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[ Abstract] MicroRNAs ( miRNAs) are a class of endogenous non coding small RNA, with a length of 20 ~ 23
nucleotides. MicroRNA-125 (miR-125)is a highly conserved miRNA family, which is composed of miR-125a, miR-125b-1
and miR-125b-2. More and more evidences show that miR-125 participates in a variety of pathophysiological processes in
vivo, regulates the homeostasis and differentiation of a variety of cells, including immune cells, and is closely related to a
variety of autoimmune diseases, which is expected to become a new therapeutic target. This paper reviews the relationship
between miR-125 family and autoimmune diseases and immune cells.

[ Keywords] miR-125b; autoimmune diseases; immunoregulation

H B G P VE PR (autoimmune disease, AID) & GEMELLRRIE  THRLEA RS L ITAEE AID fUR
MU REDIREZE AL e e dH G Ak, B B PTiR RIS RE FFHEE Ok fa s ANl HEE R R Z
BRI KRBT RSB EMAL R EDEZHI A —P ) AR AR SRR 255 SRR IE bt
FRIER— R 280, FEAFEREMBHEXL TR R WIR2Y S 25 R Y o E, AR AID B2 W &R

(BB EE AR5 4 T BIIH (81860294, 81860295 ) ; N5 H A X H AA Rl 2= 5 4 BB 1L H (2019MS08055, 2021MS08045 ) ;
ST B IG X R THRIE H (201802089,2019GG052)

[EEEA]REE(1991—) , &, L5 e BFFEH7 ) . miRNA 5 [ B SR E &, E-mail ; 1183439326@ qq. com

[BEEE]TEZ(1977—) , @, Bl FALEIN, &1 WF5E 05 ) . AR 6%, E-mail : wanghuier@ 126. com



P E P BE 2R 24 2022 4F 9 H A5 32 4555 9 1 Chin J Comp Med, September 2022, Vol. 32,No. 9 129

TSRS T 25 ke (A4)5 25 30 15 1 8 e AR
MRS H BT SRR N B
TG A BRAR AR E, B N NI SR 2E 3 R N
RNA ( microRNA, miRNA ) & 5 ZFf AID %5 # i
FE oA miRNA-125 76 AID A (9 4 4% 52 6
. Xiu 25 & P miRNA-125b-5p Xif FAR AR 2 RE Vsl
IRATEEIEH A7 158 & B miRNA-125 805 (42
& miRNA-125a . miRNA-125b1 . miRNA-125b2) 15 3
FEIRM T8 Ao 002 2 0 e 1 B i 2 200 L O TR /) B
T I 28 40 6 B P8 P VR Y, Vasu 280 BF 5 IE 52
T AU PR B 25 175 miRNA-125 K E 5 A
BHAOKERIEMSE, UL EBFFE R, miRNA-125
FIEAE AID i B — & 1y I8 ¥ AE A, A SCxF
miRNA-125 5 AID X R BT R VE— 2508,
BAEAN AID A5 FNEYT SR L%

1 miRNA BIRIZ5IhEE

miRNA J&—J RS iS /N3 RNA, fE 2 F
At TR o R s R IR A R A EE A e A 1
B4y A R T AF AR B S AR miRNA Gl g
RNA AW 11 5% 300 il — 2 W B A kI 4511
XEE miRNA ( pri-miRNA) 20 i 4% PN A9 pri-miRNA
1E RNA 45485 11 Dger 8 Al RNase 111 DROSHA F:[i]
YEH T UIE R — 2 60 nt AYRTIA miRNA ( pre-
miRNA) , pre-miRNA 5w EA Exportin-5 e
J e [m) W AR e i 22 A0 A o, R 40 A BT 8 RNase 11
Dicer Y| A — 45K 2 22 nt AT miRNALC! o
ZAUEE RNA #5852 i RNA 5 UL A & 1K
(RISC), RISC & it 5] 5 %% miRNA [ Argonaute
(AGO) M5 miRNA iy 37 JERHPEIX (UTR) &5
A B EUE i mRNA B, DL B R
miRNA EW & N2 BR AR BRLELRIRI 047
TE—SE 2 MR A2 WK 73 miRNA AR I T RNA
PE U K 28 miRNA X PR 25 5k F A 4
A, #B4r miRNA {2 ik 3% R 32 35002 e 4,
miRNA 5 HH mRNA Z [AJfAE——XF R R, —
Fh miRNA 7] BEJH 45 £ mRNA #05  — mRNA
PO S AT LA 22 F miRNA 42

