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[ Abstract] Non-coding RNA (ncRNA) is a type of RNA that has multiple biological functions but is not
translated into proteins. Uveitis,a common blindness-causing disease,is susceptible to relapse and difficult to treat, but
its pathogenesis is not completely elucidated. Recent studies have shown that ncRNA plays an important role in the
pathogenesis of human uveitis and rabbit experimental autoimmune uveitis. ncRNAs participate in the pathogenesis of
uveitis by regulating important signaling pathways related to immunity, the immune response of T lymphocytes or
antigen-presenting cells,and the secretion of inflammatory factors, so targeting some ncRNAs is of certain value for the
treatment of uveitis. The single nucleotide polymorphisms and copy number variation of ncRNA are highly correlated
with the genetic susceptibility of uveitis. Therefore,ncRNA may become a biomarker for the diagnosis and prognosis of
uveitis and targeting ncRNA may become a new treatment strategy in uveitis. The regulatory roles of microRNA and
long non-coding RNA in the pathogenesis of uveitis were reviewed in this article.
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T 2 I S — 2 ey i B AR5 S TR R R 1 A A NI REAE H 5 R R RNA #432 RNA /N RNA (microRNA,
DO 5 R 5 I R B AR R RE I RBR , 2 R A T ERE, 5 miRNA) K 4 3E 4 i RNA (long non-coding RNA , IncRNA) | 3%
S RAR IR I R, SEOSER N BE T A GNP RNA FRAR RNA /N RNA 2557 neRNA 76 A 26 4
KRB T, A S RE BN R FEE AR K o A v A 2 A PR AR, B A R 48 neRNA
B . JE4i S RNA (non-coding RNA, ncRNA) 2 — 28 BAT £ Fh A XA B AR B9 YR 9T HF — 5 3 o AR 3CHE miRNA Al IncRNA
Wy I RE(L AR BE B 2 B RNALYY S 36 T4 T R/ B IR TE ] %5 I 9% R g I R A T BEAT 4508
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1 miRNA 5# &M%

miRNA S22 19 ~ 25 M R 1 3E 4 5/ 4> F RNA,
LA o 40 45 RNA (messenger RNA, mRNA) ) § 35 2k 55 3
of 35 R A 3 SR U AR, T #E B A% AE ) S R R sl AR h R IR
BYEM . miRNA 5250 [ B Gt e 40 3¢ , 20 58 40 M 41 B AR
R RGBT R 2 R M AL R G B R R R T AR
LEATAE SV N o R H AR AR S AR g 0
1.1 miRNA 5 AR % 55 &
1.1.1 miRNA )25 5 335 53 % B8 %
1.1.1.1 miRNA (422 FFik 5 Vogr/MIE LR &1L FFSE
B8, RIENG S Vogt-/INII JE H £¢ & 1iE ( Vogt-Koyanagi-Harada
syndrome , VKH) # # #} J& 1l CD4™ T ¥k B 41} ' miR-20a-5p %
PKKF B2 T B, T miR-20a-5p W) 3@ i #8 1) 6% R M 1 C-C
P AL TR 1, HE IS S8 VKH 8 MR L CD4TT
TR EL A0 3 5 1 4t A 3 (interlukin, TL) <17, DA I} & 44 10 44 52
TERON o AN, Asakage %51 & B VKH (B4 13 b = 0 &
iKY let-Tg-3p A fE N2 WF VKH AL P14 B4 .
1.1.1.2 miRNA 2R RB 5 M %W HATZE miRNA 5[
FERT I A MBI IT v, 2 B ST R 11 295 f8 2 A1 i B A% O 1
20 o ( peripheral blood mononuclear cell, PBMC) H miRNA #f 17
i, Puccetti % % BUTE 14 %€ 9 i 2 1 iR % PBMC 1 miR-
4505 i’% B W 3% i, miR-143-3p H1 miR-199a-5p % ik B i 5
A 308 5 35 miRNAs () $8 35 5@ I & 42 A0 i o, = 3=
B2 5 Mg A 38 I T (tumor necrosis factor, TNF) | y-F 4 & Fl

