7R, miR-146a w] el i S e 4n i Lh RE 2 SR RENESTR SN .



ML b, #5E, miR-146a S ZEl 42 [ ) R SR FE B 12 AR AH 9C R - 6 (TNF receptor
associated factor 6, TRAF6) Fl 4l /2= -1 32/ AH <G C(interleukin-1 receptor-associated
kinase, IRAK1) FE[H, BHWT Toll F:321& (toll-like receptor, TLR) {55445, B#{% NF-«xB
HERAEAL, IR TNF-an IL-1B+ IL-6. 1L-8 S5 & IR -7 730k, il M1 24 B I ke 1L,
MRS RAE T REPH . vk, miR-146a il #i] STATL BT E T 400 e G e i ]
Re 7y, 3 IL-10. #:404E KK 7--B (transforming growth factor-B, TGF-B) 254 i K 1-43 Wb,
HEZ) EWRGH R ) M2 BURRAY, AT A 2 RE 40 il 4 F 122

g5 bRk, miR-146a i E AR THIRIRES S RA BRIERE SR, HA
02 RA AR AL 7 b () 220 0 A0, 108 RA RS HEIR T 5T A0A YT SR M IF R 3R At
TR JI RIS TT 1
1.3 miR-223

MiR-223 72 1l R A0 ks 7 R ik HAt e mi B OR ST I miRNA,  HEPRE AL T X Getfi
ql2 i, FESEHPRAMR- BRSSPSR S A T FE ), RA B3 A
JEL AN A2 miR-223 BIFRIE K TR, X —RIEZFIR miR-223 W RgfE
RA [t R AR P, ARFRPRR, 78 CIA Bt miR-223 ik b, Hilid
PUER miR-223 HFRIA T B 515 SR, 1t — 2 S RF miR-223 il g2 55 RA RN AL 4%

HUHIZ I, miR-223 it £ & 4% b A 3K 5) B R 40l [a) M1 ZUMAk. B %, miR-223 gl
NIRRT A (aryl hydrocarbon receptor nuclear translocator protein, ARNT)
(%K, MR TS B 5214 Caryl hydrocarbon receptor, AHR) /ARNT & E&SHIE 48 K 71
], A4 8 PR TR Rl s RIS BT AHR/ARNT S 175 T (14 B A% 4 A 4o 89 ME 437 55 Notch
[EY5 25 1 3 (neurogenic locus notch homolog protein 3, Notch3) i (Notch3 i a] 414
ML 8%k, BE—B R ML BRI LSRR 2 HEZ) B MR 20 R (2 48 1 ML B R A2l i,
FEVE R AT 4E 20 i miR-223 W] B HRE ] IL-17 244, fERBR X NF-«B {553l 2 1 67t
MR, FECIL-6 FHRERE T RmEIE, 1M IL-6 AMULHE M IER EEA T, Hilk—D Kz
M1 2 B WE4H AR AL, T A 28 1E R AR PR Ak, 76 T 40 - miR-223 (1 i i@ it IGF-1
S IL-10 ZERG, T IL-10 RARHE E VR M2 BRI E 25, X PR A T e 22 H
55 M2 B ERRAR AR AL, T BT 2 AR IR g5,

g5 BRIk, miR-223 id 15 2 265 5 M A B RN M B AL A, R AR KOS, A
JEl RA JRE S 285145, & RA RIF ML A 1 #5780 5



1.4 miR-21

miR-21 E AL T4 17 SO RNEIEE A 1 RE W, S5MEF. T, RIE
R AL ), HAE RA IRIAAIE S it i iR R RA BaEm
miR-21 ik B, HSBBIESIVEY . LAMPTRER K IL-6 KT RIEMS; 2R, 56
T7F 58 B0 I I 2 B KA T X IR, B IL-6. TNF-o S5 48 48 i P51 11
RIBEFMR. (EAREERR, AR FHERGITH RA BF MRS, miR-21
FILE TS, FRHRIEKPIIIERA 54050697 W RLAEAE B )RR,

