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Sp K miRNA ZEEKGERT XA IERI G FBERTI=

RE, HE¥E, T8, T4k
(BRMHER KIBRZER, EK  40002D

WE . 2 R (rheumatoid arthritis, RA)JE—F81E B S Ayl PEg e, ol S B RIE fIZhREe 2k, t T & 409 1
HLH A M B 7 1 2R 30 MR YT G RT3 R A N EIBR b — EFE R R H RTINS . A iFEd R, Sh ik &
Hi &Y miRNA 25T RA BAMBHLEH . SN B A& miRNA VER RA 12 W0 09 4 9 6% 35 90 DL BORS i 00 A 88 1] 34 97 19 12 8 T
AR E RS, SNSRI miR 25 Wik ik 2 — . BN RAVEYT BT k. 4Rk, W50 x40 i ik
miRNA 7E RA J 9 FI#E & i 9 7 LR JT TR AMIBIESY . X7 IR 8 T MK miRNA 25 RA 4E FIPLHIBF 908 . IF R
FIAE M PR v v AE 1 L AT S

KR AN FERUB AT R B/ RNA; AL JRI7 R Bg

FESES: R392.8 XHRARERS: A TEHES: 1001-2478(2025)06-0728-08

S &5 & (rheumatoid arthritis, RA) &&—
Pl A B SR VRS . LA P 5G4 R DG B IR O
fiE, JF R RO AN AL, HE RA BB E N
0.2% ~0.4% , T B A1 SE P [ 5K 10 2R R .
mik 1%, HET RA 76 B WA & F XE LA B iR 1
— P . DRI . TR R B i L R A A 40 Ay T
PLHIA B) THE RA B3R YT i AR £3 . BOR 82 (13 4l
T, Mo TR E RA MR EME PR E
RHAEH . fE4 IR S F 3 F5 5@ B8, miRNA
FICTE M2 7 RA KL R CIER, 152
miRNA R K& RA (AR B B, A0 i iR 2
— i El A0 L3 WA Y A OK R, B R S R AE Y
WP T AHE miRNA, X428 miRNA 76 21 i (7] 38
{5 B Rk h Iyl HE WA A, £ RA S
H B e YE i, S I IR miRNA & #8 ¢ 3 AE

s S P 1 R AL RN AR R AR SO A U A
miRNA TE RA A L v 4 T 5 b v 7E 136 97
YERHEAT T 4 0 0 A FLZR 3R . AR 2534 O A1 W 1A
miRNA YER G RA KRG T HE 1) —Fh T By
WA YT P AR S T A U 1 I R A

KR EHI: 2024-09-07

ELTH: BXHRB IS (82104848); KT H R B2 4
(CSTB2022NSCQ— MSX1250)

EZ® A KEA9SI—), &, Wit BIEEEN, TENFHHE
4541210 AR 19 2L Ak 5 I R AF 5% TAE

BEEE . A4 (E-mail: wm351311291@163.com)

FILAT, RA 5% 3 6 97 7 58 0 16 0l % i &
Ak 8RBT R BUR 25 . S s 400 3R AN AR Pkl R L AR
M, KEZHEFHLETEIFE, A FHELER
2y, A TRHREKBIHZ, BE A S L2 M2
IR . BARIEAER, RA IR IT kAW
K ARSI RE A A B E . B2 R
HXTEE IR TR A V. HIk, R RA W
BWIAR R . R R L RN BOR T T R R X
U R AR A DR O AR R, SRR R RA Z TR
WEMME. B, SMBRTE RA (W % HLE
e E S EEAYMEF . S 40 18] & 5 RS T 58 e
) S FEA T . B AT R 2F 40 M 2 ) 3 A% 1 B R 6 RS
AT, U, AN AR RA A M B0 AW hn 59 .
G UAMAS ) FTH A A P RBE RN A, JE A B
BRI S, & H . mRNA fl DNA A B, %
LB {5 (1 9 4 45 B e S R IR R L 9] 0 28 440 i 2 ()
AT JR AR B A 40 . 40 I G A Al . R, Ak
WA RA BAE KRITIE T, BATALAT L
YERIRIT RA BYSEFR, i T LUAVE R 25 9 i 2% 414
AT BE A% A B X6 IR 7 X BE PR