2  miRNA-125 #fiA

1993 4F7E 4k U & AR — 4> miRNA (lin-4 F1
let-7) 1272 A NKFEHH P E LKL 2000 4
miRNA , 7653 25 miRNA B9 7E/E gk Z2m% (HE A

WFFEIESE miRNA [ 58 FRIATE H B S fie MR 5% 1Y
FARAIL o B B Em B AR, Ho R AR ST
) microRNA-125( miR-125) FGEZ 3 2 K,
2.1 miRNA-125 &Y @K E i

TENZKIEE A F, miR-125 K% 43 M hsa-miR-
125a \hsa-miR-125b W 5K % , HiH hsa-miR-125b %
% X435 miR-125b-1 Al miR-125b-2'%) ) %5 5% miR-
125a FIFEHA T 523 Hsa-miR-99b il Hsa-let-7e 1
19 SYeta ik o miR-125b 4 F 11 5S4k Fig
Hsa-miR-100  Hsa-let-7a-2 1 21 5 {4 {& | ) Hsa-
miR-99a , Hsa-let-7c 43 3] % 5% , I3fJE i miR-125b-1
Al miR-125b-2%" | AR HE pre-miRNA 57 Y] {37 15 A [
(37 %0 57 %) , B4 miR-125 SN G R n] ik — 2
Ll pre-miRNA-3p v pre-miRNA-5p , Hoi miR-125-
Sp Rk H Y,
2.2 miRNA-125 KRB RIEFE

miR-125 5 I A= ) 22 A FH 32 31 2 &=
T, FEGL ORGSR 9 5
PEATIRAE , BN, 0 (25 11) (p215q23) F1 t(11;14)
(q24;5q32) YRk ) i F BB BR84S0 25 B R A
PR B4R I % R miR-125b-1 9 3 B 3R
RO ALK b B 3l — ol ok A7 1 1Y)
RNA % 5% 5 1645 757 2, RNA H 256 F i NSun2 X
pre-miR-125b 1/2 miR-125b 1/2 i H 3E4L1EH , 7]
i pre-miR-125b2 [ miR-125 4 T3 72, Uk 55
miR-125 X} RISC M4A %, IF AT 855 miR-125b 7ETT
BRI AR DY o 7E5: SEOKOSF I PPARYy 3l 4
5 miR-125b Ja 8 F LR N o B & e it
miR-125b B FIE, 1E4h, i miR-125a Al miR-
125b BYFRIBFKT W] 410 1] B 895 4 A A9 4= 28 LT
RESY

