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5 LR A FE S8R LR OG 15 AL 2Rk A 2% PBMC h
miR-142-5p, SOCS1 mRNA Fik & 5 %52 GE I Hrfsd

FEeb R, gy we, B, £ OT, BIE (HETHE—-ARERREE, ML 476100)

# E. BM HaRAM#HHE % (ankylosing spondylitis, AS) BRI J Ak R B & 98 B & A~ 29 M ( peripheral
blood mononuclear cell, PBMC ) ¥+ % RNA—142-5p(ij—l42-ip ), e A5 T %‘J B F 1 ( suppressor of
cytokine signaling 1, SOCS1 ) mRNA F A B K # % 98 sh i 6y #vm, Fik it 5 8f 88 22 % (quantitative real time
PCR, qRT-PCR ) #] 2022 4+ 1 A ~ 2023 53 A ﬁfﬁ-"ﬁﬁ';—-/\f"dﬁl‘mlli( 49 30 4] H 5 6 AS w%% (EHm) 4= 30 46k
Behte # (42 ) # PBMC ¥ miR-142-5p #2 SOCS1 mRNA K- & A4 & @ BAFEA 7 4 KR35 9 AS A
REN DR h e, A AR, ARAFfE A ) S NOGES A2 3k, M AfRERF a0
R 5 %] Bk iE 4 NC-antagomir #= miR-142-5p-antagomir,, 447 2 )5, &3Sl 69 2 F £ kaF4, it
A 4740 ( hematoxylin eosin, HE )3 &,3F 87 52 37 6 &, 5K A ELISA s:4em| /s B e 5 F Thl 4 f B F T4k % v (IFN-v ).
Th2 Zafe P F & e fedr% -4 (IL-4) . Thl7 el F amias-4 -17 (IL-17 ) 4= Treg tn i BT Lk &% & P3 (FOXP3)
# F ik K F . i@ it qQRT-PCR = Western blot 4237 PBMC #= 3£ % ¥ 21 22 % miR-142-5p, SOCSI1, IFN-v, IL-4, 1L.-17
F2 FOXP3 #) mRNA #= & & £ kK P, BHR HibAmrkia, & %4 PBMC P miR-142-5p K+ 5 (3.03 = 099 vs
1.00 + 0.21) , SOCS1 mRNA K-FMA% (041 + 0.09 vs 1.00 + 0.18) , ZFAALFFEL (10997, 15956, ¥
P<0.001) ., SFmaarbss, A 400 PR £ 342 miR-142-5p K-F (4.00 + 052 vs 1.00 + 0.04) F+&, IFN-v #o
IL-17 49 mRNA F= 3 & K35 4 &, SOCS1, IL-4 = FOXP3 i mRNA #o & & K3 BAK, £ F BA7 464 5 % 3L ( =23.356,
31.420, 48.056, 47.224, 38.035, 29.007, 54.183, 28.123, 55.155, 26.758, 45.346, ¥ P<0.05) ; #% £m K5
% (7.83 £ 094vs0.00 £ 0.00, =22212, P<0.05) , SREFLMEIFAT; wiF P IFN-v, IL-17 KF A& IFN-vy/
IL-4 Hefi (0.81 + 0.08vs2.08 + 0.33) #w [L-17/FOXP3 WAL (041 + 0.03vys 1.27 + 0.10) ¥45, ERFLEHLITFTE
sL(£=15.382, 35.779, 15.412, 35.130, 3% P<0.05) . 5 M bss, F54 70400 FIR % ¥ 40470 F miR-142-5p K-F (147
+ 0.10 vs 3.89 + 0.33) B4&, IFN-+y #= IL-17 49 mRNA Fo % & K F 34 B4, SOCS1, IL-4 #= FOXP3 49 mRNA #= &
ORFHIE, EFLA%ITFEL (=18.846, 22.969, 43454, 32.617, 23.259, 20.881, 41.832, 11.994, 32.977,
15.190, 35834, # P<0.05) ; #F £EKIFHHIK (742 £ 124 vs2.75 + 0.75, =13233, P<005) , REFHEH
R &y kP IFN-vy , IL-177li-‘T—VAZ‘L[FN-y/]L-4 Weff (122 + 0.11vs 1.91 + 0.19) #= IL-17/FOXP3 WAL ( 0.69 + 0.05
vs 123 + 0.12) ¥Rk, ZRRLAKTS (=8.688, 22972, 8.377, 22.007, ¥ P<0.05) . #&¥# miR-142-5p /&
AS & Fk, MR T miR-142-5p Tﬁbx_x»i_aﬁ SOCS1 i # M=4% Th1/Th2 #= Th17/Treg Hofi, Mif L& AS /1
o ST BRI H) AS $9it R,
FKEEIR): 9 H MRS UNMEERRE -142-5p; AHHIH R SR SIEIE F 1; SREThEE
mESZES: R-332; R392.11 MXE#riBfE: A XEHS: 1671-7414 (2024 ) 03-029-08
d0i:10.3969/j.issn.1671-7414.2024.03.005
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Abstract: Objective To explore the expression of mocro RNA (miR)-142-5p and suppressor of cytokine signaling 1( SOCSI )