1 4pihfE miRNA B #E R

AR SRR VR TR AR 9K L, AR R/
7 40~160 nmCFEH 100 nm) ., FH 20 P9 36 1 jE
PR A 5 20 i R 5 R T B A B A A . AT D a4
W 22 M A WK A 1 X 2 AR A M 1 45 100 AR ) S R
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A FRAS AT PR AT L RS AN IR, SR
AHZMA . A3 DNAL RNA . BRI . 1S9, M
JEE R0 R 3R T A L T LA AR S B
A8 HMIAATT B 41 R R) 58 A5 Y SCEEA , JRE
BRI G SRR YT 43 F TR A . 1R 2 58 R B A ik
S5 GNE L B, TR AE 7618 22 599 1 & 9 B o
RVEEEAER . WR . 2 BB IR . J8RE T I
RA A iR A7 M50 56100 BeAbh, Sk 2k
Shy 448 i () 3 A (%) E LR PR, e R Y 4 M ] )
ZHE R Y R, R R G kP L
EARVE R SR, AN IR IR 78 50 1 T 32 M 14 9 ity
TRIT R M A I A LA A v A R E M RN R S
WAE R E A, PERPUR, 16 b BT 2 40 i
REWT AN ML B f 20 B AP LT, A% TLR &k, 1%
# miRNA . R F . 8 A LA i 8 o5
S5 RA KRHILHY .

miRNA 2 —F 936 4 1% RNA, KT 22
MR, T 1993 F BRI, BAMENEH
FIR MR ML s T R G CEER, K
S5 EE S ARG . TS 2 M
Pt R0 BAITL 3T Dicer BN T )5 A= 6, REW% @
i 55 mRNA FEFPE RS, 51 mRNA
V14 o ik i 3 00 o) JFL TR 8 DT X PR A7 3 SR )i
ISR BOR B RS R, TE AR A
ELKEMT 15004 miRNA, B feiHiEE £
K= 22— A2 mRNA, 78 RA fgs Z b
miRNA R #HEZ WM T REEH, X35 T 4
JL . B AN R 20 A Y 43k 5 R D R Bt D
P25 Z R4 E . 5
miRNA A, AN miRNA B A B LAy #, H
FoRET, BEH THRET miRNA & &, Jf
HHEEAEREIEA A BA R 5P miRNA, X Af
AN A miIRNAF AR miRNA 2 K 8 A4 3, 4h
WM R R B 25 % miRNA 4% 30 7] DL 45 40 W 4k
miRNA BEFLE . /D miRNA AYREMED . it
HMIAR miRNA IE7E B 58 RA HLHI & G 97 1)
B AT

2 M miRNA 25 RAWEE, KB

T miRNA 2 5 JL-F i A B Wy ook B 09 98 75,
A4 RA BYSE SN . 4 B A 3G 58 . W T, il A AR
B BRE VR T R A0 R R AR AE L fE RA R R AL
il A 5¢ miRNA B HF5E £ 2L T T I miRNA

A PBMC miRNA, i Fh# R miRNA #5838 Ak
TR,

2.1 SMiE miRNA SRERM SMLE s )
i 25T RAE UM AR B AE AR G g bk
20 P O T L A R B R A L B Y 5 s R
A B A T 25 P 20 ke VR 9 AR W AR miIRNA 7E
RA R RAEHLH & 4546 % REOFE .

AL R miR-6089 W] fE i T 6 5 B W 40 i AR
THP-1 40l P i) TLR4 {5 %, BLAF LPS ¥ S %
PERF B = 4, G TNF-a, 1L-29, 1L-6, # &
miR-6080 Al fig B % THP-1 40 g /Y 3% 5, % 37
LPS/TLR4 4 T (Y R AE SR . TNF-o Jll3#4 1) 5
WA ZE K F B miRNA, 35 miR-155-5p. miR-
146a-5p. miR-323a-5p Al miR-1307-3p & 7 RA #
HHBABL, 7EiX 2 miRNA ', miR-146a 7 RA
BAEM CD4T T 4 B3Rk, T JERIKM miR-146a
W IF M Jurkat T 4000 Fas MG 7 1 311,