MBI SR, miR-21 RIAUAHERHE. TR 7T, miR-21 5 IL-27 BCS1EART,
FIIG5E STATL i, NRBCE AR E S, B EERAR TR RIERE S, I
BEE R M2 BUBRALRA . 76 RA /NSRS v, BB 1) 75 0 4 B SRVt ) A1 b A P s i A
B miR-21, N -—Z o7 B g s g XUIN4ES 1 (ten-eleven translocation methylcytosine
dioxygenase 1, TET1) / Krippel #£[XF 4 (Krippel-like factor 4, KLF4) g, Jk/b IL-1B
A TNF-o (RS AT S B 20 M 1) M2 BURR AL 96 RER3) . 42 98 7 1T, miR-21 mli@ i
) 400 ) W R g M 5K /1R A AR (phosphatase and tensin homolog, PTEN) , f#ER %}
PIBK/AKUNF-«xB @ & 4], #EimiES IL-1p 1L-6 S5 K 720l 2iE EWE4n i M M1
R AL,

MiR-21 X %oy S B () A% HAA W E M, HOZ A E R 24 2R Ay . Bombh B, IR am g &
oAsEEEm, HAE FIBGUHR &8 & BARE 5. AEARAT T miR-21 FRiEK-FA 2L,
JRE AT e AR AR R ey miR-21 WM R BORRIRES SRR e, SRgoxf 22 7
BTN . P, miR-21 AME RA RE 5 Hofe i 4 vh — AN E1 22 HL 20 TH i 455
o FEDRERT TR A BSOS 2R I Sh A E R AT ARG AE T TSRS (O B By 12—
1.5 miR-124a

miR-124a J& & B 057 ) miRNA Kk, A3 miR-124 1 3 LR 4147 57 miR-124a-1/2/3
G, BZEMERGNRE SHRFINSEL, FERRE. ABHELOR . 8 50 B AR Th 7R K
A EZERPY, /£ RA B&+ miR-124a KA T OA & AR, $2/1% miR-124a
FIREAE RA T BRI A2 R 35 4 T

MU ET, miR-124a B{%#E ] TRAF6/NF-B p65 15 5%, 0] STAT3 /S IL-6 15
S5 AR AT R A AR E A4 A RIYEHES A 1(zine finger e-box binding homeobox 1, ZEB1)

B H -, PRI EVRAE IR KAl ML AR AEE, S wE BRI, i miR-124a )5,



IL-1. IL-6 A IL-17A SERAER 73R IA T, 1M IL-10 A1 TGF-p S50 & Kl 2ik B, A
M M1 AR, fREE M2 BURRAK . (EARORTER R, B T O B AR S S i i
miR-124a A& L, A RENH] TNF-a IL-6. STAT3 ZEZ 8T, 147 5%/ E 4N e iS4k,
MR AR JERE SN, X THURR AR AR T miR-124a (I R ALVE ) o

Zi b, miRNA-124a 75 RA Jii BLE AR h Py e B SR M 1, HURMIEVE(R A AU E il
FEAEMIAREX 7 RA 5HABSC T 5%, il 2 Ry 7525 RAREERE. ETH
76 RA RELFA Y PR EEAEVER, miRNA-124a 4 3 0N RA S M6 7 1 B B AR 40 55 .
16 HAhiE#E RA HERAIHAK miRNA