mRNA in peripheral blood mononuclear cells (PBMC) of mice and clinical patients with ankylosing spondylitis (AS) and their
impact on immune function. Methods The mRNA levels of miR-142-5p and SOCS1 in PBMC of 30 patients with AS
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(Patient group) and 30 healthy controls (Health group) treated in the First People’s Hospital of Shangqiu from January 2022 to
March 2023 were measured by quantitative real time PCR(qRT-PCR). AS mice models were induced by bovine proteoglycan
combined with complete Freund’s adjuvant, and these mice were divided into control group, model group, NC group and
antagomir group. Normal saline was injected info tail vein in control group and model group, and NC-antagomir and miR-142-
Sp-antagomir were injected into tail vein in NC group and antagomir group, respectively. After 2 weeks of treatment, the arthritis
symptom scores of mice in each group were evaluated. The morphology of ankle joint was evaluated by hematoxylin eosin (HE)
staining. The levels of Thl cytokine interferon- v (IFN- vy ), Th2 cytokine interleukin-4 (IL-4), Th17 cytokine interleukin-17 (IL-
17) and Treg cytokine forkhead box protein P3 (FOXP3) in PBMC of mice were detected by ELISA method. The mRNA and
protein expression of miR-142-5p, SOCS1, IFN- y, IL-4, TL-17 and FOXP3 in PBMC and ankle joints were detected by qRT-
PCR and Western blot. Results Compared with Health group, the level of miR-142-5p in PBMC of patient group was increased
(1.00 = 0.21vs3.03 £ 0.99, =10.997, P<0.001), while the level of SOCS1 mRNA was decreased (1.00 + 0.18 vs 0.41 = 0.09,
=15.956, P<0.001). Compared with control group, miR-142-5p level (1.00 + 0.04 vs 4.00 £ 0.52) and the mRNA and protein
levels of IFN-~y and IT.-17 in ankle joint tissue of model group were increased, while the mRNA and protein levels of SOCSI,
IL-4 and FOXP3 were decreased, with significant differences ( /=23.356, 31.420, 48.056, 47.224, 38.035, 29.007,
54.183, 28.123, 55.155, 26.758, 45.346, all P<0.05 ). The arthritis symptom score was increased (7.83 = 0.94 vs 0.00 = 0.00,
=22.212, P<0.05), and the ankle joint structure was damaged. Serum IFN-+y, IL-17 levels, IFN- vy /IL-4 ratio (0.81 = 0.08 vs
2.08 £ 0.33) and IL-17/FOXP3 ratio (0.41 + 0.03 vs 1.27 + 0.10) were increased, and the differences were statistically
significant (~=15.382, 35.779, 8.934, 35.130, all P<0.05). Compared with NC group, miR-142-5p level (3.89 + 0.33 vs 1.47
+ 0.10), the mRNA and protein levels of IFN-~ and IL.-17 in ankle joint tissue of antagomir group were decreased, while the
mRNA and protein levels of SOCS1, IL.-4 and FOXP3 were increased, and the differences were statistically significant (/=18.846,
22.969, 43.454, 32.617, 23.259, 20.881, 41.832, 11.994, 32977, 15.190, 35.834, all P<0.05). The arthritis symptom
score was decreased (7.42 + 1.24 vs 2.75 x= 0.75, r=13.233, P<0.05), and the shape of the ankle joint of the rats was improved.
Serum IFN- vy, IL-17 levels, IFN-+y /IL-4 ratio (1.22 = 0.11 vs 1.91 + 0.19) and IL-17/FOXP3 ratio (0.69 = 0.05 vs 1.23 =+
0.12) were decreased, and the differences were statistically significant (/=8.688, 22.972, 3.785, 22.007, all P<0.05).
Conclusion MiR-142-5p was highly expressed in AS. Down-regulation of miR-142-5p using antagonists may reduce Th1/Th2
ratio and Th17/Treg ratio through up-regulation of SOCS1, there by improving the immune balance of AS mice and inhibiting the
progression of AS.
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b EHPETFAE R (ankylosing spondylitis, AS) f&
—FR MR AETE B B M, AS SR YA
Bt T 40 (T helper cells, Th) 1/Th2 F1 Th17/ i
T T M (regulatory T cell, Treg) H{E & F+
B, PR TR P AR T R S
F 1 (suppressor of cytokine signaling 1, SOCS1 )
FE T 40 B A0 8 P B 92 V- Ay b A 2 G B P
AS 8 19 41 8 5 4 40 B ( peripheral blood
mononuclear cells, PBMC ) FI T 41 g # SOCS1 #
KWL, SOCS EHH AS M SBEIRIT (T 74D
Fr ¥ /s RNAs ( miRNAs ) £ 5 e Py,
HRZ AS Ll 1565 ™ JE T miRNAs 1y
JriLAE AS SR P B HUS T 887, &,
i = 4 %019 miRNAs ¥bs. ARFFT# M, miR-
142-5p 1£ AS 35 PBMC H 54 K1 fdt BT it
(19 3.3 45", 1 SOCS1 J&: miR-142-5p (1§ T jifF #1 4L
Bz — 1 %t T miR-142-5p 7F AS i B h & #5119
BV H Fi oA DG SCERGE . R, At
TEH 7R miR-142-5p 7F AS H ik K IRg, Mk

