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[(FHE] BE B0 B8R AR 28R 40 il (BMDCs ) 43 /]N RNA-338-3p (miR-338-3p) X SC 5 1 B & 4
REVERT 4 SR (EAU) LR Z e MM 442 3 A 88558 1 1-20(IRBP L, ) 5 M Thi7 AW, F
& BB A CSTBL/6 /N R B AR B, vh Pk B B e A5 B B 40 M, A R 40 i - I 40 e A R A T
(GM-CSF) #l (1 41 i/ 3 (IL) -4 3E 15 5 43 k24 BMDCs, R332 58 5 K 6 R LAY BMDCs 4324 miR-
338-3p fLLALL 40 e Ul 2H R0 AL ARA 0 I kX B2, 3 ) % B4 miR-338-3p 4UL{BL 4 FALALL W B PE X B . B2 UL JE 24 b,
A 100 ng/ml & Z 5l 4 BMDCs 24, R SCH 3% 56 02 & PCR #:91) BMDCs ' miR-338-3p J% IL-61L-23 IL-
1B mRNA K3k, R IRBP i [RASSE 50 (IFA) S 854% 43 RAF T H37Ra £ 3 e/ i 3 EAU B8,
GRS 13 K, 508 EAU /N UM IE Rtk B2 45 T 4H i, 43 590 4% miR-338-3p L1 4y % Y 4 A0 400400 0 BH 1k o) R 2
BMDCs 5 T 4l /£ & 4 IRBP,,, KRGSk 3%  Th17 400 £ 04015 5, T 36 S 928 W B0 8 ( ELISA ) 32 46
BRI B W P TL-17 ok B2 5 S0 20 1 PCR A 00 3 15 3% 4t it v 2 Y IR A G A% AL AZ & vt (RORyt) |
IL-17 mRNA A% 32 35 5 0 20 40 0 (5046 00 o3 5% 33 40 M o IL-177 40 i kb 3, B4, Ry iF — 25 B 9F BMDCs
miR-338-3p Xf Th17 4 i i) I8 45 46 T, 43 51 miR-338-3p 4100 ] 57 w40 1 590 B 14 %o B 4% e 1¥) BMIDCs 5 EAU /)
BTG IUE S bk B 25 T 40 i 2L B 37 ELISA JLAG M M 55 Ly worp T0-17 i ik . &R miR-338-3p S He
el BMDCs 1 miR-338-3p A%t ik A B bE Xt B A B IH 5, 2 R A S % E XL (1=6.861,P=
0.002) , miR-338-3p UL 4% Ut 20 3t 3% 757 40 g o RORyt, IL-17 mRNA A XF 3£ ik & 4> 5K 1.34+0.16 F1
1.3320. 16, B 5 55 T BHPEXT BAL /9 1. 00£0. 01 F1 1.00+0. 01, 2% S A it 2% N (1=3.632,P=0.022;1=
3.681,P=0.021) ; ELISA £ Wl 5 2 12 /5, miR-338-3p ML L4 &% L 20 3L 1 5% BEOG W rp 1L-17 R Wk 2
(5 941.00+452.40) pg/ml, B i &5 F L0040 B 4 %k HRZH A9 (4 299. 00+348.30) pg/ml, 2 R4 G it 2¢ 8 X (¢ =
4.979,P=0.008) ,miR-338-3p il 3| %5 Ye 4 HL 1 35 b W5 W b TL-17 J5¢ B ok 2 2 (3 092. 00+200. 90) pg/ml, B
SBAR T 0 ) 70 9144 T FE 4 Y (4 063. 00+ 131, 50) pg/ml, 25 54 Giih 24 & X (1=7.005,P=0.002) ; 3 =X 44 ff {1
R0 25 5 B 7R, miR-338-3p $UL{BL 4 A Yo 21 e 8% S 40 M b TL- 177200 Jfd B 31 Dy (8. 03+ 1. 35) % , BH 8 &5 40U {l 91 [H)
PEXTIRZE Y (4.52+0.73) % , 22 A Ge i+ 5 2 L (1=3.968,P=0.017) . miR-338-3p Bl ¥ %% 4 26 BMDCs rf
IL-6 IL-23 1 IL-18 mRNA A %F 35 ik 54> 9k 2. 23+0.21 2. 21+0. 56 1 2. 3220. 43, B 5 & F 104 B ok ¢
BRZ1 1 1. 00£0. 06 1. 00+0. 07 fil 1. 01+0. 15,22 B ¥ A il 2275 X (1=10.290,P=0.001;¢=3.747,P=0. 020;
t=5.280,P=0.006), %51 miR-338-3p i 72k Al LLHE 58 BMDCs h Th17 41 Jfd #% 16 46 ¢ B 5 11.-6 . 1L-23 FI
IL-18 3%k R iff IRBP,,, F¢ 51 Th17 48 i 1k
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[ Abstract]
generation and function of interphotoreceptor retinoid-binding protein (IRBP)  ,,-specific T helper 17 (Th17) cells in