3 miRNA-125 Xik5REHMAMINX R

3.1 fidhpa

Z2He 3 LT 240 M 531k o 1 A T 20 AR 2 R
T4, R T A A A3 Tk R 20 A 20 B £
FE UG RR PR 20 W B PR 4 e A P R 2 A

miR-125a 76/ R S5 1+ 20 B ( HSCs )
AR, BEAE G 9 /N B HSCs FIAH 20 il i) 1 75 fE
S AR L R R Y KR KA RIE S
/N HSCs A FAE TG PER 3240 . miR-125b
WL CBFR ETS1 c-JUN Hl STAT3 255342 5% i
B3R T A0 Y Z b B AR5 miR-125 7E
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FLAHAL T 4HA | A% A A 2R A0 A AR 2 R 20 it rp
PO SR X 40 4 £ i B A 4 A
F, miR-125a HE 12 2 A B 2007 20 M A 188 50 ik
Fr/NEUAY miR-125a L 255200 G-CSF 5516 %, %
SCEBE S AEER R G0 P b R 20 B A FEBR AR,
— ARG R, A0 i A ) SR B ) PR T SOCS3
J& miR-125a MY ECEEMIIE R Y — 300/ BB 6 40
PR A S0 B 5 A BR, 3k 2% 38 miR-125b 3@ 3§ ]
STAT3 B A+ c-JUN F1 Jund , FHW G-CSF 551y
KA AL, FERRAS AT, R g i b o 35k
miR-125b T 4100 i A0 40 e #a A | h7E RAEIR ST,
113K miR-125b 23 38U BAE I 2 B E L, B
2,125 miR-125b A8 LS AE R 4 7 X 6 4
K ge
3.2 EEZHA

AR LAk SRy R R AS TR Ak 2R A 1) I 4
i, 2T Ak AR Toll FEZ 4R (TLR) FofA (n
LPS IFN-vy) %l 3 Wi 40 i 5 5 7= A= A R RPEW
M1 78 20 i, B AR TG f iR 48 St Th2 A 40 i [
T (A0 TL-4) T35 1 e 20 5 S 7 2k B B R PR
M2 1 20

miRNA £ LI 20 A Ak R E Sy v & ¥
FEAPVEN . miR-125a 75 M1 E W40 it v 5 5
Notch {55518 #% 5 1 F 3K RBP-J 7 2545 A i 6 15
K BT miR-125a-5p 1£ M2 F W40 i ] fig
P T TNFAIP 3 Zafish 9 £ 98 15 [ 7 A20 (3R IK,
WS T NF-wB {5 530 i i Fe 3k LA I 5a a3 40
I B7-H4 P8 95 F W40 i A9 2R A . miR-125b
AT HI R T8 A BIK AT MTP 18 [R5 5 i £k
BRI TIRE , (eI T, IR M1 40 i
XoF JAE B 3E ) HE B A A R R R T
HAb G EH 2, IF T 2 M1 B WE4H M AT T 40 B 3%
b, o % bR R TE & B R RE N,
miR-125b A #I ] TNF-« mRNA ) 8% 376 A
PG ZT A NF-wB 38 6 ol s Y 2R/
EREARAE Y, miR-125b & FRIXIG /N T IFN-y B3R
PG FR Tk, I M1 Y A0 i 3 AR Y 7
PR R F—IFN 8735 7 4 (IRF 4) A9, i
SR 3 0 240 A9 Ak ), O3 ok 00 1) 9 5 STAT3
AR 5 7Y . miR-125b i J2: i 4
AT CD8*T 4H it P4 /=5 2% 35 19 5 M B b IR 7 L 4 4
(CCl) MR, 25 T SAERAH I g )
RER AR

3.3 T 4Am

THRTFERT — 2N BEMER TR,
HSC/MPP 41l 434k [R] bk B4 Fip 442 ( CLP) 41, 78
J i itk — 20 oAk A S M (CD4™ .CD8 ™) XL FH Ak
(CD4" . CD8") FNEABHYE (CD4* M A B PE T 40 Jig .
CD8* J A T A1) B RRAnf . &2 & B N4
FREERN, T 4™, T 40 M8 T 40 i )5 2 K
(TCR)RBIFLE, RZ B TCR H1 o B FEEL v .5 B4
B, A3 5E N T 4R HT vOT 4i >