F£ T miRNAs [1) AS J&T7 RIE R AL IS 5%

1 MRt 5 A®

1.1 AFRsTH 202241 H ~ 2023 4E 3 ARY
FEiisE— ANRERIGAR 30 flF2H AS B (B
FEN ) F 30 M REARE (IR ) FE AN 4,
AS BETFS 1984 SFEITIY AS A2y Wiknift. HE
BRffe oAb ds B R gL h . KR, 17/
INTTILRZ . TER . Syl 35 5 245 el FH sl %) 28
o AMRCFAH RS — ARERCHTAZS
BaAtE, AT 2R F IS R M IO R
JE A& ( specefic pathogen free, SPF) 2 Balb/c /] i,
(7~8 JEWs, 1A 18~22 g) Wy 110 R 45 <L 46 34
s [SCXK () 2022-0001], ¥ Balb/e /sl (E B
BEERRE (25°C £2°C, 55% RS, 12h ¢/ G )
rPIE BRI SR 1 RS TN

1.2 BB KA AHPE ik B A A i B
P8610, b FEFE R A E] ); LA RNE (1]
Y7 P5864) , Aadh KA (] AROOL, 3
[¥ Sigma %v #] ) ; NC-antagomir F miR-142-5p-
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antagomir H b # 75 B 2 HAH BRA A& M. +
i & ~ (interferon-v, IFN-~ ) ( 85 . SEKM-
0031) , 140/ £ 4 (interleukin4, 1L.-4) (%
5+ SEKM-0005 ) FI 14043 -17 ( interleukin-17,
IL-17) ( 4%%5. SEKM-0018) Ik 78 W fff il 2
( enzyme-linked immuno sorbent assay, ELISA ) i#
&5 LA B i AR H1( hematoxylin eosin, HE X 175:
G1120) Jefai, IL-4 —41 (985 : K004107P) ,
IL-17 — 40 ( $2 5 KO08040P) ¥y [ b 5t % 3
FRHE AR A Xk £ % A P3 ( forkhead box
P3, FOXP3) ( %% %: EK-M26098 ) ELISA i 7
&Ly RE (7)) B 7\l 1. RNeasy
Mlm Kit ( % 5. 74104 ) F1 miRNeasy Mini Kit
45 DXT-217004 ) , W A %[ Qiagen /A Wl .
miRNA 25 —ff cDNA &l & [ 175 KR211,
KM AEFEH (dbst) ARRZH ]; Power SYBR
Green PCR Master Mix ( & 5. 4367659, £ [
Iy d] ) ; PrimeScript RT Master Mix ( % 5.
RRO36A-1, M7 Takara 247 ), SOCS1 i ( 555
ab280886 ) , IFN-y — $it ( 4% . ab224197) ,
FOXP3 — #ii ( 1% %: ab215206) , GAPDH — 41
B4 : ab9485) M HRP flEkM IgG —hi (5%
ab6721 ) Pl 195 [ Abcam 24w .
1.3 Zik
1.3.1  MiRAEA IR . R 32 1A I R 25 I bk