ELREANMIAE RA B9 & i HL I v 6 = 224
W20 i nT 20 3 g P RDAS [8] B R AL, B O M1 I
M2 E W4, M1 B i B e AR, AT
FEH: TNF-o, 11-18, 1L-6 A1 11.-23, M2 E 1§40 i
Z 57 RAE RN IR . RA P 5 M1 FIT % M2
FE 0 A48 A 3% 2 ) A P P B0 R R R A B A
B, B BRI, M2 BB A MY 05 A2 Ak M2 4b
A T B [ SR RE FB A T 2R B S P R R
IV 240 Jif A0 36 A o miR103a B /R 2% 34 1] 3 i~
JH4i A% P 4 RS JAK/STAT3 38 #% >k fin il
RA /)N B S0 A48 A 78, AT e /N B RA 1Y
RAEN,

TR VR VR E BB R 72 BT T 40 A (bone marrow de-
rived mesenchymal stem cells, BMSC) 17 4= i #p ih
R RA A 42 4 4 M I+ 5T 4 )8 /R
(matrix metalloproteinase ,» MMP) il MAPK Ll &
e s ¥ NF-«B jd #% . Hh miR-205-5p 764 I
PE BMSC it A= By SR bR i 3R 5k . BROBURUAR JE 1A 2
(murine double minute 2, MDM2) /& H NF-«B 4
PE I RO R N 2 — , O IR BMSC 43 WA 14 4
& miR-205-5p Af 3@ F MDM2 il fie i 75 5 70 5 47
# (collagen-induced arthritis, CIA) /)N 4 5E 3
gy RATWEIRFNGAE - . BMSC M4 a] LA
W 20 B FD RA KR TL-18, TNF-o #l 1L-18 fY
R L S NOD #3216 55 & pyrin 45384 1 3
(NOD-like receptor family pyrin domain-contai-
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ning protein 3, NLRP3) A # 7% . miR-223 AJ L
I NLRP3 (93K, 3128 BMSC 43 il 19 4h i
IRE PR VE F$EHE T v] BB A9 T IR 42, RS R OR
BMSC i1 A4 (9 4 W AR 45 47 19 miR-223 #2] NLRP3
DAYA AT 90 /AMA I S006 . BTl RAFE S RA /9 7T BB
HIT AN L BT AR R miRNA 5 RA RJE
YT, MM IAA miRNA 7E RA 405 & b I &
EEERIEH.

2.2 4MibE miRNA MEREBASER T 400, 5
& Thl F1 Thl7, 78 RA §94: 3 55 b 5 &
BAEM ., BRIz A, Treg & T 4 Ml — 4> 4,
BN g AT LU Y G % Dy BE RN BB A B A g MR
W52, Wang %09 3 RA AR A AT RLFE AR 4h g %
PR Treg 434k, JLAF miRNA (135 miR-17,
miR-19b Fl miR-121) 78 RA &b W & w1 75 filt BE %F
PN A b o 5, Hoh miR-17 AT LA o 41
G SN N O o o i v e el B NI | I = o (1
Treg %, WFE45 LR, RA SMILEH miRNA
FEIR M AR AT RE A L IR Treg (9 8 R #F RA
M . Yao 55 2B, RUET RA W I AUET 4k 4H
il (synovial fibroblasts, SF) {4 W4 (1) — F K 5%
JE4m % RNA (long non-coding RNA, IncRNA)—
HOTTIP, H 7 RA SF ) £ ik 2 L # 8,
HOTTIPHE # 5 miR-1908-5p 454, 1784 miR-
1908-5p ik, [A AT IE M STAT3, miR-1908-5p
KW T HOTTIP i kX #8795 Th17/
Treg HfSF#i B 520, HOTTIP o] LAE N RA &
H A RBORIT T A,

Z WS C 20 5 miRNA 78 RA & W HL
R EA/EH . Hd miR-146 Il miR-155 /8 &
B N AR R . /N R P BRI #] miR-
146a F1 T 4 Ml 2 W 2 8] 47 76 7™ 3 1 5 AH & 6 &R,
XA miR-146a 7E45 6] CD4™ T 4L 17 Thl 434k it
I EE R RAE . — 25T R B, miR-146a 1E K
T 4frh Thl 434k 72 A9 56 & BH KT 7] . miR-146a
il ] Thl 434k Ak 2> TEN-y %42 % 1 19 43
W ¥ H Treg /509 Thl OB 8151 Y . A2
a5 miR-146a/miR-155 %% 58] 78 i T 410 i
(mesenchymal stem cells, MSC) 3§ (9 &b Wb 44 %
o T VAT RO . & B miR-146a S MSC
SV AN IR AR B T CIA R XK HEE (A 3.
TGF-B Ml IL-10 A5, miR-155 #k— 8 fin T 31X
SN BRI B R A7 AR A G IIL &2 4R v, TL-17 AN