Objective To investigate the role of microRNA-338-3p ( miR-338-3p) in regulating the
experimental autoimmune uveitis (EAU). Methods Bone marrow cells were flushed from the femurs and tibiae of
wild-type C57BL/6 mice and cultured in the presence of granulocyte macrophage-colony stimulating factor ( GM-CSF)
and interleukin-4 (IL-4) to differentiate into bone marrow-derived dendritic cells ( BMDCs). On day 5 after
induction, immature BMDCs were collected and divided into miR-338-3p mimics transfection group and mimics
negative control transfection group, then transfected with miR-338-3p mimics or negative mimics according to
grouping. Twenty-four hours after transfection, the BMDCs were stimulated with 100 ng/ml of lipopolysaccharide to
mature. Relative expression levels of miR-338-3p,IL-6,1L-23 and 1L-18 mRNA in BMDCs of the two groups were
detected by quantitative real-time polymerase chain reaction ( qRT-PCR). The EAU model was established with
IRBP, ,, ,incomplete Freund adjuvant and mycobacterium tuberculosis (H37Ra) in mice. On day 13 after modeling, T
cells were isolated from the mice spleen or draining lymph nodes and co-cultured with miR-338-3p mimics or negative
control mimics-transfected BMDCs under Th17-polarizing conditions. Concentration of IL-17 in the supernatant was
detected by ELISA. Relative expression levels of retinoic acid receptor-related orphan nuclear receptor yt (ROR~yt)
and IL-17 mRNA were analyzed by qRT-PCR. The proportion of IL-17" cells among T cells co-cultured with BMDCs
was assessed by flow cytometry. To further verify the role of miR-338-3p in dendritic cells on Th17 cells, BMDCs
transfected with miR-338-3p inhibitor or control inhibitor were co-cultured with T cells isolated from spleen or
draining lymph nodes of EAU mice. Concentration of IL-17 in the supernatant was detected by ELISA. The use and
care of the animals complied with Regulations for the Administration of Affairs Concerning Experiment Animals by
State Science and Technology Commission. The study protocol was approved by the Institutional Animal Care and Use
Committee of Tianjin Medical University ( No. TJYY2019110117).

3p in BMDCs was significantly increased in the miR-338-3p mimics transfection group than the mimics negative

Results Relative expression level of miR-338-

control group (£=6.861,P=0.002).1In T cells co-cultured with miR-338-3p mimics-transfected BMDCs, the relative
expression levels of RORyt and IL-17 mRNA were 1.34+0. 16 and 1. 33+0. 16, which were significantly higher than
1.00+0. 01 and 1. 00+£0. 01 in the mimics negative control group (£=3.632,P=0.022;t=3.681,P=0.021). ELISA
showed that the concentration of 1L-17 in the supernatant was (5 941. 00+£452.40) pg/ml in the miR-338-3p mimics
transfection group,which was significantly higher than (4 299.00+348.30) pg/ml in the mimics negative control
group (t=4.979,P=0.008) ,and IL-17 concentration in the supernatant was (3 092. 00+200. 90) pg/ml in the miR-
338-3p inhibitor transfection group,which was lower than (4 063. 00+£131.50) pg/ml in the inhibitor negative control
group (t=7.005,P=0.002). The proportion of 1L-17" cells among T cells was (8.03+1.35)% in the miR-338-3p
mimics transfection group,which was significantly higher than (4.52+0.73) % in the mimics negative control group
(t=3.968,P=0.017). The relative expression levels of IL-6,IL-23, and IL-18 mRNA were 2.23+0.21,2.21 %
0.56,2.32+0. 43, respectively in the miR-338-3p mimics transfection group, which were significantly higher than
1.00£0.06,1.00+0.07,1.01+0. 15 in the mimics negative control group (¢=10.290,P=0.001;¢=3.747,P =
0.020;:=5.280,P=0.006).
specific Th17 cell response by increasing the expression of Th17-polarizing cytokines including IL-6, IL-18 and
1L-23.
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MR 4 i RNA AT DLTE % Sf J5 7K 7 o 458 28 I 3%
Wk AR BF T & B miRNA ] DU iof 4 45 DCs
20 Th17 ALY R . miR-338-3p it — Flt g JiE
PR5F 9 miRNA, BAT S e 448 T 7" . 4R 1, miR-
338-3p Xt Th17 41 g i) I 425 4 1T i oK WL AR o A PR
ZH AT ST 45 R B, miR-338-3p 75 EAU /)y BRI IE 20
J b 3k WY i TR . i — 2P 20 At GSE144081 %45 4
KB, miR-338-3p 1E DCs P KRB FEEP B & T
CDA'T 2} . PRth , A B 5 SR B B K U5 DCs (bone
marrow-derived DCs, BMDCs ) # miR-338-3p X EAU
IRBP ., ¢ 5Pk Th17 20 i i A6 i 52w LA K& ] 68 19
FHL o