(i FE A< Sml, £ B DY ZRRPTEE, N A0
A 3 B W 43 B PBMC., i 3 55 B 9% 0% & it PCR
( quantitative real-time PCR, gRT-PCR ) ¥3illl PBMC
t miR-142-5p Fll SOCS1 /) mRNA 7K.
132 AS/PMREERIE S 23 ik [10] R4
FRBEIR 5 58 42 90 [ )55 AS /D RUBEARY . X/l
FUME P73 5 015 ml FL77) (A5 75 g FEAEA
H10.15 ml 524 R FCAA ) ), 7 K RS I 0.15
ml FLAINGE RRE, &L 21 KJE WS/ A Ak
B e, S 8h 7 PR R A e A5 e N B
BT .
133 /NERAFEHAUERE: K SD /RS X IRE |
ARV BIPEA AP, g 12 B/hil. X
MR H FIRE R 2H /N RS T B i Dk 5 200 o1 A= 3R
K, BRI RS BT R £H S B3 B 4 T R e Bk e
200 w1324 1 nmol/ w1 1 NC-antagomir F miR-
142-5p-antagomir. &S 2 W, HEEEEG 2 A
1.3.4 /NEOCH RIERIE: 1697 2 R, 2%
R (117 B A 2% 28 /N U DG R AEARIFIE 47, R
/N BRI A 2R P AR B AT 1 A, 0l 16 47,
ﬁ}(ﬁ%ﬂifﬁ‘iaﬂﬂtﬁfﬁﬁ

135 /PR#CTTHE AR AR, WETE

EERSENT, [ T 4g/dl ZRHEEh, RGBS,
fidg et HPE 4 wm B R, KA HE R0 0EA
/BRI AL e Ak
1.3.6  ELISA I il % *f* IFN-y , IL-4, IL-17 1
FOXP3 7K°F: % ELISA 7.5 /Iy LM 3 7h Thl
Hff i TFN-y , Th2 4 jfg B - IL-4, Th17 4 jf B 5~
IL-17 il Treg 4 F FOXP3 (195K F-.
1.3.7 qRT-PCR £l miR-142-5p, SOCSI1, IFN-v,
IL-4, IL-17 F1 FOXP3 H:H ik K V- fifi ] RNeasy
Mini Kit 5 miRNeasy Mini Kit & It PBMC & % %
WA Y RNAL [ ] NanoDrop 2000 43 3¢5t
JETTASIN RNA ()i R A . {# ] PrimeSecript RT
Master Mix ¢ miRNA 4% —4#% cDNA &5 il 7 & &
i cDNA. {fi [{] Power SYBR Green PCR Master Mix
Fil ABI 7500 = isf PCR 5l 5 4t 4 17 PCR i bl .
PCR % 1 Jy: 95 °C Smin, 95 °C 10s, 60 °C 20s,
72 °C 15s, 40 96 . G187 90 UL % 1, Ue
GAPDH NN Z . it 2744 © it S A X 3
LY/ G o8
138 £ [ % 9% B i 3% ( Western blot ) £ ] 4%
A FE K (T e DOTE 10 28 e 2% P
( radio immunoprecipitation assay buffer, RIPA ) %
fa2 1 FEL Hy P o 2 Qﬂ:’fl:l 4 74’-’1“_-5 ME =52 FH J,L,—er

