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IR KT R (rheumatoid arthritis, RA ) & —Ff
DIR il S5 48 o BRI A B s, Bk k
N 0. 5%~1% , R 5 H R T , 2
NBER P ) B R A R R i R AR S R
24540 A2 300 000 A A R ST AR 25 W T
TG IR AR A #8537 RO AR R IR S
TR 3 22 A PR A T 7 W

i 4 A o T A e e R AN, 2By
2 5 M1 BUFIAM A& M2 RY | AR 32 HLAR A 3%
PAHE 7 RA T8 B R E OPR 855 b, 0 40 o 40T )
M1 B AL, 3 R A B b S 3T i R s,
B PE RAERFLLAAAE SRR BRI B
KM% 2 (microRNA , miRNA ) 2 K & 2 20~25 %
TR I PR PEIE 4R 65 B4 RNA L il 3T 255 mRNA 119
3R R R R IR SR E B R, 2 5
M A PR T RN RN A 2 Bl A A R
VAR R WFFEHIESZ , miRNA 75 RA 489 1 #2 v & 4%
EHHREENEH ., % T miRNA K 5 W0 A5 RA
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1 F3Z RA hME R AE miRNA

1.1 miR-155 miR-155 2y ih B 4 i 5 75 2 FE A
ek myAE RS RNA A7 T A K 21 S 3 ik, HAE
W AIRZS 1Y B 40 T 20 1D | BA% 20 L | 5 W 20 i K
MR ANBE PR R o VRN SRR AN 10 B S
P F, miR-155 38 i 4% S e A I oA SR B
& RHLUE R PR 4R TE E RIS H Bt 2
IR BRI X TR

miR-155 75 RA JRH FIC T R rh ik 14,
H IR 5500 1 3 B (DAS28 ¥ ) L 1EAH
R GRS IR LE T 9 5 5 D il 48 v TR AR
75 B9 RAW264. 7 LI A D 98 AF A5 AL AL/ B2
MM ] miR-155 Fe35 5 AT 006 M1
ACANSERE 2L 5 7 ) £ e (A A4 A A v 5 A miR-
155 5 , AT AU RA R 0 B i 4 A A Ak S, 3
A1 M2 Y 150 41 bR 35 ) (CD206 ., CD163) /Y 2
5, TR Sl 20 At ) M1 B AR 5 AR AL BEAR,
ik S R 2 BB I g oA 22 1Y antagomiR-
155-5p, AT S fift it It i S M 45 R (collagen-induced
arthritis, CTA ) /)N BRI 4 519 REAR 175 5 e 2 i
[ M2 AR AL o X SEBESE B 7R miR-155 AT AEiE i
PP E R AR AL , 25 RA SRAE 5 BEERE .

BLI L, 5 58, miR-155 38 52 308 ) 4170 41 40 e P55
& 5 i A F 1 (suppressor of cytokine signaling 1,
SOCS1) , i 1 fift B H X} 4% [ F «B (nuclear factor
kappa-light-chain-enhancer of activated B cells, NF-
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«B)/I% & R % i (janus kinase, JAK) G 5 ST 5
3 SR P0G F (signal transducer and activator of tran-
scription, STAT) 25 £ 58 {5 73 % 19 T 52 4 i, A
T3 8 IR A6 [ F--a(tumor necrosis factor-alpha,
TNF-a) . A4 & -8 (interleukin-8, IL-8 ) ZF {2 4
TAERIK S A ) M1 R AL, IR M2
RIS, 9B RAE SO o P, miR-155 3 2o 1 1
B Src [A) P45 ¥4 350 %) LR 5-BEBA I 1 (sre homology 2-
containing inositol 5-phosphatase 1, SHIP1) [] 3¢ ik ,
i 3 w4 i 5k AL 3-8 ¥ (phosphatidylinositol 3-ki-
nase , PI3K) /45 [ 1% ity B(protein kinase B, AKT) i %
AR , 5 Al NF-B {55, 1 5 5 I 0 Y S 2 7 A
SN, I E ML AR, DR RA B 28 AE S i
AT Y F W, miR-155 A LA o 00 ) 2ok Ak 3k
209 98 T 85 H B 0N T 1 (apoptotic protease acti-
vating factor 1, APAF1) X AET- 32 R 1545 1 e K 85
fiff -10 (cysteine-dependent aspartate-directed protease
10, CASP10) 45 i i 7180 i , 4K S AL 7 15 It 4 g
FRAE T I 8], f2 3 HARR 2 2 WL 8 A 1, 4B 435 M A
RZ .