1L-6 91k, HH L miRNA #9H MSC 47 4k 1y 4b
WAMATT RE S HE N Treg AN 4 40 J K 71>,

2.3 M miRNA 5EFHAEMEFK RA M
AR AR AR — Rl AR AR T A B, B
A AT BB B R 3G A RN AR ORE A MR, R
RA vl 8 558 BB OG5 0 308 i SE ko i 787 Py B2 4
il 4 & A F (vascular endothelial growth factor,
VEGEF) &2 5 2 1l 4 & A R Il 48 5 A4 1) 56 4 4y
T, g2 H AT O A E F foom 9 42 i A T A 0 4 Mg R
T MRS 5 RA WA 55 9 28 19 5 2 40 i A
F. B, BEL VEGE ZKF | 6l VEGF 36 PR 2%
il RA a5 b e () S 8 . 1 Z B VEGF & 9
J 4 FAAE BT R 25 4y o i e I A8 A= L BRI 5 R
BT RA W FEIRYY ik,

1E CIA /NRBIR O 2 M8 2]E 3 MSC 4k
WMA R miR-150-5p(Exo-150) 7] LA A &k BHL W RA %k
4 0 346 R 2% . L o A ) R U T i v
MMP14 fil VEGF 7K, Hrh MMP14 fl VEGF
ST LA i A8 A A A, DT S R R R
TR, B fE CIA /N RBL A P A58 T Exo-150
TERNER . B8 Exo-150 Al /> CIA /N IS
JTUSE B I R G T R4,

POV RS LR E BN 161 e
ffi  Chuman umbilical cord mesenchymal stem
cells, hUCMSC) i &1 34 44 7T L4 3@ 23 miRNA 41 il
RA SF By, iE#% Flf= 2% . ey i i 00 P 4G D0 3] 13
A~ miRNA, X2 miRNA A L1 it hUCMSC 3 5
(954 N hUCMSC 2% 3] RA SF. miR-451a i
I R PR B SR L F 2 ] RACSF R M E . 1B RS
AR 7%, Bat CTA KB T RAE 215 2 R L,
XL S AR A W ) IR T iR

miR-200a-3p TEYEFE . P8 T, 4 hE A I 4 A
FEr 2 F I BEPHEAEERE L, A¥ERE
T miR-200a-3p £ RA FAI/E FHHLHl . & P miR-
200a-3p #£ TNF-a 4 AY SF 77 45 #4940 36 1R F1 X
B AR A Gb BR A N B R DK P9 K2 20 8 (human umbilical
vein endothelial cells, HUVEC) 7 {1 23k I 3,
XSSP ABE RS 3 1 miR-200a-3p/ KLF6/ VEGFA %
B4 HUVEC Wi . 222 MM A= B .

2.4 SpiE miRNA S@MEAEE. BT HEHA
Jf ) ack B A S T AR RA YRR T R AR R
FEER/EM . miR-126 1 miR-30a 78 RA & 1Y
A 2 ik g , JF HAE SF b miR-126 5 H
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0L DRI i UL 3- 13 1 55 V. & 2 (phosphoinositide-
3-kinase regulatory subunit 2, PIK3R2) iy ;= 4 &
M, T PIK3R2 1 PISK/AKT {5 5 i i b
By A P EE, A A s KO B9 miR-126 38 o #%
il PI3K/AKT {5 5 i #% o 3% RA SF 1% 34 58 Al 15
srg T,

P iE . miR-124a fE45 ] SF (345 h 4% 1
FEEH, HERHTREHT RARITE . BN
WF5E & B miR-124a 7 RA ACEF 4k 240 fg FE W 5 41
Jift (fibroblast-like synoviocytes, FLS) /) 1§ J7 Fl 14
B, EHEM G B A0 ) 4 L, 38§ ) PISK/
NF-«B il % 4#0 # RA FLS A4 1 58 1 48 5, 421
miR-124a j& RA ) — /N §I & 19 36 7 #0500,
Meng %52 )1t 635 miRNA-124a i A MSC H1 4=
FEAMBA, JE RIS MSC-124a-EV 1 3: FLS 44
JiL 22 AT RE 1 1 40 ST B R g L R e SRR T AR
PRI Z A ML T

