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miR-217EEXE M X T R P HMER & Rt R iER

FERA MXE E—a' FRK wlE EFP
(ZEM K EZE S — IR RS 2B, 221 730000; 2220 K22 55 — B2 B B 22 M 730000)

= FRGR M £ K (rtheumatoid arthritis, RA)Z —F 9% B K BA 69121 § & %% ‘EU%J?’J VA
F. RN R B R ATARMEIRE HHAE, RAMIE B B 2. iz k AR E RS
FMET EHOMEEAAEERE. mRNARILF R R % 693E 4 ARNA, m;um@igﬁz;ru;%g
HRYRETEEA. #5 ﬁﬁ%iﬂfl , mR-215RA K ALK FEWAA. Bz LHAmiR-21/£
RA P 6915 i U Bt R AT 42348, 4F A HUh] £ Z miR-2138 12 5 IncRNA#9 48 ZAE A, ¥21%) SNFS.
TET1 A 48 X155 :Jg\(Wnt PI3K/AKT. JAK/STAT#=NF-kB)k#445RA, § & AmiR-21 5RA
B8 KRR S H B ARAG S T7 AR k.

FIE BKIEMEIT K miR-21; {5 5 $E1H); IncRNA

The Mechanism and Research Progress of miR-21 in Rheumatoid Arthritis
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Abstract RA (rheumatoid arthritis) is a chronic autoimmune disease of unknown etiology, which is char-
acterized by multiple joints and symmetrical damage to the small joints of the hands and feet. The pathogenesis of
RA is complex, the course of disease is long and the morbidity rate is relatively high, which seriously damages the
health and quality of life of patients. miRNA is the most studied non-coding RNA in recent years, which plays an
important role in the physiological and pathological processes of the body. Many studies have shown that miR-21
is closely related to the occurrence and development of RA. Therefore, this paper reviews the mechanism and prog-
ress of miR-21 in RA, miR-21 mainly through the interaction with IncRNA, targeting SNF5, TET1 and regulating
related signaling pathways (Wnt, PI3K/AKT, JAK/STAT and NF-kB) to regulate RA, aiming to provide a reference
for the related research of miR-21 and RA and provide a new strategy for the diagnosis and treatment of RA.
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S PAERGNOR T ERNATFIRAS. HArTd RA
MR IT E B R BURIB IR TT, (HEATH & 2 mlE
FH &S E S RMEY. Ak, RAK S HHZ RN
Tk HUL, B Y55 ZdE— DR T BHRAK)
RIFML, F-HRF 7 B S R B e () R 2 Wb 25
YIRS TE (R T HE A5

miRNATE HL A ) 2 il A 38R0 95 38 0 72 Al
REMEHD, JCHRAE B & e o . IRt
FRY], miIRNASRAM KL R EHVIMR, 251
125 3L 24 A JR A T I 24 Y 1 38 5 e A e B 6 4
Az PR EE RO, R, AHOCmiRNATR A 7] BERCH
RARIA 25 BRI W 75 T br S B AE V6 T7 ¥ AL
WF9C R I, miR-2 12 4 B i 1~ ) 25 8 35 K7, W] LA
VST M B AZ 3G 0. — TR 78 R B, 115 T4
Jfd(regulatory T cells, Treg)fERAE Z H I R £,
HEAEBERWMPUFETAER, 1M Treg/ERAH 1I/E FH 3=
2 5Bcl-2miR-21 1) = ik F kM, 5 — Tt 7t
R, miR-217ERA G IR 3R 1A 7K 7 2 35 PR AR, T
12 4 40 M [ FIL-17. IL-6. IL-1B. TNE-afIIL-22
RIBEAFTE @, IR HE N miR-217ERAM) K A K
JE ik R A 2 A, HLEVE AT DUONRAT TR
12 W B G BOR T i K Ay B . DRt AR SO
ERmIR-21ERA H AE LS Atk R b AT 2508, B
76 AmiR-21 5RAWIAH A T HE 1 5 % OARA
IT B AR SR