M AR AR RPN A KN T 2R EE S, Ere

Al MUTE L JE R PBMC A 13 A ERERIXW
miRNAs; i miR-720 I miR-139-3p 0] i Ji A ¥ 7 (9 4 4 5
HEW . Jadideslam 27V R Y % B, PBMC th 2 % 5K ) miR-326
ARENE N2 W 11 JE 9 19 22 AR s 9, (H 2 ] LU S 5000 1 28 9
SRR A A B IR 2 B A LR E AR AR

Zhou %5 BE G K B, JAE 1 B ) 1 20 B % B9 PBMC
B 2R 40 it ( dendritic cell,DC) Hr miR-155 % 3k B 5 38 2 |, T 76
VKH fJg B 8 2 57 ;5 %3k DC Y miR-155 0] PL{g ik IL-10 [
FEAE ] IL-6 A IL-1p = 4R, JF ELRE ] CD4™ T MEQHH@
FEAE TL-17, Liang 21 3E— B B9 & B miR-155 i@ i 800
Akt/mTOR {55 8 i F1 i 15 EHI%E§HHQEH@|—]?F’§E Ahmadi
2 L2012 4 B 1 SE95 B % PBMC o miR-155 Il miR-146a 32 ik
B 505 /> , T miR-25 .miR-106b .miR-326 1 miR-93 3 ik BA & 1%
J. Kolahi % ' #F 55 % B4R 1] 19 (1 %€ 9% 58 % PBMC i miR-
155 LR, 5 Zhou 25" H1 Ahmadi 22 §F 5% 4 | ; Kolahi
42V SR % B miR-155 15 TNF-o (36 35 52 1 AH G, T -5 40 i
PE T kB4R SC 2R 4 19 3838 5 ORI 56 HR R K KT
55 [ S0 M BRI Bl T I SR G

%t (1 €99 2B # A9 PBMC J5 i A5 R > BF 58, Na
S 2 SEIE S T SE 9 R S A I CDATT itk EL 40 P miR-155
A IL-17 35 W8 R 9, 38— 45 BF 58 22 W40 ] miR-155 0] 5 i3
BRI Ets-1 SR 3050 B0m o Th17 4000, 347 B 280 32 44 vl fig iy

A Qi 41 BRSY K BLIE S 301 1 9E 9 R A7 7E Noteh (5 55l
B (0 5 F TS, Notehl A8 ¢ miR-23b 78 15 3 # (1 2E 05 /R &
CD4™T ¥ 2 40 g o & 35 Ik 2635, i #3K miR-23b W] #f Thl Al
Th17 20 s 3 4= , ¥ 0] Notch {55 5@ P& #1 miR-23b W] §8 Jy 1 ZE 9
MR YT &AL s

[ B, i A miRNA f 355K 15 B0t 78 — 58 72 BE b S g 9
P 19 T PR 3 . Tbrahim Y BE S & B, B 2E 0 AR 0L
miR-146a (1) 3235 B B & F IE 4 % B 4L, H KK SR T 4
S 17 D0 K i A 3 M BH B A G
1.1.1.3 miRNA 22 RZXH5H MR BEEEHHKL  Tuo
2 2RI G R P R IR AR 9 5 7 T e R
I miRNA [ 32 35 1% 00 B, & B0 miR-155 76 i 4 % %
A BT T S 52 7. O Rourke 45 fF 58 9IF
52 miR-146a . miR-155 il miR-125a-5p 7 i i %5 5 % B % PBMC
th 2R A B BN s 1 F58 THPL 40 I8 miR-155 AR F 4 e (R 7
A3, 10 5k #2358 miR-146a T30 4 240 1 IR 7 40 6 o

Verhagen 25" Xt 54 {9 2tk %% A 30 A1 8 e 1 2 460 1 46 R
(BL45 HLA-B27 H 36 ¥y 2 iy 4 44 1 & ~kﬁ¢lﬂ%%ﬂﬁ*
12 A A ik 2% AL I 695 22 ) miRNA %% HEATHETT , B TE
T 5 A a2 B 4 A DG AL & 6 R miRNAs ) miRNA %,
P miR-29a-3p il miR-223-3p & 44 Al 1% 5% 8 % Y miRNAs,