£ LT, miR-155 75 RA 1 B vp ) (0
AR A, HO G 2 R AR R B A i
WAL P17, SRS IF4EHFAE 2 1 M1 R BL, Mkl bt % 1Y
M2 504k IR 5 AE S A S R 45 . THL I, miR-155 A
VEIBIT RAREE ZAL fi 22—
1.2 miR-146a miR-146a J& miR-146 K I i i1
H A2 545 YL o 1A LOC285628 FEIF 4ihh , bk 2 5
ZIRATYERN A0 FE S A T O I R SO
iE 45 22 A A B B AR TR e R A g 5 AT S
AR T [ BAT AR

TERA B BISME L, miR-146a 3 3k K 5
T8 K7 R (osteoarthritis , OA ) [ & K-, H 5 %0
I 2l 5 A O RORL AR 4 R R 2 OG Bk BIF Y
(genome-wide association study, GWASs) i 75 H: 5E [A]
WL 5 5 RA Ko MU ARG . Sh# S s pt 5§
7R, TE CIA /N FUBEAL i 38 miR-146a 33K , 7] /b
A1 5 A0 PR 57K P, [ B 40 o) i 5 585 9 -5 2 4
7520, X L5 AR IR miR-146a A BE T 18 I8 75 Gy
AL RES SR BT S RO

HLA 1, P75 miR-146a 32 5238 1o 410 1i] 90 5]
IR R BE K 1~ 32 AR A0 I PRI -F 6 (TNF receptor associated
factor 6, TRAFG6) FIl 1L-1 52 V& A1 5& 34 i (interleukin-1
receptor-associated kinase, IRAK1) 3£ K , BH W Toll £

AR (Toll-like receptor, TLR)E 514 S, FFIk NF-xB
i AT AL, 820 TNF-o TL-18  1L-6 \ IL-8 S5{12 4% [Hl
T30, A M1 AL AR AR A, DA A A R 5
FETNAE™ . HK, miR-146a 38 i 0] STAT1 34 35 4
TR T 40 ) S S0 BE L R TL-10 Tk AR K
[Al F--B (transforming growth factor-B, TGF-B) %5 4l iy
DRI 1-0- , FHE Bl W 40 i i) M2 TR A, DA TG 4% 4%
SEA IR

£ LA miR-146a 8 14 52 2 1 73T HLH AR
Z: 5 RA W AIE 45 5 B AR , HOR AU RA &0
BIL AIF T 0 2 00 1 B L, 0 RA RS HETR YT
5B AR ST SR W 0 I A TR B T A Y
Jili)
1.3 miR-223 miR-223 J2& 4 £ 40 S v ik HL
HEA 5 BE DR SF I miRNA, HHE RE 67 T X e 8 1
qI2 0 s, BE S5 A0 M- B A i o1
KL S5 4R S5 R W) 2k R RA SRR AP Il Ay
B2 Z1rh miR-223 AR I i T AT, 1X—
Fik 22 578 miR-223 AT RETE RA B9 ik Jié vh &
AR S AT R 78 CIA B AL miR-223
ik LA, FLE 3 UTER miR-223 12 38 ) 2036 6
AR, PE— 2 HE miR-223 W[ HES 5 RA K JwbL i
AR o