HUCMSC it 4 9 #b s /& miR-140-3p 3@ i ¥1T

SR ML TE /W B TR A T O 1, I T AR E L E Ak
BN ZF 4E4L, HBR T RA SF 94 K, T 6%
T RA KRR,
2.5 4Mibfk miRNA 25 RA BB #IF RA 194
fIE S P 0 3 B R AR SE T R ph i R A
RS SEE TENER, 2B PE K
BN EMBER . RA SF 78 RA 28 M B L IE
PR P AL PR B R0 AE . REAE SR B FLS
MR, #E RA RIRALHI T & ¥ EZAE D, R
F X e 4 i fY Ah R B B UE S AT L o 4
LncRNA Fl miRNA i § X W 3 & M & Wk
fige oo,

RA (8 5675 4= i By 48 E R 5 -1 AR08 Y &
B2 B AHEAE A 20, miRNA 288 58
HEP T, IHAE RA W LR ALH & A1E .
NE W B AL 2T miRNA % 2 35 76 95 B 41 g A
W B 40 M T se i B b k4 T E AR, X
C57BL/6 /)N LAY BF 58 L 2 W], RA SF 4b il 44
miR-221-3p MY = A 458, miR-221-3p 7% 4> id 2
R T 2 Y SE , XSS XS] BB T B R B
M FERSSY . TNF-o LRSS S X T RA &
W FLS Ahisfkr, 5 3 RA FLS 19 TNF-o Hl %
B 40 W IncRNA (TRAF1) 4: 1 3@ i I 8 miR-
27a-3p MFEFLH C-X-C FJP @b H 7Rk 1(C-X-
C motif chemokine ligand, CXCL1), WA %% [% fiE

R 20 B AR S, X410 T R 0 ) 38 B R AT RS
A EFEEMCT . RA B LRSS 0068 40 5
fbF 5, 8 A RA FLS B9 SN R H {fi i miR-486-5p
DA RA W E 8 3% . A miR-486-5p 11
SIS S 3 0 B R S R AR R 1/ Smad {7 5
A Tobl {2 HF o #4151k . FEAL CIA 5 510
/N Tobl Rk KM RA AP ™ B,

3 5MibfK miRNA 7£ RA A H I IR B2 B

CL IR AHE . T MR miRNA B2 )2 g
J1 5 eh AR G52 20 0 G 8 A 7 A T A D AR A G g2
J2 7 1 — e 1) B & A h B E AR R
O 22 ) SCHR R B, AP AR miRNA 7T LUE 2
Wi 0 A= b s . IRl DL EEIRITAE . 7R
5. AM IR miRNA BPEAL R [ B e 5 1 5% 1Y
FRIEH R TR ZE R .
3.1 SpirE miRNA1EA RARBEEVREY
3.1.1  FH sl el N a2 W A Y 09 R
TR E R RA BE R HS . RA WG K2 W
FEEARE T L ER R, L E AR
A, SR, RA B B — A 5 KR IR Pk 52 77 7
15 % ~ 20 %6 (I B3 vk 48], e = SR B B 40
RN SRR | T T R A N O
495 5 T R RN S BR AT AR R R i
B 2R T R B A Yhr S G E

Gong S WFST T 1ML ¥ O U8 1 A0 34 & miRNA
TER RA VA8 £ W) bs i W 19 R AF, T T 5 4k
miRNA fEIEH, AR B ¥R A T
EANTEEDIREFIAE DG 12, 7E40 46 108 4 RA &
R 103 44 56 BE 0 3 R BA B v 36 5F T 3 o 1 Ak
WA miRNA, B KB Y)E B T i % 4h W /R miR-
NA, ¥ %] & miR-885-5p, miR-6894-3p Hl miR-
1268a 1E2 RA K112 W A0 9 28 W04 35 90 1 7%
F1. BREFEHE T 306 44 RA B FIAH ) % 10
AR /0 DT BE A X RE 2, Gl B 1T qRT-PCR Ak
RSP AR miIRNA #9325 KF, it 40 0 s
XA, RA & miRNA-103a-3p. miR-
10a-5p. miR-204-3p. miR-330-3p Ml miR-19b (1) 3
KEFETFH, RABEN SRERASHFMAEA
I8 2T Ak 7K S S 3 T, R AR WA R miRNA FE
RA 5 A B4 12 Wi ke 5 v /s vk a2
Paie L iR RUR R AR R A S YN X v
TR, BT 3 RA BE B ONS R o 7™ EE PR B 1 3
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hn. 2 PE B9 Sh A miRNA 76 RA B )5 sh b BA
TEAEFY . EN2EE B TAMNE ML P S RA MW
A A>T AE GRS RNA, RA B A8 3R S0 s 44
miRNA (hsa-miR-335-5p Fll hsa-miR-486-5p) 3 ik
KA TR . [R5 %2 T SRSF4 3£ [H .
B 42 hsa-miR-335-5p Ml hsa-miR-483-5p f¥ 3t [7] 4
b o 38 AR I UE & B L AR RA R 19 T B 4l
ZU 1) 35 BE AR, L AF. hsa-miR-335-5p 5 #ii
CCP. DAS28-21 41 Jfi L B% 2% . DAS28-CRP H12 X
VB2 OE A OC . LA R A5 AR AL TR A T A9 R
Y&, 3E B 96 2R 4h W /& miRNA Chsa-miR-335-5p #1
hsa-miR-486-5p) Al SRSF4 A] fiE & RA A Hir {8 1Y
EEL7/E 797 R