1 miR-21{& 7}

miRNAE — Fh Py I8 1 19 2L A 18 32 Th g 10 3k 4
BORNA, H KN A18~24MZH IR, T BLii it i 2 B
HNEC KT (1 77 2R B AH B #E(E FRNA(mMRNA), Jf 4R
I EAMEE A R 3 DU & R BE AR SEmRN A BL
# BH i BEmRNA T 12, MU 2 mRNA 1) £ 1
FEIBERA G R R R IE 5 3¢5 T304, miRNA
Al L5 2 F miRNA. mRNAF IncRNA 2547 H.1E
T 1 A2 2% 1A 36 R 8 42 ) %, T L3 o 45 4% 110 35 TR R
W% i 22 A B B AR A UIAR 9% . miR-21 FH AL
FEHSEAGASEEH A E T R S 3 TR SR
Sk, R F NKITS ek b, B R, prak
B, miR-21Z25 T AMEGE. s ih. e,
WA R e DL R s 28 I 25 25 A6 3 ol 5 3o 722 11 8 4%,
5B, OIE RGN MR R G
PR R AE R B EZEVIRR, miR-

215 K 18 A i S B mRNA KL, H Rk 52 2
AT TR E) BN AT, I H AT DAFE S e 4n ik
B AR A AME S G 0. B A I T DAR 48
PRS2 1 40 B MG -5 AN [F) 70 A B & M A AN i, 7
WO I AR 7R miR-21 R Sk B I, 7 Sk
R ZH, miR-21) 72 K& TBAM. T4, EWR4
Ml rhVERIAR A BN A SOR AR A o, 5
FH G JORE = B2 PIAH R, 4 ), miR-217E B
2 F PR 2 RGN, T A miRBE AP B4R v
miR-217KF- 2 FELPST & 1] TNF-a ik A K 1
kB(nuclear factor kB, NF-kB)Jf 4452 F |24, X3
B, miR-21 /1K 5 02 5 s S ek 55 FH 2 AETH IBAT 5%
ek, FE G 2 /N RS b FH i i3k 28 A ¥ 18 1 i Joia
/1 JfiResolvin DIVAYT &, miR-21 (¥ FRIE 7K P-ik—
=, R, miR-214E H & S Mg ke 45 %
SRR, WIS G B P08 B R T A

2 miR-217ERAFHI{EFA

miR-21E MR . O I RSB, WE
RO AN B PR S I R B R e Rl 2k
HENEH, 25 740385 051k 40
To WU IR e DA% fe g 7 25 45 A 2 o B 0 A2 1Y)
U200 ORISR B, miR-21 5RAR KA K &
FEYIM R, HHAERAH 2ARRIE. YANGZEDO@ it
T i 53 08 B O A T B S SR IR A RR 38 gk e 2
miR-21 K& &, 5 ELAM L, RAEE FImiR-21
RIEEEFZFK, —TRAZY KR, miR-215E
FE AT LA HITL-6 FIL-8 1 2R 1K, M ZZ fERA 7%
JE R, —IRAZY) LI R B, _F i fmiR-
210] DAY ) 3 RS 48 A= sk 2D FH G 4 M 41 il IR - 4
W, MR ZZRARIHEERY, GONGZPMi fimiR-21
71T miRN ARSI A 73 73] b MR A HP 73 1 1) R
T o 20 M PR T RS AT, AR 5 38 ik B 1 5 B0 38 4 A A
KEAMRIAE O, 4R MHFI4 I TNF-a. 1L-6
FIL-1 R IA = B E W, w24 0 TNF-a.
IL-6FHIL-1 1 360k 8 2 3 [ AIK. XLt s R, o
FIE ImiR-21m] AR O¢ 28 i K7 RE 8, AT
ZARRAM AIE N R4, A5G PR 5256 3 B miR-
21175 SRA R I 20 40 i T B R AIC e N 28
BRI, B E 2, miR-217ERAF B & RIE,
1M HL ik 2  miR-21 7] LA 1] R A 98 9 SN K% 98
ZERAMIEFE
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3 miR-21IFTRARMERHLE

miRNA T 2 J# i 5 A EmRNAKF 745 5, T
P % 3 5 FE R Rk, X EERIRIE . 41 A A A
VIR R B S5 A 2 O E B IAE AN /EAmiRNA
(11— 5, miR-217ERAM KL R JE i 2 e & A vl
RIER, HFE 2@t 5HCIncRNAM EAER . #
Iri] A O H1 22 8 [ S 1 AH DR (5 5 @ B [Wnt. PI3K/
AKT. Janusi B (5 5 # 5 K& s 805 K1 (JAK/
STAT)MINF-kB]2KHF5RA «
3.1 tHXIncRNAE T ¥ [EImiR-211F1ERA