ST TH TAE ST BN 70 =Ny O SAH AN — T

ik (blcmchommc acid, BCA ) #tf7iE. ] 10g/
dl SDS-PAGE 745 il & "1 Jf- ¥ #% 2 PVDF i I,
5 g/dl B NIR Wk £ 2h, FEBE S 1 2 1 000 i BR
SOCS1, IFN-v, IL-4, IL-17, FOXP3 1 GAPDH
Ay SR, RIES 1 ¢ 1000 F Y HRP
BN IgG —4 (1:2000) P E 1h. ik
% Jt ( enhanced chemilumin escence, ECL) i 5%,
Image J XA T I BEAE 53 HT

14 it o4 i SPSS25.0 Ak 7 5 4
Br, TR ORI G IES R, IR + fRifE2E(x 2 5)
TR, TR BRI LE SR R ST AR 1 K5
2 A TF R BOE Y b AR SR B R R Oy 22 A b b
k2R, RIS R LSD K 56 1T P I HL AL
P<0.05 W25 BAGHEE S

2HER

2.1 AS & Ao fiith 4 PBMC P miR-142-5p #»
SOCS1 & -Frd  S{#EREA LEE, B4 PBMC
1 miR-142-5p 7K F-FH#5( 3.03 £ 0.99 vs 1.00 = 0.21 ),
Il SOCS1 mRNA 7K - [ fit (0.41+0.09 vs 1.00 +
0.18) , ZREASI#E Y (10997, 15.956,
Y1 P<0.001) .

22 TFHAmR-142-5p s AS AR E F AR
SOCS1 £ ik 49 % vﬁ W2, SXFHEA i, B
26 /N BB O 7 20 40 b miR-142-5p K F T+,
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SOCS1 mRNA ##E AR, ZRHA51 142-5p 7K F-FE%, SOCSI ) mRNA F1#E (17K ¥

23 Y (1=23.356, 29.007, 54.183, i’a P<0.05) . T, ZRBEASI R L (1=18.846, 20881,
SR R, PR REOCT AP miR-  41.832, ¥ P<0.05) .
*= 1 ElE 0]
I 5| HFFs1
hsa-miR-142-5p RT: 5’ - GTCGTATCCAGTGCAGGGTCCGAGGTATTCGCACTGGATACGACAGTAGT-3’

F: 5-CCGGTCATAAAGTAGAAAGC-Y
R: 5-GTGCAGGGTCCGAGGT-3”
mmu-miR-142-5p RT: 5’ - GTCGTATCCAGTGCAGGGTCCGAGGTATTCGCACTGGATACGACAGTAGT-3’
F: 5-CGCGCGCATAAAGTAGAAACAC-3
R: 5-CCAGTGCAGGGTCCGAGGTA-¥

hsa-S0CS1 F: 5-ACTACCTGAGCTCCTTCCC-3
R: 5--CAAAATAACACGGCATCCCAG-¥
mmu-S0CS1 F: 5°- TCTCCAGCCAGAAGTGGGAG-3

R: 5-CTCCGTGACTACCTGAGITCC-3”
hsa-U6 RT: 5-CGCTTCACGAATTTGCGTGTCAT-3’
F: 5-CTCGCTTCGGCAGCACA-¥
R: 5- AACGCTTCACGAATTTGCGT-3’
mmu-U6 RT: 5°-ATATGGAACECTTCACGAATTTGCGT-3
F: 5-GCAAGGATGACACECAAAT-¥
R: 5-ATGGAACECTTCACGAAT-3’

mmu-TFN-+y F: 5-GAGACAATGAACGCTACACACT-¥
R: 3-TCTTCCACATCTATGCCACTT-3’
mmu-1L-4 F: 5-TCCTGCTCTTCTTTCTCG-3
R: 5-TTCTCCTGTGACCTCGTT-3"
mmu-[L-17 F: 5-TCATCCCTCAAAGCTCAGCG-3