BLHJZ T, miR-223 1 i 22 i 42 B ] 3K 3l gk
ML M1 IR A . TS, miR-223 REAS AT A e
Z K ¥ F% {7 T 8 H (aryl hydrocarbon receptor
nuclear translocator protein, ARNT) i) 35 7K, i Bi
75 B 12 %Z MK (aryl hydrocarbon receptor, AHR)/ARNT
3 5 2 R PR g A AR AR R R A 0 5 [
A5 50 AHR/ARNT 3 #5375 T A S A0 o 28 D1
37 55 Notch ] & FH 3 (neurogenic locus notch homo-
log protein 3, Notch3) =¥ (Notch3 - & n] #fi] M1 ¢
1b) , #E— 2D i B M1 AR 20 0, e 4 4 2l 1 I 4
Ji0 1] f2 58 1) ML BRI AR R T M5 T 4 A
JE A miR-223 A ELHHE [ $ ] 1L-17 320 g B O
NF-«B {5518 6 A0 97 ) 42 , 3 30 TL-6 S5 e R I 5
1o A IR, T TL-6 AN S0 T JIE 58 AE A8 B B2 A0 Joit , B ik
— LUK h M1 Y g 4 A AR B e 48 IE I ISR
T AN 7E T A miR-223 [ b AT 5E A R
B Z A K A F 1 (insulin-like growth factor 1, IGF-
DA S9800 IL-10 42 1, 107 TL-10 S 4R 1 0 240 M2
T A B 2y 1, X RS AR AT RE s I 55 M2 LR
W 240 LR AL , S BT AR A P >
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25 L RTIR , miR-223 38 1 45 22 A% A 5 3 B
I EL W 240 B A A A7, fi (AR 28 3500, fin Al RA AR S
S4B, 0 RA Z bl i B2
1.4 miR-21 miR-21 &N T4 17 5 RO
YRR 1 1 3L NS, S 5 A AAF BB R AE I
YA E A Y B . HAE RA P R IRFE S
JE ST R RA BRI miR-21 635 i,
H 55501 8PP 53 20T R 5 S TL-6 7K P 2 1E
A2 5 SR, 59 A W 520 % 0L oft 3 R i B K 7
I T B X REZH , FL 5 IL-6 \ TNF-a 2542 48 41 i [ 1
eIk MG . (EAS T B , 7R 432 0 2 i
FIRYT I RA B MR AEA T miR-21 K 2 F
B s AR KT sh AR L 5 BT R IR Y7 0 [
FELER YRR

PURIBFZE )2 18, miR-21 52 B[] PR . BT
RITIE , miR-21 5 TL-27 Be &V FH I, n] 345% STAT1
TR T R B A0 AR A S A S i T A E
0 R RE AR 5, IR HE N A0 i 1) M2 R B
652, 7E RA /N BB RS e 1545 () 78 5 1 400 i R U5
() 40 I A AT 5 3ok A5 33 miR-21, 3 -+ — 5 iz
i s i XN 4R EEF 1 (ten-eleven translocation methyl-
cytosine dioxygenase 1, TET1)/ Kriippel £ [H + 4
(Krﬁppel—like factor 4, KLF4) i % , 3 /b IL-1B i
TNF-o (R RE L, DA T 4FE BTy 1 038 448 e 1) M2 U A AL, 410
G AE ™ ALy T, miR-21 A 38 e #1300 ) Wl
fitg ) 5k 1 & H [R5 4 (phosphatase and tensin homo-
log, PTEN) , fift [% X} PI3K/Akt/NF-xB i % i 3 i , if
M55 IL-1B  IL-6 S5 4 Rl 73 Wb , A2 2F 5 s 40 g
f] M1 B AL