miR-125 FWRAES T T 4 2780 op H AT R 6 Y
FEIKRE 7E T 4l miR-125b-5p B R AEHET
oBT 4H, miR-125b-5p & &3k rT 6l vST 40 My 1%
b, AL BE T B miR-125b-5p AT {2 #F yST 41
JH B A S 4 %) miR-125b-5p 8 AT LLIE 5 1
WA B OCHERG S-IEEA B (5-L0) B 5 R R
SIE S, Rossi 457 iF5E & BE, miR-125b 1 i 4
P oAb B v ) 2 G B R S CDAT T 4H g
oAb, AERE CDATT 40 WD BRIk 3 . 43 63K miR-
125b A 38 2o 88 1) b S R AR I F - R R 3
(A20) S hnarE T bk 40 B 1 s CD4 ™ 400 it 19 %k
S, BT 20 A A 4 B AR O RE A Y miR-
125a 76 T 40 h & 2258, i 1L-6-STAT3 15538 i
55 Treg MITHEE'™ | i RNA-125a i 2 # 6] ETS-1
IV 5 i P P s £ 1) g 8 S A R e A1, 3 2o 97 o)
BN T M (Stat3 IFN-y Fl 1L-13) K4 5E Treg
A G T RE S TGN A 30 ] 1ITP B
FIBFFE M, miR-125a-5p A AFEAR ITP & 13
CD4"T il CXCL 1 fy7KFE | it 55 miR-125a-5p
AR Foxp 3 3L, 16 RORyt BYKIL, 2 515
S ITP 1 Treg/Th17 MY G KA ™ 78 e 3 E /)
St 2R3k miR-125 AT LUK T 40 A NK 20 i 3 1
FARPERRE Rk, TEH 6 R AE A+ (TNF-a | IL-
18.IL-6) AR HL AN T 4 p9 98 7', 1M miR-125a
YER Lne-ITSN1-2 A4, AT LI IBD S8 34 1 e
H1 Th1/Th17 4065346 38 1§ 15 ETST #0461
IBD 835 WA RGBS S, A2 #F T IBD CD4' T 4
JaTa) Th iAo
3.4 B4

B 4ifa 2 i & & Mo AL A~ B B, 76 B B A
CLP 41 % B I A B i, s ATEHR R G S,
TESNEIWREL B b, B 40 M 7E B0 5 Y T 44k
PERE TR I ] S8 S hU R 45 & A B
] /ORI



o P AR R A AR 2022 4E 9 A4S 32 B4 9 Chin J Comp Med, September 2022, Vol. 32,No. 9 131

EH B 40N & B 75 miR-125 M PTER Y,
miR-125a T8 1857 NF-«B 38 B, 0 2 PE86 2 1 i
J95 (AML) HL 60 2 Jitd 3% 5 F1 4= 22 6 7, BH 187 20 il
G2/M I JE 7 miR-125b 7E 5 6 40 g o 363k
W1k {H7E B bk U 20 i o3 Ak ok 7 rh SRR TR, 2o 3R
ik miR-125b FECEHESE N AR A B 40 i B 0T
FOLPRT- R FE— 2R R B, BB RCR B B
21 it 3 A ) SRR 4% IR 7 STPR1 & miR-125b (19 EL
A AR 5, 5 ) %35 SIPR1 BR A CRISPR/
Cas9 I FHYHE N TR (7£ SIPR1 37 UTR H1 4
# miR-125b WZ5E 01 ) , v LIRS B 20 i i i 7
WOL e 2 R Mk R R B G M B
PR L A A5 AR 1 1 ( BLIMP-1) H1 IEN 75 25
F-4(IRF-4) 2 5 3Rk, IF H & 40 M 731k oy b i
H%% S 7, miR-125a , miR-125b 7E#k B 38 W 2k &
HUl (GC) B B Ik T 4t pE 46 3R 3K, miR-125b 1Y
F3EKF I miR-125a 5 1000 %, 317 5 BLIMP-1 .,
IRF-4 #54, miR-125b K v I s Z 0 (LPS)
PS5 B K 40 b BLIMP-1 A9 22351 IgM 443
WhL AT B4 M 1) A A A Ak X B4 TS
TCIA R Y DL g R R I, miR-125b it €
VR R s Il S NSkt N a= 1 o
3.5 HERREHM