A RAWIRAN I FE, a7 1 25 miRNA S 2 B4kt 2 5 RA Wi B2

B4 FHLE B0, miR-33 £y NLRP3 7 /M 1 1E [a) 1 5 [A 5, i {2 F 1L-1B A1 1L-18
LIRS M1 ARk, N 4RE VY. miRNA-486-5p 76 RA iRk, @il E26
R 1 (e26 transformation specific 1, ETS1) Mgt TNF-a. IL-6 73, HHIEE T A %E %
N2, miR-23b i i f TAKL 454 2 19 2( TGF-P activated kinase 1 binding protein 2, TAB2).
TAB3 il IxB ¥ o Cixb kinase alpha, IKKA) fIFRIAKF, {2if TNF. IL-1p Al IL-6 4 fiE
BRI 87036, AT T NF-xB {5 5 8B B0H0E, BRI Ahad B g 3 1 50 SR 44 o 1)
FT@RARE T B T, A0 S, HHAE RA KT RIRIA T, TS ERAE
IRERY, R ST A5 SRR 2 Fh mIRNA 237 7] R8I I R A ¢ SRE R 10 b, TR1 B 5
MR ) M1 BRRAL, (RE R M2 BUARAL, BRI IR SE RA TR AT SN o

7E RA BURELEERE S, miRNA B 24, 22X ERIFEENZS 5 RA B4R
WALBERE . MR SHIRAG T @B EOFHERL ), BUA R RIS 8P # i 12, miRNA
22 AR S Th e 52 00 H I I s e 1 5 28 AR FARAE , e A1 3E [RDIE R A I 1 P 45 3%
[FHE3) RA iR .
2 RRRH

BRI M1/M2 PR 2 RA i ERBERE O B ST, H DB E Rl RO B 5) &
B, T miRNA B 28 SRS 5 BRI AR AL, XL miRNA S ) 2 AE
B, Fx 74, ity MUM2 BA-F6T, XM IRICIRS KT3I, 52 1 EgE
AR T BE, S EUR 2 IR 1~ 1 5o A ORI BN 2 A7 (0 70 W 2 R, AT AT A e AR 2
IEIEVER IR . ML B B R . AR RGMEE T RA T BRI EAH K miRNA
WHFidkfE, AP T miR-155. miR-146a. miR-223. miR-21. miR-124a % £ fl miRNA



R BRI MUM2 BRAGET, 25 RA SORE SN AR TR 70 L] . LA BT 5T
FEAHLE miR-155 1 miR-146a, LR EAIWEIMLEL. PRSI 5w 1 f -7 /) i 24
M, AN miR-155 I REE H b i B 71, LI I XU A o B A T A A 4
FrE IR, 78 RA BF T mRIE HESEOWEsE . B RMEREEVIHR, n+
TSR . EE X ERA mIRNA 3% NF-«B Gl FINLEH O R 2R R, (XL
NF-«kB i) mIRNA Z[A], £ RA EWEAH B AL IR 2 5 A7 A DRI 0 2 n =ik
BAEHU 7 HAREES, BT k= 2GR T .

HEAk, T miRNA FIEE 6T S0 ORI IR E . SR, AT ST AL )R
BRIE, E2%6, RA AR B E RN AR 2 miRNA 515 1 3h 2528 40 i A 5842 1 W s
HUG miRNA FI4a Ry 7 3208 b 248 mURe PR T RE S BURSE RN, Wt — D IUigit RS
ML f)a, ZHWLHIDTFE TAREEER, 5 A RA AL P 22 72 A g
SR G5 R AR T ZLRN IO FERMENT A 7] RA B A1 K g N\ R I 20 4 5 % ) miRNA
R 2%

3 B&

RA 1 EL R4 B Al A 2% 1 2 SR 18 1k JORE AT SR R RO B L BR 3R, 10 miRNA /9% 5k
JE R E Sy, RS SO AR S I B AR S R R 4, 2 MLIM2 AR AP
ARICLFAR ) mIRNA OB RA RIRHLEISERE 7Bl M, I F AR B a7 sng St
i3, FT miRNA BT B G $l 5 AN ikid ik 240 EIRKFTHT 7 B
o TR B IR AAT) 75 o IR I8 R0 . SR A)RE e 1 S A I SR . ARSRATE FT R4
G2 HERARFBN AL, RN ENT miRNA- EVEAH b B 7E RA AN [FIBY B ) U 42 4
fit, PAHES) RA BIRSHEIR ST AIAMAL T TR FIP0AL . I8 IR AN PEE miRNA B FBLH,
A YN RA BFEWRBHNGITEEE, PRRBOER. SO B LR TG .
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