1 HRSH®

1.1

1.1.1 sZEshY)  SPF 2% 8~10 W M C57BL/
6J /NBRL, PR B (20. 1£1.3) g, W F b e 4 36 1) 42 50 55
SYIHARA R w92 56 i HE B IR P 5 i Sz H A 5
o SEE Y IR KRR S E R PR HORE A
(250 S AR B ) B LE , T ARG KRR A3 W)
R R 2 By 2 AL HE (A1 35 TIYY2019110117)
1.1.2 F 2300 K04 miR-338-3p L4 481U
Py P X5 IR miR-338-3p 410 4l 5], 410 i) 550 B X AR
( i35 B AR RO B2 7D ) 5 i A 1L T W RPMI-1640
Begrdk (3% [E HyClone 24 W] ) 5 H 41 /N AL 40 i - B
W 40 i 4 7% #i] % K] 7 ( granulocyte-macrophage colony
stimulating factor, GM-CSF ) | 5 20 /> 5 40 Jits X + T1L-4
HAH/DNE YR 7 IL-23 F1/0 5 1L-17 ELISA &57) &
(€[ R&D 22 7)) s IRBP,,, Z ik A B S8 I 5 Ot %
PCR 519y ( bR TR A A R 7)) 5 858 73 KO
# H37RA (3¢ [ Difco 23 7)) ; I KA 5 4 1k 7l
(incomplete Freund adjuvant, IFA) {3 JF 5 12-+ DU iR
fg 13-Z MR g ( phorbol 12-myristate 13-acetate, PMA) |
A B ARG H B A (brefeldin A, BFA) F5 8] 1% 5% (£
Sigma 22 ] ) 5 [ % ) B NE R L S AR RURR 2Ot R
(fluorescein isothiocyanate , FITC ) #r i B9 K B ¥t /) iR
IL-17 3 X $T A (FITC-TL-17 ) | % ik b 3% 40 & 1
(sulfhydryl phycoerythrin, PE) #5ic (1 K BT /D y T
P E (interferon-y, IFN-y) Jif s HT {4 (PE-TFN-y) (3£ 5]
Biolegend 7\ 7] ) ; Lipofectamine 2000 . 3% %% 5% i 7 & .
SYBR Green 2 f% Master Mix ( 3% [E Thermo A #] ),
T900HTFAST 52} 95t 5 7 PCR X (22 3% FF 3 v FH A=
YRG5 EilEA R T ; FACSCalibur jii X 46 X
(EHE BD A7),

1.2 Jiik

1.2.1 BMDCs (il #¢ Wik b 58 /N B, F 0 T8 #
EG oy 8 h BB R, B T & RPMI-1640 15 32 3L 1
MLA, T 1 ml JE B {3 5 4 2 B RPMI-1640 35 558 58 e &2
P B R A BRI R K PR R A B A
B A TR AR AEAT 108, DABR 2 5% B8 0 B 0 B LA
M PR T 4 CHM T, #0142 16.8 em, 1 264 r/min,
B0 8 min, 3525 R, T AR 43 B 10% it 2 L3 1
RPMI-1640 5¢ 45557 3 2 40 i F5 40 i L 1x10°/ml %%
JEFERD T 24 LR, DAL 10 ng/ml GM-CSF J TL-4
BRI DCs 734k 85375 3 KPR, b 5T
AR T dk S8 3R 25 5 KA BRI BMDCs,
1.2.2 EAU BRI Ko T 40 i i $2 0 /) BRUKE i
ST 350 ng B H %3 R G 2 h, TH5 2 FIAK T3
B2 FEESE 100 pl & F 150 wg IRBP ;0. 8 mg 4544 4>
KRB H3TRA FLIFA By ZLAEF], B 37 EAU FRL; F i
RS 56 13 K, W 33325 A B8 /0 B, B0 AL U e Il ok B &%
TS e T 5 VAR 2 A8 A A 2o 0 A5 380 AL Ik % opk 2L 45 B 20
I 5 K AN M VRN A R R AR B, T 37 C A
s SR 1 h 5, S8 R FR AL vh vk e e dk s vk T
14 240 Ff B A5 3 T 40