IncRNA /& — 28K BRI 200/MZH R BARIL &
FURIRNAZ T, SAiAEK. 4ifE . 4iiesr1t.
R R T R S A TR B R A DG B, B AR
B, IncRNA 5 miRNA 2[R/ 7E Tk i 35 ¢ &, Bl
IncRNA 1] DL it # [7) #H B2 I miRNA, 78k Z>miRNA
L AEmRNA R 45 &, 3T 2 EmRNA ) 255 5§ 7,
NI ANl sty E X RS

Inc-NEAT17E & Gt M £L BEIRIE (systemic lupus
erythematosus, SLE) & 3 rh 3Rk 21 B2 1y Hoad ik
A (M) miR-204-5p i FERAH B A7 4E FF T 1165 4 i (1) 15
BEL RN 496 PR 40 B IR 1 04 7= AR, B A ine-NEAT 138 i
YT A AR AY T 1 W 4 AR A A 5 98 0E T T
() 98 RE [ REP9; [A] I miR-21 AlmiR-125a /& RA K i
EZ WY bR B2, K, Ine-NEAT 1£E 18 45 4
ST B G A R BB A, BV 3 B E R )
miR-21F1 miR-125abAi 35 4 P, YANGZ5 )y 1
i 7iInc-NEAT1 5 RA % GE & M W& 3. 1697
48 5 e HEARmiR-21 MlmiR-125a2 [8] ) 5% &, @it
T A S S B SR AT TR S SRS 13044 RA R 3 FT60 44
fe FE 2 i Inc-NEAT1. miR-21 /1 miR-125aff) ik
K, S FEAM L, RAEE K Inc-NEAT 17K 7T
¥, [E miR-2 141 miR-125a7KF T B# (£ P<0.001),
1M H. Inc-NEAT 17K *F- 5 miR-21fl miR-125a 5 fi A 5%
(¥ P<0.05); b4k, FHE ) Inc-NEAT 1 5 RA & 141
SHMIYTIE R . CRNLHR E BL R OB 176 30 B PP 43
FHIR(FIP<0.05); /ERAEFIGIT IS FEH, Inc-NEAT1
TERTE1S B R B E R B R N . XK, Inc-
NEAT1 A] DA [ miR-2 1 FlmiR-125a7k {25 78 JiE 41 i
DRI 1R F 88 S, AT 428 1T R A B 57 1R 9850 S B2, T
H NP #)Inc-NEAT /£ — € F2 % E 5RAEE MIGIT
RORARIC . IncRNA GASSTE 2 78 i Js I 4092 14
PP 78 2 A BT, i H O R I