miRNA % 5% 14 37 5 H3K4me3 Fl H3K27 me3
A AT A SR A0 (DC) H miRNA (19335 7K
SELS miR-125b Fl miR-99a 7€ DC FRi e 6351 |
M H TGF-B ALFRERAZ AR A DC B, miR-125b-1
HE SR HA 5 2 & 4E H3K27me3, M 1 5 31 miR-
125b-1 ik /', —T0R B WL 5 LA S
F14) e 2 i /N FRUASE 780 v SO 2% 3] A1 5 M 6 U miR-125
Jei , AT R NK A IE P , IF-400 2 JE R - 0 R s A
T Wk EL g T

4 miRNA-125 K5 AID < &

4.1 miRNA-125 KESERBHEXTRH

ZE XRS5 28 (rtheumatoid arthritis, RA) & —
FREPE B B G REE B , LA IEA TP o B 4R B 54T 4K
HHIRIAEA 4 B RAE VA A B o =24 by fE
A, KR R BT 0. 5% ~ 1% Murata
223 102 5] RA HE3E I 102 {514 FE 5 4 L VB0RE
K FZEA FEH 20 2% H miRNA BEAT 00T, 45 R %
B, BRI RA BBE LR R R HBUIR (ACPA) B4,
HAfE H miR-125a-5p 7K V-5 5 T 5 X it 21 7

£, #2785 miR-125a-5p 1] BE/& RA M TEIZ Wi 4r
Liu 257 & B miR-125 76 RA A58 A FRU I 4 4L RN
TR AR A T U, 1 PARP 2 ik B, dk—2F
F5E & L, miR-125 W] g 38 14 % 15 PARP 2 41 {fil
PI3K/Akt/mTOR {5 5 i [ i 1% 4 > 0 il RA 1
iR,
4.2 miRNA-125 K55 RS HLIDTIRE
RGPELLBERHE (systemic lupus erythematosus,
SLE) j& —Fh 4 B RAE M [ B SR MBI , HoRr A2
FRA R SR DA S R IR OGS R R A A 48 R
G545 PP Y MIiRNA J2& SLE 56155 iK%
LR R R EZR Y H T G E & KB
SLE % miR-125a Rk FRAK, #F — 25 W58 & B,
miR-125a 383 # e 15 4k T g b i KLF13, X 48 1
AL F RANTES 1) 235 2 7 8 4% 7E H, miR-125a
IS AT BB J& SLE % RANTES 335 T 9 R
Hz—"" sl gk 4 25 8K B miR-125a § A
ARSI FRUIBLAE T diiffe b, &3 miR-125a 3 3 3 7% 3%
N T 20 Treg 20 A9 R4 , i B 08(5% SLE %% 1)
e —5if 50 4 SLE 5% 26 44 il FE X IE
B SBT3 BT BT R, SLE B3
A 37 4> miRNAs P45 5%, Hrb miR-125b BRIk
TV SR PE R & 2 FUAH2E, miR-125b 3 1 1y
ETS1 1 STAT3 /K -2 5 SLE 9% &™) | i £
FFAr i 268, miR-125b W] GES2 SLE AT ZE A PIbric
Wy RN HE N TS B AT 5 S miR-125a-5p 13k
A, B MRL/LPR /) BUMLIE $T dsDNA 7K F JR
B, UG E A2 AL, 42 5 Treg 41
Fef) ™, 2242k B fRGTE L Tk SLE % PBMCs
o miR-125b-5p HY ik, F i miR-125b-5p # K (K]
UVRAG F 3 15 Sf 189 3 [ W75 £, CircRNA 5
miR-125 WA AEHIAE SLE (% A4k & e ke %5 1 5
fEF . Has-circ-0010957 i i J# # CD4'T 40 il op
miR-125b/STAT3 {5 53l i 25 SLE ) &9m'™ | ifii
has-circ-0012919 1E 5 miR-125a-3p W45, % R 5¢
PELIBERHE CD4'T 4 ffirh CD11a A1 CD70 Ay H 2
A —ERAHIER™ . /R AR A
CERAL AN 1 5] (HDL) BE £ 18 miR-125b 3%
ik ff B 40 AID B Blimp-1 B2k T0ER i 5 A %%
I 2 F ¢ DNA 4 (CSR) | 1 41 Jfd & %8 A8
(SHM) FE 4 53 fE K40 fil ANA $t dsDNA \IgG1 |
1gG2a %5 [ B BRI 72 A, T LU S 3 B AR 16 3
BEIFHER TR /NI
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R 1 miR-125 1EREELNN K B B o8 Mg T 1R