1.2.3 BMDCs B K5 T 4ifd iy 257 dicdk
PSR AR5 5 K1 BMDCs, 432 miR-338-3p #L b1 4 4%
Yyl AL BA 1 X B 4 miR-338-3p 1 il 7R 4% YL 2
FA 50 B P X B2 B RPMI-1640 35 37 2 43 51 %
miR-338-3p UL 1LL 4 . 1L 47 B 1 X6 R miR-338-3p 4
il 78] 41 0 550 B M %k B M Lipofectamine 2000 i % ,
I FEE 5 min, ¥ miR-338-3p fLLY) AL BH 4 XF
HE miR-338-3p 41 il 751 1410 ) 750) B 1 of SR A e Y i)
5 Lipofectamine 2000 #i BEK IR &, & I T #F B 20 min,
AR 40 BMDCs H, K555 6 h 5 #h 752 k5 5
BE e Y 24 h M AL T EREE 100 ng/ml [ Jig 2 05 3
W45 4 BMDCs, 5 3% 24 h 5 4L 40 ff, —3# 4> BMDCs
A TFAREUE RNA, %5 — 38 4r BMDCs LA 1x10° /4043 51
PRl F 24 AL, £ & A 10 pg/ml IRBP, 158 42 K 5%
Berb 54 B AUNE Kbk TV SE T 40 RS 3R I i ALK
VR BN 20 ng/ml [ TL-23 (Th17 48 f ik £k 4514 ) |
K% 48 h AR B AR L R AN M A F I S E AR .
1.2.4 ELISA BTN E 77 FWE Wb TL-17 5T ik i
TR A L By A B W, MR /N B TL-17 ELISA 3K &
W B BRI TL-17 Jo% ok B . WU AR Al FL A TL-17 i
ARBUR T IR AR, B AR IR B 1 b SER AL
A 10 A5 H BERIAEAS 100 b, B 4 o FL IR J32 7 B 1Y
PRUE S 100 wl, BRIFE 2 h, 38 AR VU8 5 K B
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FLIm AR B TL-17 & ALK 100 pl, ¥ EMEF 2 h,
FERWAMR VR S G B AL 100wl # B Y BRAR o
AACYIEG B IR E 30 min, 32K VETE S WG AL
JIA 100 w1 PU H 3 BX 2K j% ( tetramethylbenzidine , TMB )
WA, EREE 10~20 min; BEALA0 50 wl 28 1E 8,
JE 450 nm ZEWSGRE (A) A, FH 540 nm 4b A {5 47 AL
TE 5 AR A o ok BE RN A 22 A o it £ A5 A o
2k B R 7 B SRR A TL-17 ST ik B

1.2.5  SZHF3% 9% % & PCR 3: K Il BMDCs 1 miR-
338-3p 1L-23 . IL-1B . IL-6 mRNA F1t 15 35 20 v 10-17 .
RORyt mRNA A X} ik & R Trizol ¥ $2 B miR-
338-3p LA L Y 21 AN AULBL 4 BH P XoF B ZH BMDCs LA
Jo A3 S A A S RNA e B0 5% S i 500 65 10 ) 5 6 7
9 cDNA, L cDNA Sy , 2% He X 51 91 91 0L 4% 1,
FTS2 9% 62 i PCR, PCR I 45 12 K : 95 °C i A8 ¥4
10 min;95 °C AP 15 5,60 °CiB A S ZEff 1 min, 40 1§
Mo L GAPDH N2 M, ] 27 331455 BMDCs
IL-23 IL-18 ,IL-6 mRNA DI K& & 8% % 40 g b 1L-17 |
RORyt mRNA A %f ik &, 75 B miR-338-3p #L {14
e o 21 R 401 {00 49 BH % X6 B8 2 BMDCss £ il miR-338-3p
AR IR i, SO S5 295 C Rl AR P 3 min; 95 C 7%
PE 15 5,62 CiB Kk S HEA 40 5,40 MG, LL U6 N
S8R 27 35318 2 441 BMDCs ' miR-338-3p
AXF R IEH