miR-21 X G2 i W Y o 4 B WU M, HxAE
FHAZ AU IR P B B V4 380 % S A R B 5 ]
HAE AR TR 45 G BART 500 i o MI7EAS R 05
HmiR-21 FRIX A —2, 5 A] GE R AR A ARy
Sk \miR-21 MR 22 5 P IR 2 5 e e e o e L 5
B RG22 5 SR 7 T2 o P, miR-21 AU
RA RAE 5 G y3 SR A o 265 v — A 31 2 1L 20 1 9 IR 4%
5L, FL I RE A T S {4 s e B A
FERFF ARG W T TR T2 —
1.5 miR-124a miR-124a J& T & B £ 5F Y miRNA
FI% , NJE miR-124 t 3 45 K 4107 55 miR-124a-1/
B3I, RS M RGN KT SAFIN EER
iE AR R A5 B AR v R A
ERPY . 7€ RA B 1 miR-124a RIXK T OA &

KB B, #2718 miR-124a A] RETE RA %5 33 i o
RIEVERE

ML JZ [, miR-124a B 4% 8 [1] TRAF6/NF-«B
p65 {5 54l , #W ] STAT3 A F 19 1L-6 {5515 5+ 5 [Rl it
Al H ) BEEE E A 4h A [RIRHE 2 A 1 (zine finger e-box
binding homeobox 1,ZEB1) %% 5% [K -1~ , BHIKT - 10 21 Jfd
A AW M1 B AR AR R, b
P4 miR-124a J7 , TL-1 . 1L-6 F1 TL-17A 25 45 [ 1 4635
BT IL-10 F1 TGF-B 2841 48 [ 12 18 i, AT
i M1 RIB AL, 42 DE M2 SR AL (AR TR,
F 5T e 18 B AR 1k 5 SR I miR-124a £ W)
A, AR ] TNF-o IL-6 . STAT3 25 2280 5, 945
B 5 A0 R A, DT B 2R E RN, 3K AT 5%
WARIR T miR-124a MG PREL AL 17

25 LAk , miRNA-124a 78 RA Ji5 BEIE AR Fh 493 73
FEEPEEM O, LR IE IR B A E IS B
PR X 4> RA 5 HA SC T 50 , 303 i 2 2 IR 4y
TM%S 5 RARHS R . 56T HAE RA R HLER Y
Y B B H R miRNA-124a A S 4 RA ¥ [
TRYT I IR A
1.6 EHfhifE RAFEEAMA miRNA T4k
AR A BIBETE 3878 T Z2F0 miRNA 3l 1o I8 5 B
LS5 RA B HIE R 09 o FHLE] . B,
miR-33 YE 4 NLRP3 &4 /IMA Y 1 1) 38 57 [R5, i 2k
PEHE TL-1B A1 TL-18 43 WA 3K ) M1 Ak, Jin 55 98 9 S
4, miR-486-5p 76 RA M % s 323k , @ 1 40 11
E26 5% 5% [H ¥~ 1 (E26 transformation specific 1, ETS1)
{2 E TNF-a IL-6 435 , il 8 48 5iF > . miR-23b
T TAKL 454 45 1 2(TGF-B activated kinase 1
binding protein 2, TAB2) \TAB3 Fl IxB 3 /i o.(Ixb ki-
nase alpha, IKKA) i) 32 35 7K, {2 #F TNF  IL-1B A1
1L-6 4L B 7 (4 4300, AT A0 461 T NF-xB {7 5 3 1t
(AT, R LG 22 A B A5 300 2o 38 0% SR A 1) A
ToIR A T B WA A IR T, DA ] g , (0 H AR
RA 77 Hp 1 2638 T 9, DU S 3R i i,
WRAFFE 45 542 7% 22 Fh miRNA 43 7] BE i 2 5% i 4
K ARAE KT 53 , () HE A ) e 4 i 1) ML TR £k
fR it 1) M2 U Ak, 2T 45 RA W R 8 S0

