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Abstract Rheumatoid arthritis (RA) is a chronic, systemic inflammatory and autoimmune disorder that primarily affects
joints. The pathogenesis of RA is not completely understood yet. In this review, the research progress of the immunologic

mechanisms in the pathogenesis of RA was summarized.
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Hf S ThRE L ANMLTERE R DI E o IR
ARV RA RN, R LI R 2 WA T
SR AL bR .

2 Thl/Th2 5 RA

Thl 40 %53k TFN-y. INF-o. IL-2 254
MDA T A s, AN BEE RA KA
RIERREETEEM. Hd, IFNwy B2
G BT AE T, PO e A R i 4 g,
%S MHC- I 2881 MHC-1I 28#H0)5i ik, M
PR B ). eI ReE A A 2R R 45 (Natural
Killer, NK) 40 JL352E, R 58 RA J0E
SV o TFN-y [R] & —Ff 47 5 R, e ml A
055 Th17 400 D) GEAH < R AL 5~ TL-23 #Y)
FAK, AT DA M s 2T A A 5 ke i T 2 S
SN 1 (Matrix Metalloproteinase 1, MMP-1) .
MMP-3 25153 . TNF-a 76 RA 1R Tk
REMEH, 25 RA MRAEKREEFE. TNF-a 1)
AKAF 5 0GR R R ARG TNF-a 1
T JE K P 7 400 P i 2T 4 4 A K D R
TR, DT 0 S5 T 40 LR Ik, 2T ¢ 4 i 44 B
M RA FFAEVEIMLE B ;- TNF-o0 & ] DU AL
VAN RN AT A AN R A
A2 IL-1. IL-8 SR ME4H MDA, 385 11 40 P 5
BN RVER, AR Al I ) OGS I AR
INEHLER Y. Ik, IR B A H] TNF-o
73 WATT LA RA HE A i BB 36T VR
IL-2 /& CD4" 12 T MBI EZ A& AT . A
FORI RA FEE I IL-2 /K P Th o IL-2 o] gl i
R A A A S AR AR SR s NK 48 R
AN RE Sy, JEREVE S NK 4ifie. 4ifsett T
I T2 40 i 5 22 b o A 4 B TR) 2346 B AR TFN -y
TNF-o S840 M K- i sk 9/ i v IL-2 197 ot
A AT RA,

Th2 400 3= 53 IL-4. IL-5. IL-6. IL-10

SEAMIIN T . o, TL-4 J2 Th2 204wk ey s
TEPT S A B DA -, T 3k e 5 g B fn T
A R A PRGN T, A TTRZE RA R
IL-10 F A0 Thl F1 Th17 405208 50 % o4 15 1)
B, T LAHEIR SR AN ThBE s #F RA KR
R JEAEF TL-10 A5 S50k e v e Dt 2 1 R R g
g o BE G SIS K . R Al R A R
BB TRIRIES,

A4 HRIE Thl 40N 255855, 3k 6 Th1/Th2
R PE RA BAM KB EY . 78 RA ¥
ST PRI Th KAt 417 (TNF-o.,
IFN-y) (5 46%0 834, Th1/Th2 B & Jefig ' i
H, MR JEE 31961 % (Collagen-Induced
Arthritis, CIA) BN RIOHFITEE RN, 1F RA
(RIS LER BE Thl 40 R 5= SR . SR,
17 L7 SR R ABLT AR SCRE Th 41
FURAE o iR TFN-y L[N Bk TFN-y 5248 /N
B AT R A B B e MR, 1T H2x INEE RA 9
1 X BT Th 41 EA RN T RA IR
ME—P Th 40/, Bk SMEArAEH AR Th 40
WHE, FHHR RA. —SLHF5E -4l i K1 1)
FEAEAE RA KI5 I SR A A 2= 0 0,
Th1/Th2 “F4iisk/> Thl 40 PA-F1#1= 4, %78 Th2
AUMIER T, 0 TL-1 2 SRR I PR S 40 S I
AT TL-4 F1 IL-10 Y697 RA 45 W iy 72k