R: 5-TTCATGCGGTGGAGAGTCC-3

mmu-FOXP3 F: 5-GTGCTTTGTGCGAGTGGA-3
R: 5-AGGTCAAGGGCAGGGATT-3’
hsa-GAPDH F: 5-GAAGGTGAAGGTCGGAGTC-3

R: 5'- GAAGATGGTGATGGGATTTC-3

mmu-GAPDH F: 5-TGTGICCGTCGTGGATCTGA-3'
R: 5-TTGCTGTTGAAGTCGCAGGAG-3’
x2 BHENRBETHL R miR-142-5p 1 SOCS1 KFE (x+5)
TiH paylis:| il iessil bl Fi§ P
miR-142-5p 1.00+0.04 4004052 3804033 147+0.10 301.527 <0.001
SOCS1 mRNA 1.00+0.04 0412004 039004 0.82 £ 0.08# 442 876 <0.001
SOCS1 &M 1.00+0.04 0.20+0.02 021+0.02 083005 1582.749 <0.001

23 FH miR-142-5p #F AS /N % T £ s k5 Y (F=230.125, P<0.001) . 5%FMEH Lz,
M Heh WE L XPREA ., BIAIAH | BHPEA FES BRI /R RAEIRPE i, 2R BRI
B ) 20 /s L e )’wa‘cﬁﬁ}ﬁ’}ﬂj;()00+ooo B (222212, P<005) ; SBAMEA R, H5bL
783094, 742124 f1275£0.75, #RA45t FILH /N RAERIE AL, 22 R BA S E3E
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X (£=13.233, P<0.05) . BT AR i, R B, K
PRI, PEA ST 5 FAPELE LA,
o) x " FEHURIZAL/ N RO LS W] Bk 2
~ s} L 7T 25 1}’1mlR1425p5ﬂ'AS'J‘;‘?\.Jﬁl‘}%‘IFN-y,
Eg L IL-4, IL-17 #2 FOXP3 £ ik e Hvhy W 3. X
i BRAL H e, BERIAL/N UMY b TFN-y A1 IL-17 /K
24T - ¥ Tt 5, T4 fil FOXP3 /K F ¥ B {5, TFN-v/
P IL-4 [ fE Fil IL-17/FOXP3 W H T8, Z2REH
0 . ! . . g0 il 2 B (115382, 35.779; 8.934, 14.682;
RIRAL AL BEAL AR 15412 35.130, #5P<0.05) . SR LE, 5

L) 2 70N B I 37 TEN- oy 01 IL-17 7K1 2 R AR,
IL-4 #1 FOXP3 7K - 14 7} &%, IFN-y/IL-4 H i A1
24 TFiAmiR142.5p 3 AS hRIRE Fammuy s IL-17FOXP3 [L{EFIRAL, 225 A it X

8 y—[[gzlz HE U fa 45 5 57 | XTH,E\EE/J\ER (7=8.688, 22.972; 3.785, 5.344; 8377, 22.007,

* SRR O P<0.05; # SEHPRA A P<0.05,
B 1 SH/MREIXTRERITS

BRI IEARIE R s FEAVA] A AS+NC-antagomir /) il ¥y P<0.05) .

xf i 2H fHAA [H R EEETIRIE
N T = mper T = QT NP R -

E 2 %zﬂd\mrﬂﬁaenza 1HE #f (100 &5k )

3 FHRPMRAMTFE IFN-v , IL-4, IL-17 1 FOXP3 7K F (x + s pg/ml, n=12)

JiH A Rl ikeaz| A Ff§ P
IFN-y 21.06+1.83 40.22+3.58 39.07+3.99 2825227 107.953 <0.001