&1 BEEPCR3¥FT
Table 1 Primer sequences for PCR

B SIMFEI(5°-3") PHUKBE (bp)

IL-17 F:CCTGGCGGCTACAGTGAAG 57
R:TTTGGACACGCTGAGCTTTG

RORyt F:CCTCAGCGCCCTGTGTTTT 58
R:GCATGCAGCTTTTGCCTGTT

IL-23 F:CATAGCTGCCCGGGTCTTT 57
R:GGCACTAAGGGCTCAGTCAGA

IL-1B F:AGTTGACGGACCCCAAAAGA 57
R:GGACAGCCCAGGTCAAAGG

IL-6 F:CCACGGCCTTCCCTACTTC 61
R:TTGGGAGTGGTATCCTCTGTGA

GAPDH F:CATGGCCTTCCGTGTTCCTA 55
R:GCGGCACGTCAGATCCA

T8 - PCR: 3R i 20 N5 IL - 1 40 A0 385 RORy: £ F IR A 5C A% K
JLBZ A yt; GAPDH B 15 1l 0 50 B 5 72 TR 1 514975 R 1 51 4

Note: PCR; polymerase chain reaction; IL: interleukin; ROR~yt: retinoic
acid receptor-related orphan nuclear receptor yt; GAPDH: glyceraldehyde

phosphated dehydrogenase; I : forward primer;R :reverse primer

1.2.6 i =40 4SOk ) 15 % 4 i b Th17 46 /i 77 73
Fo Bl gk 89 miR-338-3p 004U ) % G 28 0L 4 B
PEXT B 2 40 i, F & 4 50 ng/ml PMA |1 pg/ml BFA

1 wg/ml 8585 775 K 1Y RPMI-1640 58 4 85 55 3 T
37 C &R E 5% CO, BE A8 b I 4 by 55 46 04 i
B E W, T 4 C ARG % T 2. 4G2 B 40
JiFm Fe 5z & ; n A FITC-IL-17 | PE-IFN-y $ip {&, F
4 CHRECIRATTWET 2 by UE ¥ A0, It =X 20 i ASCAS: I
IL-17" 41 7 43 1 o
1.3 Geit2 05 ik

%] GraphPad Prism 8. 0. 1 4812 8 {1 #4745 i1
G307 o AR AR 0 EHE BEORHZ: Shapiro-Wilk A6 50 1E 52
HRIEA /M, L mean=SD R, 4% 21 1] 4 5 bk 22 5
PR ST FEAS ¢ K 36 . R FH AU A 36, L P<0. 05
NESAHEITHE L,

2 #R

2.1 IR BT IR 2H 5 miR-338-3p UL W BE Ye i
BMDCs H' miR-338-3p Xt ik & b4

S 2 6 i PCR 45 5 B, 5 SURU [F 4 g
AR L, miR-338-3p HIL )% YL 20 BMDCs H1 miR-338-
3Sp X RBEW BT &, ERARIT¥FE L (1=
6.861,P=0.002) (% 2),

%* 2 244 BMDCs i miR-338-3p HXf FRiZ2 L&
(mean=SD)
Table 2 Comparison of relative expression level of miR-338-3p
in BMDCs between the two groups ( mean+SD)

215 A miR-338-3p Afiif ik &
BI85 BB 41 3 1.00+ 0.03
miR-338-3p LI {Ll # %% YL 4] 3 1 750. 00+254. 90
¢ fH 6. 861

PH 0. 002

T (S REAS K 5 )
RNA

Note : (Independent samples ¢-test) BMDCs:bone marrow-derived dendritic
cells;miR ; microRNA

BMDCs : 7 5 U5 A 2K 20 1 5 miR 2 /)