Table 1 Role of miR-125 in immune cells and autoimmune diseases

f/h RNA L B ik 275 Sk
MicroRNA Cells/ disease Function References
p e NK AT 2, 400 S84 A 7R
. NK #fififd L .
miR-125 . Improve the activity of natural killer cells, [63]
Natural killer cells p ¥
Co inhibit the release of inflammatory factors
A R .
Macrophage Macrophage polarization
Tres 41 HIHISON T AL T~ ( STAT3 IFN-y 1 TL-13) A 5E Treg 2 M i G284 5 6E 1
. g - Suppresses T cytokines (STAT3, IFN-y and IL-13) to stabilize the [59-60]
miR-125a Regulatory T lymphocyte . . .
immunoregulatory capacity of Treg cells
KA A AR A 07
Granulocyte Promote the proliferation of immature granulocytes
B4 L 20 I A A A IR S _
Macrophage Macrophage activation and inflammatory status [46-47]
miR-125a-5p phag Tophag Ty
s 20 i L A A 1 r46]
Macrophage Macrophage polarization
HpAE WD LRI )
Monocyte Reduced mitochondrial respiration
Bt D41 4l B T AR A7 -
Initial CD4" T cells Preserve the initial state of T cells
A A .
Macrophage Macrophage activation
AR P LR A S S B AN I T2 [48]
miR-125b Monocyte Promote mitochondrial elongation and lead to apoptosis
2 FELIST G-CSF 175 5 A RL AN 731k [39]
Granulocyte Blocking G-CSF-induced granulocyte differentiation
T 41l ST A0 AR L 58]
T lymphocyte Increase glucose uptake and oxygen consumption of T cells
FECEBESE A B AN B A R T
B 41 T , : :
Resulting in the retention of immature B cells in the bone marrow [27]
B lymphocyte . . .
sinuses and increased apoptosis
B 410 O B 0 61
B lymphocyte Inhibit the differentiation of B cells into plasma cells
. RA TR Wi R
miR-125a-5p Rheumatoid arthritis Potential diagnostic indicators [72]
miR-125 RA ] PI3K/ Aky/mTOR {75538 % i 1% 1 (73]
Rheumatoid arthritis Inhibit the activity of PI3K/Akt/mTOR signaling pathway
iR 1254 SLE WL T AN Treg 4 LAY 5 A (77
Systemic lupus erythematosus Reverse the imbalance between effector T cells and Treg cells
SLE W5 ETS1 #1 STAT3 /K (78]
Systemic lupus erythematosus Adjust ETS1 and STAT3 levels
i CSR SHM KA ML ARAD ] ANA |
SLE Pt dsDNA TG 1 1gG2a %5 [ HHUIA M 4 (83]
Systemic lupus erythematosus Inhibit the differentiation of CSR, SHM and plasma cell to inhibit the
miR-125b production of ANA, anti dsDNA, IgG1, IgG2a
B JE$E FGFR2 1 USP 2 K3 T5 HaCaT (345 1431k
PIFP Regulation of FGFR2 and USP2 to regulate the proliferation and [88-89]
Psoriasis - .
differentiation of HaCaT
R 0L S 05 FR 7 HaCaT B3G5 190]
Psoriasis Inhibiting the proliferation of HaCaT in patients with psoriasis
. ) HT AR R S )
miR-125a-5p Hashimoto thyroiditis Potential biomarkers [95]
s e D Th1T SN B2 Treg 401G EL 1 001
Colitis Inhibit Th17 cell differentiation and increase the proportion of Treg cells
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4.3 miRNA-125 RE5RB%