1L-4 2615+ 185 19.63£2.15 2049 +098 2325+ 194 32.698 <0.001

TFN-y /114 0.81+0.08 208+0.33 191019 1.22+0.11 104.051 <0.001
IL-17 201 £0.16 504+029 500 +0.45 3.050.17 313.006 <0.001
FOXP3 495+0.16 398+021 407+028 4421025 44559 <0.001
IL-17/FOXP3 0.41£0.03 127010 123012 0.69 +0.05 295.16 <0.001

2.6 A miR-142-5p #t AS > R B X ¥ IFN-v, 55.155, 45346) , =RBEAGITFE L. SAE
IL-4, 1L-17 e FOXP3 &ix 69w WA 4 F1& S, ZHHEHE, 5P AL /N BUBR 6 TFN-y F1IL-17 (1)
S AL A, BRI /NG YT IFN-y FIIL-17  mRNA 18 11 7K °F 2 B& % (£22.969, 32.617;
Y mRNA Fl 3 A K57 (1=31.420, 47.224; 43454, 23259) , PEKAT IL-4 Al FOXP3 i) mRNA
48.056, 38.035) , B X 7 tfr IL-4 #1 FOXP3 (1Y I K2 TR (511,994, 15.190; 32.977,
mRNA il # [ 7K F ¥ F§ AL (=28.123, 26.758; 35.834) , EREAGIHEENL (HP<0.05) .

=4 EHNRHIEXT P IFN-v, IL-4, IL-17 1 FOXP3 #J mRNA £iAKFE G +s, n=12)
TiH Fayiite| il el B RE) Fi§ P
IFN-vy 1.00 +0.06 340+0.38 3524035 176 £0.07 263.611 <0.001
IL-4 1.00+0.04 0.71+0.02 0.71£0.03 0.83 +0.05 176.995 <0.001
IL-17 1.00 £0.04 345021 349 £0.26 1.81+0.13# 571.461 <0.001

FOXP3 1.00 +0.04 0.76 £0.03 0.76 £ 0.02 0.90 +0.03 170.337 <0.001
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#*®5 FZHNEREXRT IFN-v, 114, IL-17 1 FOXP3 BIEBARIZEKE x£5, n=12)
e poyiiil BRI kel A F P
IFN-y 1.00+0.04 448033 454£026 1.800.11 837.603 <0.001
IL-4 1.00 £0.05 0.51+0.03 0.52+0.03 0.85+0.03 581.579 <0.001
IL-17 1.00 £ 0.06 3624036 340030 1.80£0.10 337.007 <0.001
FOXP3 100+ 0.04 0.51£0.03 0.51 +0.04 0.90 £ 0.04 562.742 <0.001
3 it Mok, KH . A FRRCA S IL-6 ik AH

S EAEF R (AS) E— gL A ey
W, RS R AETE A SR e, R
WA, HEEE ST RIANESCTT . BIHET NI, HE
Wi AN AS B & ALE] S . B BRI
PEE S R 2 AT O, B DD B R 2 A B 4T % A el U2
miRNAs 7R 58 . AR E . UM T, 40
L AR I A R L R A 2R 1) A AL o e 4
WEAE, Bk 090 5 £ ] miRNAs 3495 4
SE, HTEIERCR T 4002 BE, miRNAs K2 AS
KA HL Y & B A AS sh R, i
¥ miRNAs [197KF- 0] SE28 AS [yt R ¥, A ffFoT 3%
B AS 5 PBMC H 1 AS /UG 2H 4 miR-
142-5p KRR . i . TURKYILMAZ % Y jiiif
AS 3% PBMC () miR-142-5p 7K S a5 1E [
BT T 3340, SARMIEES R 3, X ebgy
7~ miR-142-5p n[fEZ Y5 AS AR NE .