2.2 LY B PEXT IR 4] S miR-338-3p LU W) % e 4l
LB IR A RORyt IL-17 mRNA AR X A48 AL
miR-338-3p LI e Y 4 4L B 5% 40 i o RORyt
IL-17 mRNA AHXf & ik 4 70 )y 1.34+0.16 Al 1,33+
0. 16, B i /& F #4014 BA 1 X B 41 9 1.00+0. 01 A1
1.00+0. 01,22 534 Ge it % & L (1=3.632,P=0.022;
1=3.681,P=0.021) (K 1),
2.3 KA SR BB TL-17 Bk A
miR-338-3p LY % Y L IL 85 % B W b TL-17
JiHE WL N (5 941, 00+452. 40) pg/ml, W] B 5 T 41140
Wy BA Tk Xk BEZH 1 (4 299. 00+348.30) pg/ml, 2% 5 4 4§
P} 2% L (1=4.979,P=0.008) ([§]2) ;miR-338-3pHi



st g IR B2 Ak 2021 4F 11 H 55 39 %5 11 ] Chin J Exp Ophthalmol,, November 2021, Vol. 39, No. 11 . 937 .
554 1.8 s a = 8000 = 4500

J a ] = a =

® i % 2y a

& ® 26000 =

=12 210 e i 3000

= £ %j 4000 %

Z 3l il iy

=06 £ = = 1500

£ 205 5 000 =

> ~ ) -

S o = 0 = 0 = 0

= 1 2 @ - 1 2 @ : 2 9 ! : e

B2 #UL4 BA E XT B 4H 1 miR-338-3p U4 5 S 4H 4H B S 1E %

B 1IN R 4 5 miR-338-3p HLAA 4 5 5 4 2K 3 % 40 B

B RORyt . IL-17 mRNA 3 RiA BB A4 20 RORyt mRNA A
X RIE R LA B4 IL-17 mRNA XS RIB R ILER 5
PEXT B AR L, P<0. 05 (A S HEAS ¢ 40, n=3)

BEZH 52 : miR-338-3p 4Dl s Y 4
vt IL: H A1 &
Figure 1

and IL-17 mRNA in co-cultured cells between the two groups

A:ROR’\/[ B: IL-17

group, “P<0. 05 (Independent samples ¢-test,n=3)
control group;2:miR-338-3p mimics transfection group

acid receptor-related orphan receptor-yt;IL:interleukin

50 e e 41 Ik By 5R B WE W IL-17 5 R E O

(3 092. 00+ 200.90) pg/ml, B &
{2 1 1 1 I K L £ )
(4 063.00+131.50) pg/ml, 2 &
Aot X (1=7.005, P =
0.002) (& 3),
2.4 FUARLYD 9] X BE 41 R miR-
338-3p UL 5 e 2H L% 57 4 il
o IL-17" 40 i B 43 L

miR-338-3p L4 % Y 4 4t
B g IL-17" 4 E 43 bk
(8.03+1.35) % , B i & T #L (A 9)
I 4 o B 4 1 (4. 52+0.73) % , 2%
SEGFE L (1=3.968,P =
0.017)(E 4),
2.5 HIR X R4S miR-
338-3p # bl ) 5% Ut 241 BMDCs
IL-61L-23 .IL-18 mRNA #%f % ik
A

miR-338-3p 48 Bl ¥ %% 4v 21
BMDCs 1 IL-6,1L-23 . IL-13 mRNA
AHXF 23k /43 o 2.23+0.21
2.2120.56 F12.32+0. 43,8 B &
T 100 B X R 2 G 1. 00+
0.06.1.00+0.07 1 1.01+0. 15,
2SR S L (1=10.290,
P=0.001;:=3.747,P=0.020;¢=
5.280,P=0.006) (& 5) .

RORvyt: 2 7R AH G A% AL 32 1K
Comparison of the relative expression levels of RORyt

Compared with the mimics negative control

EiERP IL-17 RERELLE 5D TN LA L, * P<0. 01
M SEAREA ¢ K% n=3) 1 4SUBL B P B 21 52 miR-338-3p UL {1
VIRl LM R B3 40 H 5 BA M X R 46 70 miR-338-
JpMHEFIERAMBAEF LFRTD IL-17T RERENLE 5
A 50 B B2 AT LG, P<O. OL (R SEBEAS ¢ K, n=3) 1404
FUBIEXS B4 52 miR-338-3p M M L el L. A4 R

Figure 2 Comparison of IL-17 concentration in co-cultured

L AU B A X

supernatant between the two groups Compared with the mimics

negative control group,“P<0. 01 ( Independent samples ¢-test,n = 3)
1:mimics negative 1:mimics negative control group; 2: miR-338-3p mimics transfection
group
in co-cultured supernatant between the two groups
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