Z5 BTk, Th1/Th2 L RA FRp A e
R SRR, XA RBATTIT LUALL Ly
THSRIFRE RA I SIS A VG YT i@ t: A
FI40 PR 721 IE 575 A Th1/Th2 A, 3051 T 208
NS T B 5 O T 4T N 40 )
RBE 53— R 20 MO B 01 17K Fs - LU Rf
HIEITHE AT, BTN F RS2 AR 1
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Jf & — Pl BE A A0 A% 5k 7 ROR-yt % N
U6 TL-17 1) CD4™ T 4 Mfd. B& T 1IL-17, Th17 4
J 3B BE Jp s TL-21. IL-22 2540 1. Hod,
IL-17 BRI RIE/H, 520 A 5 0k
PEgm >, 78 RA A IE A P, 1L-17
T B T o RS BRI SN M N
Y IL-17 5 FEOCE I RV RERE, e %
iR S BRI, I IL-17 HodnT Bk
CIA N R EAEDY s Hoh, Bk 1L-17,
IL-12p40 57 IL-23p19 [K/NEA S i CIAM, L
ERFFUER WY, Th17 40 A 345w i) 40 Jifw BX1 -7
RA RIS REEEZ/EH . Bk, X1
IFN-y JEPRa R/ B B P 5 RA B, W]
BE A A PR Y B Z 55 Thi7 40 i bl

IL-17 f£20 Th17 40 280N 1, W]
REM L LA R EEH: (1) S IL-6 M
IL-8 7& RA FIGNAERE R 2 =4, JF H.
T AR LS 3- (PI3K) ¢ NF-xB 42
P RRET AERE I IS AN i, (e BEd e A= 15 (2)
75 5 M A 1 A, TS R TR SR
4l e (DCs) =4 1L-6, [FIIIEAEIA T 1L-23/1L-12
Ty, PAEE L2 IL-23. 1L-23 7EF&E Th17 41
M oA B EZAER], AT S B0E 21 IL-
17 72 (3) bR 20 M R IS BT 4 4
MMP-1. MMP-3. MMP-13 ik, 5987 5 fil
B BEIEE, MR SR B s (4) iR
NF-«kB SZ AR AR 47 2 (0 1, A0 38
BCE D (5) Rk i R A e, S R A
Az, I RS B, Ak, FRFK
U IL-17 38 v e 4 o B ik s & e
1% Cyr61 & JF A2t i g Jita ey i P s A, ax—
B BUR B LU TTRIBYT RA BT AL |h)
DB T B P AT R TL-21
TE N —FrEZ 4N 72 5 RA ' Th17 40
RIS B R 434k 2

Th17 4 MAE RA G5 G RR IS A bkl B

TEH . SRR B i A i 8, Al
J A2 2 AT AN LT BRI 2 A% A, S22 A% A
+ kB SZARIEL A FAL A ( Receptor Activator of NF-
KappaB Ligand, RANKL) HI g 40 £ 74 sl dEi Al
TR . RANKL J2 7] 76 )5 40 i 235 1) — Fp i
A 0 R PR A A DR, LA R i 4 2
W R G EVER] . R RIS IL-17 ATLA K
W RANKL K2 AR 1ERIK, TR iy v
RANKL/H{#4" 2 (OPG) P41, INEEE AR,
Th17 & 0] LA 755 i 40 M ik I-6,  [R]42
B AN R, i RA R . Rk, R
Pt IL-17 Prikae s W] W40 IL-17 /S A I 21
R AR, P BB R . (AT
H1 Th17 4H B3 13 i e o 4 BRI 26 7E RA
S E IR B AN R TP

H AU B ) 70 Th17 48 g F0 Thl 44
Hufe RA RA RSB FAERSCRY, B ILH
S 530 RN, Th17 40 M58 1L 45 TNF-o
TERAEM RN R AR, 2 a7 1L-17 4§
RAEAT UARFEEFNR S . T Th1 40 i D)3 ik 53 b
IFN-y F1 IL-2 75 & KB 3 5 W20 23 980k S W 7
T AR P Ry SOTIR, RS TNy
FLN /N AN CIA s, Uil TFN-y [k
Ko FETh17 40 or e, AT A K 1)
Th17 40, N RA it

Th17 4 AFE R —FHi B CD4" 2. T 41
L, &% Th1/Th2 P B0 K4k 78 FUK RE . B
SREANIFE RA BRI FEh YRI5 EEA/EM, H
Thl 4iffd55 Th17 4HMdiE ST SO0 2 BATZ 2
FHH SRS A OCR 2 eI AR DG4 g
776 RA AFIBY B R IA A ] 22 57 2 GX 26 i)
B R — 5