16 RA B FEEFR T miRNA i 24k £ )2
W 22 255 5 RA B W4 fud (b FE . M
PR R GP0RAT 510 B RS AR ), BN R4 fb 3R 73
) Bh 25T 45, miRNA i 22 AL Rk 5 oh e Bt
Hh P A R S 5 A AR TR, SR [RDE A 24
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P I 28 HE S RA i BEIERE
2 RE

240 L M1/M2 B Al 2R i 2 RA g B2 1Y) T
SR, FL TR Rk BE S E SO SR B A ek AR
miRNA 3 i3 2 80 25 P8 4% 2 5 15 W5 400 i o % B
b, 33X 48 miRNA 3 2 #0 [) 20E {5 538 % e sk R+
85, B AT M1/M2 #5 AL -, 35 F x4 Ak RS 1
T, 5 T W A RN D RE L S BUR R T
1) 2 2 OB T L 4 TR 1 4 43 0 52 R, DA T 70 B
FERQAS , I 02 RS AR Il B O B B B AR
ARLER R GREL T RA P WA AR & miRNA 4 A
Yok, B SR T miR-155, miR-146a ., miR-223
miR-21 .miR-124a % Z Fh miRNA 18 12 4% 5 140 i
M1/M2 B AL 17, 2 5 RA S0 F I B 5635 i R Ay
S FALH . B BESY AR P A miR-155 Al miR-
146a, Z5-G B AT IVE AL I R G I B 2% M B 1 v
J1 B FEMEHT A miR-155 ] B2 H b i E B Y
A3, A A U A% 0 % A S fb 5 ) R T 4
J T B SR AR AL -4, 7F RA BB 3% b i 33k B 5 95005
TGS BRI R B 2 DDA OG0 ) T RO B A
JUEEE X B miRNA 45 NF-xB 38 #% 59 L 2 FF
B Z AR H X SE % NF-«B 38 ) miRNA 2
], 76 RA 20 A fb ik A rp 2 A5 A ZE B R0
ROV B N S AP o BAERI, R sh =

A, 55T miRNA Y50 )36 97 SR g O 90 o
TENGIRNE . SR, M a0 0F 78 A7 7 SR BRI L B %
RA AR B Bt 05 200 B AR AR S 22 miRNA 5535119
BN W A 58 A B T L, miRNA 1 41 A 45 5=
PR TR I 2280 55 R 0T RE T BN RN, T i — 25
efbid ik REMA LR MY &5, Z28WLHIF5
ST UM s sh PR, 5 NS RA s BE A B 25 57
Al BESE M 25 B Ak . RO T ZE IR A B 58 K ff A
ANTA] RA P A58 K g N HP s 25 5 S 1 A mi RN A 7
FE M2

3 BE

RA #5400 P 2% A 2 9K 8 18 1 R R A5G
TR EZE R, T miRNA VR 7 5 5 4% 1 B
FEO T A A 4 SORE {5 5 0 RS SR A1 )
245, SN MI/M2 AL . A SCERAR TP Y miRNA A
A0 B RA Z AL SR 08 T8 LA, to o I A4

VAT RIS SRR R . LT miRNA (19T HFBL (I
BEHAD) A0 500 B S0 I R332 R B8 ) FE I R /i F 5%
WL S T K, 1E LI DR B AR AT T 7 IR 3eb 2% 2L
R M R S R SR . RO ST N A A
L 2EH AR B IR BLAL AL VR A S# AT miRNA-F
I 241 6 B P 5l 78 RA AN [) o B3 18 TR 8RR A, DA B
RA RS TR T AL R i ek . i 3 iR
A PR miRNA /9 VE FHBLH , 47 22 0 RA B35 Ok B
OIS E N vk € S (AW R L - RA CR T - 194
5 .
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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 progres-

sion. Recent studies demonstrate that microRNA (miRNA ), as critical post-transcriptional regulators, can partici-

pate 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 po-

larization, and emphasizes their potential therapeutic value in RA.
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