RA R4 il A1 SE (9 & BRAEAR KRR B [ A4k
AR o 38 0 K AN IR AT 2 )R miRNA
BELA KB UE . BN T AR miR-204-5p MY F KT
W, 3 AP WA miR-204-5p ik 52 KUB K .
LA UTRE R . CRP % RA B #5505 3 505 M
Ko FEMAN, BdE s . AN T BB & AT K
miR-204-5p MYAMIAA , X 26 AP AR AT LL§% # 1) SF
o, 00 O Bl . miR-204-5p 7E W B 2 4k 20
TR gk 8 A S S ) 5 0 1 A R 4R 28 A G 1% B K]
Al SF BiE 4k . RN & B, K miR-204-
Sp M8 HE T B 3 2 CIA /N R kR, i
THURIE 5% 4 7 13 A AR miRNA-204-5p 4 5 B 95 4
fFn SF Z (a3 i, a] HIAE RA 2 W FG J7 i
R RED ) ¥ E KB, N BMSC kU5 4b
WA miRNA-320a A3 i # 0] T 5 CXCL9 FikK
F, i RA SF 93558 F13E #% . miR-320a £ 7] A
R RA 2 Wibs i ) M e 36 77§50

AFHAE R WA RA 578 oA I £ 11 Fp
% FRIKMIM K miRNA, BIE 8 @R, Hb 6
AR miRNA 53 &S 5B 51 5088 (miR-144-3p.
miR-25-3p, miR-15a-5p, miR-451a, miR-107 #
miR-185-5p) A TR 5 1) — E k. F 4 RA B3 1M
W sSTWEAK fl sCD163 4= bR & ¥ B 3 J+ 55,
B RA 2 Wi 1ER panel 3 & 4b A& miR-451a.
miR-25-3p Al sSTWEAK, fE1E i 2> 25 95.6 % i i
. HYWHAB 582 0 B0E B miRNA 775
i AL A AR . i Ab IR miR-451a, miR-25-3p
FIMLTE K sTWEAK 2 15 19 387 A 11 35 A= 90 bk o
A TTRE T RA M9 I R I2 Wi, 33 RO ) 750 U
MR RNA ¥R YHWAB, %3 5 ] fE 76 RA

1 % J rp HLAT A SR T
3.1.2 R ARG AT AR EYEREN
RIB 2597 RA GBI R B ERITE.
miRNA 7 HCV J&JL iy RA F8 3 b 19 S5 A5 88 ok
H, ZIER] HCV & il 5 Wi e 4 & n) 8, 152 15
F2 0 IR T Y G SN Y AR B R W T AE RA
BERLHRESEREXREEY, FEEMRT
LB e . TNF-o M5 FA Z 5 BT RA B3
HCV &Ly sz, #FoR R, 54 HCV B # A
b, HCV RA H #F A9 hsa-mir-155-5p 1 hsa-mir-
122-5p WFEYH . H5HARITFAHLL, 1 RTX 1Y
B 1 hsa-mir-122-5p Y 2 F 3 INA hsa-mir-155-
S5p FIBAK TR, M RHICEER G, S&A
HCV BB F ML, RA-HCV B # ) hsa-mir-155-
5p A1 hsa-mir-122-5p W 8N, hsa-mir-155-5p F
hsa-mir-122-5p i] fE & HCV RA H FBI7 5UR 1
WIEA bR &Y,