4 Treg a5 RA
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(K] CD4" T 4R, BE4ERF I RGN H 5k
I SZ, AT DR EF S AR . AR ks
ITAANF K Treg 40053 K RAR=AMT Treg
41} (naturally arising Treg cells, nTreg) . 53
M Treg 40 ( induced Treg cells, iTreg) F1HAt
KM Treg AMHL. i, nTreg 400 AR AR T
U CL A0 A T R e B R A, LA B AR
i& CD25 (M1 IL-2 24K o ) Fls S i e sk IR 7
Foxp3. Foxp3 AEWSL Ml Treg 4 71k e DA K
YekF Treg M N AN E I DIRE. iTreg 414U
SRS IR E S PR T, BB s ek e g%
FHIA7 (W TIL-10) 52 AR CD4™ CD25™ T
AWtk BbAh, AT CD4™ A1 CD8”
T 4L y8T 4Mie. CD8™ CD28 Treg 4l
S, e R A A4 7 TL-10,

TGF-B %5500 Th1/Th2 V-, Jukify & 4% G
e, fEid % 20 4EN, BIROLIEST T
WA ARG MR AR ERRE. IR ARG
UG P8 AH SR 77 TR AT A0 25 g 422 1) o B A
B G I 2R (A Y

H i CIESE CD4" CD25" Foxp3' Treg 4 A4
BRI G INE RA B . IR REL, 5
EH/NRAEE, T ES 5T CD25 gL Treg
AR DBA/L /N BB IS5 3 PR OG5 28 B ™ 5
P 11 BB HTAR A B2 B v, 40 i S e A
GO, T4k CD25" Treg 41
T UL Rl ke B . R 11 R AR
75T /NG RIS RSN 1 2 e
B nTreg 4B B2k OG5 i ] LASE Af R FH I s B2 1)
BEREDY A WIITSEN nTreg 40 M 14 S a4k
I (all-trans Retinoic Acid) TRALEE, W y697 2
FON DY, A SRR, e R R A
iTreg 4N L nTreg 40 M i1y 25 AL

HHUAT Treg 40 M1 RA A il R (4 AT
AT AW B . F 2N RA BEARNLELE
Treg 40 1) 05 OB M D BEFRAG . WFF0 I RA

B AR ML Treg 40 M A W AR T 155 6)
Y1 1M RA BE T, Treg 40 M ol 52
T I 0 A I S T vy o FEEEIR) 2, Treg 4
KB (R AR LB Treg 41 MU ThRERIBRIG . A
U, 75 RA B ANE AN S ] &L Treg 41
Ja e TR G B NI T BE I L . RA R G
W Treg A0 CD4™ T 40 i ul =0 40 i = A=
IFN-y HI TNF-o [F/E P, 20 T 40 kb 145
SRS, HASANEMA LG, D& N
T 4 XS Treg 40 M G 2 AR F ) BUBEE BRI
I, RA & @& IA M TNF-0 5 Treg 4l
A TNF I B2 454G, il Treg 410 Foxp3
[MFKIE, 1M Foxp3 FRIA M FFAREE—20 M Treg
S0 LA TR KON, T T 3 B R A PR DR 7 AR ) T
AR RA FBFH AT N Treg AN AKH
21 05 B G B IVE FHWE ? A LN R e %
WENRIER FIE 2, #aE T Treg 4 M (14015
YERL: o —S8aH 50N R 2 2ORE R H AT H Treg
AN RAE ThBE I

HARIT JLAE Treg 41 2 BCh 2 400 v6
J7 I — S EE S, B Foxp3 Wifif 4k T 875
e RSt s 1L K ST e A A SR U B
c-Rel /& NF-kB KM 2 —, AT
1E Treg 40 & 5B, c-Rel f21f Treg 4
Jf it 2R S SL R Foxp3 FFUARIE™ . c-Rel if
REM AL PLST Thl. Th17 FEE 2 40 0 b JORE R T
3 DR ) A R 4 9 e Y. 2011 B 2014
4 van Loo 1 Komatsu 57 &L, NF-«xB 3%
P G AR K1) 4 Treg 41 i ThAg A %2
M ARAKCTI NF-xB 3 PEA M 5 fEPE NF-
kB FLILIRI ) RIE, EREYEFE Treg 4 MU (¥ Sy
e R KBS RIE M Foxp3 W] LA
TEARAN S c-Rel Z5&1Y . i T I RGG I 75 28
NS> Treg A0, LA e PERRAG, 1
NF-«B [FiG s om. Kk, Treg 400 ¥ Foxp3
A REAE L FIE] c-Rel 36T TR AH] R AETE NF-«B
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FUILN 9 RIAE, JFYESRy Treg 4 LA S M 2l
fE. AL W] Foxp3 HERF T 17 40 B S e 4l 2
REMIZ> T HLH], KA Bh T S -1 9 Treg 46
T RE KA T R R RAE A 5 G Mk
T RBIE 2 o