miR-2 14215 55 258, B 70 £ B, IncRNA GASS
FERA F5 3 10 ML 355 B A R Rl 2T 4 A5 3 R 4 i PP 1 322
IR TN, T GASS (s 22 $00 1) 5 400 i 3
PN N DA B A a3k 4 i 9 0%, DONG Rk I,
miR-21RIEKPFIERA R # P 2 38 BRI, T 02 28 40 A
Al FIL-17. IL-6. IL-1B. TNF-afIIL-227KFFt &
Ak, miR-21/&IncRNA GASS5H) B 4% #E bR, iy
BT PAHE— 5 HEM IncRNA GAS5 7] GEi i %8 [/l miR-
2UHFERAM R AL R &, X BT 23 T SR A DGR 7L 3
(RIBHE 577 17
3.2 miR-21IFERAN K EEH
SNF5/2SWI/SNF4L 4 5 # 38 5 & V) % 0 4
Gy 22—, mEARSE, HARIE KR40 M 4 AL i FE
TRFEAARS . SNFSHE AR A B IE 1 i g #f] (R, B
S5 I A 2 TR IR R AR )12 IR R A DR
HUE B A5 BE B, H FTSNFSTE A 5% R 5
I 9 T I U4 2, RLPE [ B G e P s R IR 9
FHXTEE = o XIESFIRE 70 % M, SNFSAR ik B0k 2 A
IL- 1B 23K Al 234, R IrmiR-21 L& HIE I fERA
e AR M. WUSRDN 7 ERmiR-217E fi§ £
B (lipopolysaccharide, LPS)i75 3 [ R AV B 4T 4E 2
(MH7A) % E H O AE F T AEMLE, 83 98 % R Ak
o JE DR 52 7 miR -2 1 5 SNFS FAH LA, TiMH7A
FHLPSHImiR-2 VR4 S 4l 751 73 i AL 3, ) B 1 3
AT SNFSH % Ye 545 98 J5 FHELISAFI Western blot:
DUAF AR 75 X 7 FISNFS A 2R A R IE KT 45 R I
IL-1BFIIL-6 1 £ F R IE 7K 5 LPS 2 IEAH K, TMmiR-
21 5SNF51) 8 H K15 7K 2 AAH 9% miR-211 F 1
3 E FNHISNFS Ik, i K I SNF5YH B 1 miR-21
BT S0 M AR A B B REMA o IX 3R B, miR-
2138 1 P HIMHT A AL 5 I SNFSIE0E K % LPS
PRI 9T B, o] DLSCARATR ST IV TR A1
TET18 [ /& —Fhs-H B o msng SR A0, J8 T A
o R N EE I TETA A . TET1E 2l
IR ) 45 A R 157 -CpG-3° A% 1 R 55 w3 1
X 35k, AT JE SIDNA 25 F AL FE e, 811 4k 77 2 [A]
IR AS R SRR M s AL R A TR,
TETI{ERAH ()R iE LM, phat, B hKLF4)5
T HIDNA 340 S TET1 3 1 53 R A 0,
‘B8 (8] 78 5 T 41 Bl (bone marrow mesenchymal stem
cells, BMSCs)iff ik 7 A 20 i &1 3 6 SR I 4 515 26 11
=V B B Y g e S R PSR K TR B |
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S SN T PR 7E BMSCsHTAE HI AN A A miR-21 5% 1
JIEE 240 L 164 5 R 98 3 [R] - 3R (1) 52 ), I T BMSCs
FmiR-2 105, 25 FL T8 20 i w1 98 0 40 i S 7
TNF-afIIL-1B4%: 3 & if; qPCRAI & [ i Bl 2k 43 H7
o & BETET IAER A/ BR OG5 4 23 i FE R0, X
9 E B & R BmiR-21 1) i %14 . 2 {0 H| TET1-
W5 3 B 51, ThBE il & B oRmiR-215d A
T A0 48 5, T TET1 i 26 3k M 4> #K Jl miR-
215 RIEIAE ;8 55T B 23 A R il 1E /S B AN
RA/N B 65 40 SR KLFA) R IE 55, AR 7R
KLF47ERA/N RV R TTH AR R IE T, sk, T
WTET1 '3 3KLF45 R IA R B E T, MKLF4[1
I R IE W T miR-215d Rk FI1E R, X s 3R 1,
BMSCsfi7 4 B #h i 48 HmiR-2 138 i 8 [/ TET1 LA
HIIKLF4[ 1K, MIMZZAERA .
3.3 miR21IFERAN T EESIBERK

Wnt{5 5 18 B 54 i Wnt/BIE A 85 H (B-catenin)
. Wnt/PCPIlE B FIWnt/Ca? RS, 5 £ fh A4 K
FH O B A R B R 3 ) AH OGP b it i
] 5& Wnt/B-cateninf5 5 i . Wnt/& — Fft 43 04 24
HH, SR F R 7R G i E (frizzled, Fzd)
MR B2 R B 1 S2 AR AH R B I (LRPS/6) RS & 2 Ja i
L Fzd RILRPS/6iH 1 24 DVL(disheveled) 25 1 1] i
RT3 T B % e R 5 I AXINT-GSK3BI A 1, M
T4 AN P49 4 i 111 B-catenin £, 1A D 53 A i M6 4%
B0 M AZ S AH S HE L (R [ RIS, B 7R I, Wt
55 B AERAN R AE TR R e M B A AP, A
ifmiR-21 £ Z8 % 1E B 7fERAH 2 & B ZAE ™, LIU
N TR ST miR-2 172 il i Wt/ 5 00 4 4%
RAI R AR, K430 H K BR 3 o) B 4 (1 72 KR,
n=10). BAHRAK BB, n=10)FMMIRHRAK
FBE AR B miR-2 11895 25, n=10), SR J5 K TR R
DG RIGHO E 005 5 5K A W 5% ) BL(RT-PCR)
TR B 1 BN IZE 45 7 105K 43 M 45 2 /N BROTUR AL
KRB MEARIBKFR B 2R,
MiR 4 % i K7 TNF-afITL- 1 B2 ik 7K P e A 4 4 5
=N FE, B AL A () 28 0 R T R ZH FIMIR 4
5P R 2H b, AR A B 7R PR TR AR A 0 I
I B 38 0, T MR ZH TR AR T 5G4 98 38 A B & /1
TRERYZH, 17 HMiRZH TR FH B A % G i ) (1) ZE K
B/, Ak, MIRZLIIL-6. IL-SFTWnt{{JmRNA
FIEIKm TR R, IR TR . X R, iRk