R TP A DAL ) % T R TR, E BLATE N
HHY R G R AITE 0. 14% ~ 6. 60% , 17 7E 1 38 1 o i

S BLAR IR AL AR, AN B BRBE

FAPE RPN EA LD HIEHE A, s
B M miR-125a, miR-125b /K F B & %
IR miR-125h 3 1 #0 i) I 8 A A A i A K A
T2k 2(FGFR2) iz 2 e M KRG 2 (USP2) Sk
AR 5% AN L ( HaCaT ) £ 39 58 143461590 5t
23K miR-125b ATHH] USP2 Ay 23k, 3 5 5 NF-«B
AT A DR F 0k 2 02 B2 Tk A6 E . miR-125b
I BEANTH Notch {7538 #% [ 3% 45 1 BRD 4 FIRCK
Jagged-1 f)FK il 2% BRD4/Notch {5 53 1k
THIARE 75 B HaCaT B3 5E . AKT3 /& miR-
125b 19 55 — A #E 3L A, 5 36 38 miR-125b W] FH WK
AKT 18 %, ] HaCaT 93655 | 7E HaCaT
p63 J2&: miR-125b AY/EHHE A5, p63 i it 45 IKK
Jaggeg-1 H A5 W) 1 1 , 76 NF-kB Fll Notch {5 5 il
e R AEEEAE R EZH 2 %t HaCaT Y3451
FAMEVE R, SEMBT1 F1 EZH2 7845 8 9% J2 ik 41
2P ek B 2 BN T miR-125a-5p A ik K F
5 SFMBT1 [)3RKKF 2 FAHSE , miR-125a-5p 7]
WA KT B/smad R FEAK IL-17A K-, A
VB A s A B R R RE Y . — T & T miR-125a
IRV 55 60 g 7 R B BRI ORI 5 kB,
FEAAR PG B35 7 0 6 8 s S8 3 1K ' miR-125a 7K
SETFE HER I miRNA-125a A9 52 AT LA STk 4R
JE I TR ROR ™
4.4 miRNA-125 XS5 EHT

TERFAHUIR AR R (HT) B35, miR-125a-5p i@
o ET R A MAF 855 Thl 2000, =5 HT 9 &9%,
& HT W AE 09 A AR &), 1 PBMCs ' miR-
125a N3RIKX 5 H B % P R BB (AITD) B &
TG A JRE T HRLE A AE (PSS) i
CD4"T 21 gt miRNA-125b-5p (8 %1k K F 5 59
B IEA 7 miR-125b-5p 18 1o 80 i) B v 561 R
(OA) % B 40 il i) TRAF6/MAPKs/NF-kB il %, Xf
A8 MMP-13 £ N 14 9 E 3 PR 6703 5 4
IFN-y Fiil 2k 3 15 58 (] 75 52 1 44 M, T 38 o 34 m 5
STAT3 3’ UTR %54 1 miR-125a Al miR-125b 7K -3k
] Th17 SHA Sk, 32 55 Treg 20 A LA, DA i 0 4]
g R B R,

5 ING

TE 5 F2 i LAE BL FRATTXF miRNAs 78 H 5 %%
PR H AT I B BT IR A AR U8 fe 3 1 BIF 5% B8
A LIS miR-125 %t B oy SO Hh S 1) i
TR, AT R B G N R 2 A S B
ATRERCA B AE 2 Wi bRic Y (£ 1), WABER
miR125 £ FH B e e AL, X T & v e
A IRIT Ik e o B, IF T o [ B e
PRSI il 3 B (A2 Wb 1 FIYR T SR

S % 30k
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