LR EPTE, Treg 42— PR 1 S BE i 5
A, P 2 RO O e s I, AR
YEFF A0 A Yo B 52 AT B 5 G e PP Fh %
HELEAEH] . B Treg IS H 5 RA B E
RJEFEDIDG, AR H AT R A Ry Tk
AW, Ene (D) WA T A EfE nTreg 1
NN A H s (2) Wil @ RIE B 5
GBI ENEDTE AR B TCR ) Treg 40 s
(3) tfiy HERR H 2 B 5 SRR AH DT, AT 5K
DL iTreg A MAIARINAE T (4) IR W] Treg 4
P L S e e 237 LA o

5 Th17/Treg &5 RA

AR ROk R 2 LR, RA ' Thi7
1/ Treg LA RM T REAE RA Rk Pt 2L
ER . F39 RA B34l Th17 40 bk 2R
B, 1 CD4" CD25" Foxp3™ Treg LU &AL, 760
T E R M 2 e oA . &¥R9T S, A
JEIfL Treg A iAo, 3 G 3 2 R 453
DL 40 (BRI RA [ 41 A 1l
Treg it 5 IE WA ROGZE 7, O P 40
H v T IE w0 R4, XA g PR e fE
RIEK L%, #5657 Treg 40 M 130H] 18 ;
B 2 RAE R 1 AT Treg 40 & 4 D) REI
YEH.

7E RA R JEEFRET, W46 T 41505
Th17 4150 ALiE & Treg 41HE /0L 1T AES2IH I A
AN IR BE (R . TL-1B TL-6 A1 TL-23 {2
i Th17 40501k, IR SEI) TGF-p AT IL-6 1] 3k
[F]i%55 RORyt 3RIL, 1wk )E TGF-B fig L

Foxp3 [K#ik, MIAEHE Treg K501,
[, Treg 40 fidid =4 TL-10 A1 TGE-B K4
Th17 F1 Thl 754, Hrr, IL-10 & FhE %
(RHT 2 e e A 40 B IR, ANOLRERE Ty OC 1Y &
(A, i EL BRI R RS . R,
IL-10 & r] F#IC Th17 402+ RORyt [5RIA, 4
il IL-17 J3b, H HARHE Foxp3™ Treg 41 /=4
F4, Th17 204 TNF-a o] i85S Foxp3 2
BERRAL, 0 Treg 41 Szl i fE. {H TNF-a
W] DLRBE Treg 40 Mo (38 e, DRI o kd 38 1 5
Th17/Treg FAGRIVEF" . IL-21 & Th17 401345
WY oy — R RAE R 1, HAT AR s ek Th17 40
M tbBE ST WFFT B, TL-21 LA 4 PE 7
L[]l om RA BJAE N, ik Hid] Foxp3 3
ik, Gk Treg 41D AEFEAT, 4THL Th17/Treg ¥
i, TS5 RA Fifs N>,

IL-35 A8 RILI—Fh Treg 40 Bl 3 A 1% 41 L
7, e RS IE I AR TL-17 R, il
CIA /NRUPIRFER RS, /R Th17/Treg Vi RgfE 1
I RARAERJE, 4 RA [FIVATT A E R,
7E RA Ji At rb,  ml Sl 21 i 7K1 1) IL-26,
JEFAE W W AT B . %4 R R 1L-26 fiE
g LR A A0 B -1~ (1 73 6, (2 Th17 4053
&, A% Th17/Treg ~V-#ifwIn] Th17 4ifid, FHEK
HE RN, IX 0 RA VIR T Hr AT ST R

IL-27 & IL-12 GRS o1, Rets il
Th17 4 H o346, Ml IL-17 %P1 F
RORy ik, it CD4" T 487 TGF-B M
IL-6 111 N1 Foxp3"™ Treg M504k, 4+ Th17/
Treg “1-ifo TL-27 HU A AT A 4% = 2l 1wy b
AR ] Thl7 4004 Bk B>
IL-17 W24y 24l CCL20 AERL, 7Y
CCR6" 41 s (£4 4% Th17 4 fa) 11 & FEke () F2 10 Y
RAY, APk, TL-27 A7 HERCH RA JAIT I8
BT