fImiR-21 7] BE I8 1T N 8 Wnt{5 538 B S 410 1 IL-6 A1
IL-8 1K, ISR MAERA ) 98 RESEIR o

% M Tk LIS -3- 34 (phosphatidylinositol-3-ki-
nase, PI3K)/& A5 BB 5 I 1 A 02 22—, B — AN
I FE (p8S) A — MEAL W FE(p110)4L . 4L A4 5 i
ZARGE GG, ZARBGEpSSH I ZEp 110, 2 {1k i
PN 3% T ) 8 M Ik LI -4,5 — % % (phosphatidylinosi-
tol diphosphate, PIP2)%E B 5 It VL B-3,4,5 = 1 1
(PIP3), PIP3if — 5 0 AK T R 1k, p-AK T w3 it
T I A0, 2 b G AN 5 S5 TR -, DT R 4 440 L 1) A= ) 25
17 R0, FENGEE P FE K3, 75 8 55 (Art)id
I PI3K/AK TS 538 2% oK 22 il RA K BR 28 9
JSE S 0 TH A B O TR . 1 2 BT AT AR B, PIBKY
AKT{E S SRAM R AR EZYIF RS, [
FE, miR-21 L2 4 1IF B fERA S 35 51 4 U39,
GONGZ: 1)y 74558 miR-21/2 7738 it PI3K/AKT/E
5 IE R A ERAM R AR, IRAH 7 25 4T 4
41 M B 7 JE 41 i (fibroblast-like synoviocytes, FLS),
A58 FH 90 #61) 750 400 1l i R-2.1 F) 32 3k (410 il 751 41 ) 0 A
miRNABL ) (B ) B miR-2 1 (1) 5 3Rk, SR )5
T8 B E A3 A AH DG R 1 R D 45 R
i 771 2 I TNF-00 TL-6FITL-1 1) 3R 8 7K - i 25 1
I, TREAZH B TNF-0. IL-6MTIL-1 %% /K F &
Z F&AK, R Bel-2. PI3KAIAKTI ik /K F T 1
FONZH A B R 3 o, T E A R U A . X R B,
miR-217] LA i B PISK/AKTAE 5 i #% 52 HRA
RIFFAMIET: . B — W 7B R, miR-213# 1T
BWORPIBK/AK TS 5l % 2 5 RAM KA K P

Janus¥l (5 554 5 S L S BE R F- (JAK/STAT)
FoEEEL M RE T ITHRNGESESM
KEtmk, > H5AMRMIGE. k. T DL S
WSV 2 EE AR RS MR T S5 A
IS () ARG A TG 2 5l i S Ak R Ak, (E 15 5 24648
PR P10 A KU E8 To A T 4D G T Tl A A P v g v
b, iEAL G B JAK S STAT ) SH2 25 #4380 45 4305
STAT, #¢ 0% FISTATHEE H LA — B AR i 7% ik A 48
JHAZ P 5 R R 25 5 T o 4 2 R 1) A 3%, AT 1R 4%
AR AR 24T 9. SR B, JAK/STATYE 5 il
T RA R A R0 R e 4 28 % B LI A O, ]
I miR-2178 /ERAH L %5 8 24 A%, YANGZE
N T FmiR-2142 75 38 2L JAK/STAT(E 5 38 #% K 1
PERANI R AR IR R, d8 it B 1 5 B 25 F0 52 P PCRVE A%



FH PCbR S

s miR-2 1R SR KGR 5 R b B FE WL St st e

287

STAT3¥H4k . miR-21F1 Bax/Bel-233k , 51 HEXHE
ARG, RA S ML HF AITL-347K °F %% &, HIL-34
ACEEmiR-2131A 5 535 IEAR G [FIRIL-34 1535 %
& TFLSI 4 )H T2, 8 H i B2 i 7R p-STAT3 &
IETEIL-34_F DL 7 & 4 i P 7 B 2 384, % HLFLS
HmiR-2158 1A tH &y 11 STA21(— FRSTAT3 47 il
FNAH] 1 IL-3415 S AIp-STAT3 7% 1L FimiR-21% 15 .
XM, IL-3438 i BOS JAK/STATYS 5 38 1% ok i 3
miR-21K 1L, MITEMFRAN JRE XN . 55— T 5T
F ), KRR IA FmiR-21 7] DL i ## STAT3 1) K 1A
FISTAT3 [ i 2 A4 oK 52 M JAK/STATAE 5 18 % W,
T GRAR AP i M DR 48 1) 98 i e 160