AS IR JE T—Fh RE PR, A R T
Rk b gy, M IE G KA IEIHYT AS A AL
IR T IR EL 40 S i AR A 7 o 1) SR AT
RARANRNE F A2, T kIS4 43k 2 F 5,
{145 CD4™ 1 CD8” 4 ffl. CD4™ 41 g ik — 4 43 Hy
Thl, Th2, Th17 fil Treg W#E, CDS8™ 4Hfil4r A2
FEPET (Te) 1, T2 F1 Tel7 ¥ # " Thl 1 Th2
MiZ SR RENZMiRE, Hrpb Thl 402
DRENANALSRAE T Th2 20 = BEORsh A s ™.
SRt ERas VRS AIE AS B h Th1/Th2 %
R ge R BEETILE RS AS HHRIEME
TRz —; BB TR R 4 H Hi 8
i1 4 Th17/Treg 4 MUK R 4] 1F Th17/Treg G 2k
iy, HETEEE I AS B R RIER . AT A
AS /NEUIM G TFN- y /IL-4 HC{E A IL-17/FOXP3 HA(H
This, W] Thl/Th2 LK F1 Th17/Treg HEAE T 5.
WANG % " K5 T 55 4] AS 5 F1 20 5] fil A
PBMC 1 (1) T 40 M0/ 73 A, 45 3L s AS [
PBMC H'[t) Th1/Th2 [t {H fll Thl7/Treg U {E & % /&
TEE RS, IPN-y il IL-17 A% mRNA fil 5K (1 %
IRAOFRERS . SRR R 2.

miR-142-5p £ 5 T 40 G e I/ 15 . SUN % 1)
2B miR-142 7E 5 ML LIs, RN T

S5 119 TLR4 #1548 | 2 /E Al. BELTZ™ %1
miR-142 520 T 40 A5k . DHREF04M i B8 1 09 7=
id 2. TALEBI % " # 5% T miR-142-5p 7F £ & ¥
WEALAE B E PR, R VEREAAE B A i
F4 R miR-142-5p (9435 B F W 762 vl
ARAE /N B BEZH 20 P A 2L & B, miR-142-5p
e eik nl i T A1k Thl 4HAERA . AHf
S ARH], T miR-142-5p FE% T AS /N i FnER
AT IFN-v fIIL-17 K5, FHiE T IL-4 fl FOXP3
AKOF-, ANTIFEAE 1 Th1/Th2 HAE AN Thl17/Treg AR .
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BZ—, Z5T T 5103 72 4 4 i K 1E
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ARFFEHEN] miR-142-5p il ) SOCS] mRNA i7%
S, 00 G R o R R, AT
AS [, Hofth =7 ¥ iE 58 SOCST J&: IFN-y 1)
SEEJEAT A, SOCSI ATBHIT IFN-y ™1, SOCS1 th
X Treg A BEA 520, Gl 24 FOXP3 ik,
Treg #I1 ifd 2 4 41 i K 7 14 7= A= ke % #7 FL ol gE B4,
SOCS 2k ] i IFN- vy 1 IL-17 (9Fik K F &,
1£ SOCST H& A i b /N Bl 82 36 vpr, DA™ 4l #E T 4
AT LA43 64 Thl 40 . TALEBI 45 P #F 98 3%
Af] miR-142-5p jifl = 40 (] 31 1) SOCS1 4755 £ & 1k fifi
TEAE /N T A1k, BT FidiE, AR
A4 R i miR-142-5p 7] G835 _F 8 AS /ANRAR N
SOCS1 [ ik P17 FE AR Th1/Th2 HL{E AT Th17/Treg
FefE, Mmess AS /N G i H 0 AS 19
.

AWFFAEELLT S B 1558, miR-142-5p £f
L FUFREER, SOCs] HiRtthx—, AR
AEHREAE AS SR, miR-142-5p ki it
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P H A RE PROR T+ PN HE I . HK, AP S
i A SR AR R IR/ BUR ik 4 NC-antagomir
1 miR-142-5p-antagomir fIT5 1A B R R FATEH]
EEAEE I ET AT B, fERZ
B, i E— T miR-142-5p 7F AS #EREFHYE
A, JF IR ABEFE R R L) miR-142-5p A 4L f1Y
ASRTFEL.
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Fik, T miR-142-5p n]figim it [ SOCS1 i
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sIN FRU A 9 O 17 3 00T AS 19 3 . miR-142-5p/
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