UEAk, TL-2 JBRL S STATS #llii] STAT3 45
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IL-17 3R IR 7454 TL-17 LK, i) Thi7
AN AR TL-17 (R, s m L S
AW T IL-17 [PERIEFRES, FH] 1L-17 SE
(K5 5% o STATS W LAY Foxp3 ik R4 X 38 B
gk N5 Foxp3 FERZIL. J—J7,
IL-2 it fEH TGF-p —i&&i5FH)4h CD4" CD25™ T
Akl CD4™ CD25" T 41 i JF %34 Foxp3. fH
JT, M IL-1B Al IL-2 [ARAFAEI4E R, g Al
THEREIAL /55 S Th17 40504k, 1 Th17 44
A%, Thi7/Treg “F4i 1A Th17 40 (it .
R, IL-2 aJif it 5201 RORyt 15 Foxp3 14
KAE Th17 40 /AR Treg 41 B IhRE

Zi LTk, Th17. Treg 40 B 740 FN 5 AR
R RN Z, A BEIE ) IR A M
KR, A ICAH BN A BARRERHIZ . T
RA [{¥87, WIHG Th17. Treg ZMIAE RA HFI1E
AR =2, BHWT Th17 % RA FIBUREH] . 2
i Treg 4HHXT RA LR VER . W5 Th17/Treg
[ PHPRE A TR TT RA [RRN& AT

6 Hib%EHMES RA

B il i fef% 43w — Fh BE YU S BR B 1 Fe
B IgM Pudk, X HUR AR A 2R R
T-” (Rheumatoid Factor, RF). %K T5HHAS
¥ 1gG i G TR REZE a5, IR BUIRT R
T, SR R AT R . (AR SIS
R, VF 2 AT H A 1 I G 1 0 R R A
WA RF AFEAE, ST 2P UM AREA L B
I RA. TR, AMTRIL—KEA % i H)
YEFIH) B 40 i v i Bregs, HAEME 15T R
M52 BRARS0E, F 250 IL-10 Al TGF-p 5%
Y Breg 43 IL-10 1 TGE-B LI GEH A1 1] 5]
K RA RGN BERIEE H S Stk gwi, K
4 IL-10 A1 TGF-B v LA ThO 40/l m) Thl
Th2 %4, LUK T 40 K09 58 A 580 R -1 IR RE TS

1 TNF-o H1 INF-y, I 58I B e 2 B 2%
AWFIFLRA Toll F£5Z 4k (TLR) {55 il 4% Tl &
Breg F s R L6E, 0] Thl A1 Th17 40501
I3 LB G R P A, AT AT R 1 B s
PEBRI AR BB R I Breg HEWE 540
CD4" T 4404k, FWIE 2 E T 4 it 14 5,
T R H RA M EAERERE. BT
Bregs M FUS A K2 £ T B 5 S 505 (1 5)
PIBERY, 76 NI HUA 1) SRR A

B SEIR 40 (Dendritic Cell, DCs) &4 P 1)
RS o R I B IRPUREE R4, FEAFEHAN T
B BEFF DC (MDC) M 41 fif: DC (pDC), H
A G JEU PRI 32 PEACEAE R . MDC fig ™42 1L~
12p70~ 1L-23p19 F K P42 % K7 TNF-o.
IFN-o, AT 300 M58 2RE 1R 7= A . IL-23 Refg i
UE Th17 958, dEmsgm IL-17 #4504, {213k RA
RAEMIFFEHEAT . RA A pDC b 1 i
4, i H pDC % 5 il B & kB A
5%, RW pDC ] Agi L 1 B B B Pk
7 AT R A B S N R AT ST
— KPR M2 DCs (TDC) HI4NiifE RA K HL
T R R R PR . S R B
TDC ik HA S e 4/ F gz 2, 3-X0m
A (IDO) , T8 I (B 202 1 23 Al 4o T 4 a1 5
HES T AT TDC it w40 i B 1
IL-10 7 BRHUIR 21840 il (Antigen-Presenting Cell)
(R ik 5 Ty R AT Ta) 24 ) 0. 9% S B s TDC ik
AE7r W TGF-B #iH] RA R e N, e ik 98
LB R IFES Treg MMM~ A, W¥E RA 1)
TRELHERE . M EaR S e 2 L], A1 Al e SEBl
LA 2 B0 AU Z IR s, R SRR
Y0 ST T IR VAT RA PR b 1 5 g
PEB o