NF-kBJ2 3 4% 4 i % 5% IRl F-Rel e i 7 2 —,
tHpSOFIp6S N A A Al 2452 B TNF-0f% 5
PENE DR LS SR AR 4 A1 i BT, TeBBE B MpS0/
p65/IkB 5 7 = A4 i 55 ok, ATINF-xB13 DL 2
#o HAZ e 7 51, AR 5 TR M4 B 5 N 4 A%
L 1% NDNA IR 5 7 FIARSS &, TS 2B 5
FHOCHE R 5% . IR AR LR I, NF-«Bf5 S i@k 5
RANR A B )AE B+ ] B miR-2 178 fERAH 2
% B EAE U, CHENZES) 14K 5T miR-21 M RA
(IFLSHY 58 1) 5% i J2 F AL, RA-FLSHI IE % FLS %>
531) JF3 18 995 B (PTmiR-21 5 pro-miR-21) & 4%, ] T-miR-
211k Rk BRI, JE A 5 B R FIMT TN 52 P
il 3o 2 & B il miR-2 15 NF-xB7K V- FIFLS4H g 38
VA, 5% HEZHAH b, miR-21 FINF-xBYERA-FLS
HROR AN SPURA X REALAR LG, RA-FLSH miR-
211 T Y S50 & FINF-xBIK - F1 40 i 389 5 % 5 3%

Lnc-NEAT1
IL-1 > @
L6 @@— ¢ |
TNF-o 23 PI3K/AK\ {
miR-21
: i,,,,/ .

1L-34 JAK/STAT
IL-1 &>
L6 T —

TNF-o 23 NE-xB

I IL-1B CRP

IL-1B

L-6 < )
SNF5

/ (CAVAN o=
TET1 KLF4 ) PGE2

N

A, 17 1F 5 FIFLSH fmiR-213d # 5 S B E A
NF-kB7K P RIGH 36 58 25 5 1 hn . IR, i RIA
I miR-21 7] LLIE i e FENF-x B/ 54 5 1) 3005 oK 1
FERA. AN, (KEEmiR-2 1@ i 5 MH7AZH il &
o EH SNFS3E INF-xBA 5 18 i, M 1 38 5ELPS 75
T JERE LT

4 RESRE
25 F TR, miR-21/ERAR R AL A 4% 1

HEMEH, JUHZ REHTFIESE [ miR-211) 1 ik
AT CLGZ fRERAY 20 N, AT 22 fRAR) R 1% . H
AT C 3 2E B RS2, miR-213 B85 5 /0 2 IncRNA
(A ELAEF . BT SNFS AR 5 AH 2G5 5 I8 % (Wt
PI3K/AKT. JAK/STATHINF-«xB)¥ {5 RA(K 1).
SR H BTmiR-21ZERAH (AE R WL AR R B =, 38
I YA A R AE T 3 B AR G B AR R TR S RAA) 7 £

KBS RIGE, RAF S FmiRNA Z 8] (40 BAE H
IR 5 EEASKHR AT T o

H Al A FHITRAMPLIRE AW A E 2 A

s, T HANKS ot 18 Y) T EEFRTRA L E
2 EIG T S8 5 . miR-21FERAM K AR JE b &k
7 ELZER, C4& SR H E SRR /), H
A& HATA R FOA XS BE = o PR LR AN MU FimiR-21
FERAH A LA, BT LLKS A 1) R A ) & B,
HNRAWI TR A6 F- AR, 50 i 4 B RA R
HREE RN E K. B2, miR-21 1] 1 NRARG i
(1) BRI R R, NRARIZWI. 1897 FITUE 7 Sk
HUER=Ep

/= TNF-a

SO0

— E— IL-1B

O 1Le

CS IL-8

D IL-1
—— D> IL-6

[—] -
Wnt/B-catenin R

—
e

Promoting

Inhibiting

E1 miR-21{FIFRNXEME X T RIHFIRER

Fig.1 Schematic diagram of the regulatory mechanism of miR-21 in RA
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