£ RA BUE W 536 sh 1, AR IR miRNA ik
HIAEAZESN ., BN AR, SMBK miR-223-3p
£ RA WA AR X RIB AP T RAFRED,
H 583 R8O i ik %k . DAS28-CRP,
DAS28-ESR ¥ 8 IF 7%, #2854 1A& miR-223-3p
AR R RA WG M (0 R0 fh S0 % 80 i
T Ah W & miR-223, miR-155 /K ¥ 5 RA ##
DAS28 43, IiLifHL CCP ik . CRP. £0 40 i T F%
REKIEH T KFE, TNF-a, 1L-6, 1L-17, 1L-18
EASG, £ RA B H MM A RE L, 5
RA B &R EREAR X, 75 5k ki
T AE RA R CE I AR 3R K 09 bR 2 9 A W 1K
miR-11400, 45 T H 2B T 15 . bk
FIBRBE WG . M RA AHICHE ST 40 3 35 B
ik, $RIM A miR-11400 1E—EFEEE E ol LI T
Bl B OB R PP RA BYIRTT AR

FIH BMSC 897 RA B W — R (3697 7
o AEE LI, MSC 3 38 i B i o0 W R Fn 55 43
WA N 7 ok & HE R I AE DY . — e iE s R,
RA R B I . T A0 288 R 25 49 vh i TL-27 K
IR HUG, TL-27 ATRE HE RS 5 T RA
A & R ALY, TL-27 W] %S miR-206 78 MSC
(235, miR-206 1] 38 i MSC Bl # &b 1 1A 5% iz
F| FLS v, i FLS WiF R fl MMP3 1y 3Ri5,
FERTHCEH . 1L-27 @ RIEN RA BETHEAN
A2 MSCIRYT I IR Bs A= AT LA il B =k
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B IL-27R (9 MSC Ri6 97 IL-27 R i 8Y RA
H#

SN S 25 3 3% FARAE RA A 25 T
3 TNF-a j&—F |72 53 40 76 1003 FE b i 42 %
ML F . XA RAMREZE, Wa E0JF & T —
T o8 FH 2 0 R Y 1 A I AR B 2 1 TNF-o siRNA £
BV IR AT W R R 1 I 38 B O SR O B 4
Z5PPAG JLAE RARIT 09780, AN R, %
Sk B R A Y AHZE M, ATl RA SF Y3
B . RN 2GR ST K B 10T TR A R R RA
B G — B OO0 . T B F8 A AR Ak L T8 IR 2 20 B
E R AV E T E ALY EP S A RN (U E S TN (VR 792
AR AR B B xR SRR TV R
5B A 2 W 5 A 45 A LUIR YT RA 1Y T
K. BAHZFEZN MSC A7 4 4M IR 7T FEAK RA 1
GAE A T FE TR KF- . T 8 i W A0 i 1 R AN O
TR

4 HiE

M IAATE RA v B A FH ok 852 2B 58 35 T Y
A, 38 RAE SN WK B 2 L Ty fg, AT LA
U b B Ao A0 A FE RA S ML R 6 749 1 3R 2o A v
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Exploration of the mechanism and potential therapeutic prospects of
exosomal microRNA in rheumatoid arthritis

ZHANG Ying, YI Guoxiang, WANG Jing, WANG Miao (Department of Rheumatism , Chongqing Hos-
pital of Traditional Chinese Medicine , Chongqing 400021, China)

Abstract: Rheumatoid arthritis (RA) is a chronic autoimmune disease that can lead to joint deformity and loss of function. Due
to the complexity of pathological mechanism and diversity of inflammatory cytokines, current treatments still lacks clinical effi-
cacy and new treatment strategies have been continuously explored internationally. There is evidence suggesting that exosome
and the miRNA encapsulated in them are involved in the pathogenesis of RA. Exosomal miRNA show great potential as bio-
markers for the diagnosis of RA and as diagnostic tools for accurate identification and target therapy. As the most promising
drug delivery vector, exosomes are expected to become one of the new treatment methods for RA. In recent years, researchers
have conducted in-depth studies on the role of exosomal miRNA in the pathogenesis and progression of RA. This review sum-
marizes the research progress on the mechanism of exosomal miRNA involved in RA pathogenesis and explores their potential
clinical application prospect.
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