HAR AT MIAE RA A ARt il 45 B 22
YER o HCPTRERIAE FONLEI 4G 200k 2 A 4 i EA
T2 5 RA KW TR0 At 40 it [ 1) T4 % ke
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k25 RA KWi. AWFFUEY, M RA BFEKT
TR B NK 4 RE8 75 5 CD147 1 f k% 41
MO A B 4. 2012 4, A2 RIE NK
A1 RA BRGNS 2W7 TR A 5 o AR
AELOUL B RA SRS WP NK-22 20 3 i 23 e v
WHE TL-22 Wity Stat3 {5 Z &R UF M RA R 4F
YEFEH AN I (FLS) M558, #2758 NK-22 40 /1 n] G
75 RA J B R op AT TEZE AR A

JiAh, BRI S RA RS, RA
B RGN g I N, RS 51 MHC-I
SRR, AR AR T BT
WA B AR AR -1 AN 4 B SR IS, AT
T S5 B

R HA Bl i S 34T 72
WFFOIFIAT T RHERE, H i T IR S AL
AT RA 5 BRI R S22, AN [ 11 4 2 40 i A
IR T AT REAE RA PRI AR I IS A, L
ANTR] P Fra 2 40 P 2 TR S A7 B 7] 5 RS P Ik i 42
KA, B B — R R 67 H A X LA 70
WIROR . Mk BRI RN Z . LA I G
I7 MK 238 = H AT RA B VA KT

7 miRNA 5 RA

MicroRNA (miRNA) 5 —Ff WP B2 2y 22
MR AEGR IS /N5 T RNA, AR b
FEARSF o JBREHEIH b5 mRNA 836 FE alo
S mRNA 5 E P& 26 H bR B Rk
YER, AT AE A= ) 44 P9 1) 25 b A 3 0 7 o il o
FE A EEVE R . miRNA 5L 5 1 15 2%
PG, Bl S 5 pRmE. SemET
TESE R s« IRAG I fe s e MR 7 105 5
SRR EEIHNEN . HACRiE
T 11 B miRNA 7E RA 575 K IA (miRNA-16
miRNA-124a. miRNA-132. miRNA-146a-.
miRNA-155. miRNA-203. miRNA-223,

miRNA-346. miRNA-363. miRNA-498,
miRNA-21) ", i, miRNA-146a f£ RA K
PR A EEMEM. £ RA B WAL,
miRNA-146a Ll K& TNF-a (JFRIER S5 T IE
WAL, 3 H TNF-a & IL-1B 5T LA
WG miRNA-146a KI5, XHE/R miRNA-
146a 7 fit 25 776 RA #'il1 TNF-o f1 IL-1B 3%
TR R Y R, miRNA-146a AMYAEHE 5%
M) TNF-o 30 B 540, B8RRI CD4™ T 4 i
R FRIEAG . PR T g o e DhRe. ksh, 5
RN REZHEL, F RA HBE I I
A ZHh miRNA-155 mRIA, [AI RA B
CD14" 40 fu f4h 1 CD14" 41 g f¥) miRNA-155
AT S . AN IR, fEllR 2. TL-1B
AT TNF-a BRI, 3 miRNA-155 Fik
B, i XA miRNA-155 A i MMP-3 }%
MMP-1 [f50 Wk, /> RA B3 W WAL 2 36 i
R . Ik, miRNA-155 W] R i/ FH T
MMP-3 Fil MMP-1 >R FH 1T IR .

2015 F, Murugaiyan 2" HF 50 R I
Th17 400 miRNA-21 KK B3,
miRNA-21 il #0 i) SMAD-7 i TGF-B {55
@A, MM Th17 4081704k . miRNA-21
ek S BN Th17 g2 234, &
TTRIAEFT A A I miRNA-21 38 i #1 jia 0 ge 5t [A]
Tipe2 (MR IER T-a F T A 8- A 2) 5k
sk T g T, ik, miRNA-21 iJRE 54
i RA TEWN 0 B B e s 10 R AR R K e %)
FHK

FA7, % miRNA 7 RA HFHEFE I ATk
B, BRI Z TSI S miIRNA ) 570 5
RA WIRAEZBYIMIG, HIEAEFHPLHEIEA LR i
2, DA miRNA RIS R R 06T 35 R 11
VEFHLEIAT BT B AL T % RA 1R R T HL
i, IEFIH miRNA E A8 112 Wibs & /a7 4
SN TIER. 5358, 5 miRNA [A] & /MR
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