Kaneko 25> % 52 B R 48 £ 2 TG iR A IR A A 28 i AR 2
G AR IR AR B miRNAs 1) 335 647 % b, & L 27 4~ miRNAs 7
SRR R B EH G BRI P R e T, Hd 44
miRNAs ( hsa-miR-1_ hsa-let-7e  hsa-miR-9 I hsa-miR-182) 5 &
I 46 E 5 5 0 B8 M1 5G . TNF-a A% T kB1 (nuclear factor-
kB1,NF-kB1) J& hsa-miR-9 [ #1 3% P, 5 32 J8k 4 B 5% HR op 119 4%
LA S N A 1 SR S A AN R T A Ok
1.1.2 miRNA MISEMBEHFREZEHSHAER HLETR
£ 54k (single nucleotide polymorphisms, SNP) &35 A 2 L K 41
DNA J¥ 5 b 5 A~ 8% 1 B (68 3% ) 1Y 2ic 48, SNP o] LI R A= 78
miRNA J R B4 AF (] 3 7, DA TG 52 0 35 FR1 38 3k, 5 6 480 5 48 1 &
VR ITUGH X,

Ibrahim 25" f1 Kamal 27 % 9 3% J% 14 2E 9% BB % miR-
146a/1s2910164 {37 £ 1Y GG e [K B 7] f8 J& (5 €05 1 5 J& 8 &,
CC JE PN R (Y FERG I A 47 PE N 26 5 Omer 227 1 Yenmis 251"
Xt AL SNP FE A B 280 o T T 28RO AT, i — 2B E
LT ALY CC BRI C SRR R R B PRI I &R
Oner 227 38 % 3 NFKB1/rs28362491 i £ fll pre-miRNA-499/
rs3746444 {37 g1 SNP 5 (4 JE95 18 5 55 M A 3%, it TT Al ins/
ins J P R ] RE I 30 At 5 i 484 4 T S 1 0 0 0T
Fi, WFFHR % B UTS2/1s228648 () Thr/Thr & P 8 Fil Thr & fif
3 DR T i 2 1 I 5 R K, Fas-670 A/G 1s1800682 {3
SEAA RPN A SRR IR I R DY

Zhou % M F5Y T b [ M 11 285 Rl VKH B % miR-146
Fe HE S5 F Ets-1 i SNP, % Bl miR-146a/1s2910164 {37 45 CC
HEDR AN C A5 3k PR R AE 19 280 )R P B K, B GG 3t
PR R AN A miR-146a #Y 26 i 7K S 8 F LAt 3% D3R g 2 3
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ZAYTE VKH B W 8 2 5, BEJ5 i 3E 55 miR-146a/
152910164 ets-1/rs1128334 Fl ets-1/rs10893872 ) SNP 5 i1 [
DU N BEp Fuchs £5 4 1F J6 W1 B8 5 AR 611 0 A BIFJC3F 52
miR-146a/1s2910164 Fl Ets-1/rs10893872 ) SNP 5 v [ L % L,
7 4 A AL Y 3 AR G, rs 10893872 iz i 7T B I o 9 1 Es-1
L[R2 AT B W B9 35 A% Bh RE Y L i 26 miR-146a/
152910164 3 55 (1) SNP 52 1iF 52 1% A7 o5 1Y SNP 5 ot |5 A BE 3%
R NFERI B B 2805 S E DU L E A A R B A
FAHCE 5 VKH FI Fuchs 25 4 iF TG B & A0 G2 , %I IR T
B — R T R L.

WX VKH I 2896 P 2S5 i dE T 40 & & fzh
fEMH e 4 A5 A ( miR-182 . miR-27a . FoxO1 il IL2RA) iy 10
A SNP #EFTHFSE , % B miR-182/rs76481776 fii & 1) SNP 5 [
FERT AN VKH [ 3845 5 vk M A 96 L Qi 4 P B 58 & 8L, pre-
miR-196a2/rs11614913 {37 & TT 3 [ B f1 T 25 {3 35 B 450 26 7 [
TR AP R EN R, SAEC R AT B FE AL, rs11614913
A7 a5 TT B PR T 554 ik BRI B8 7 56 19 4% 11 280 S b i 2
e H, pre-miR-196a2/1s11614913 1] fig /& i i 18 5 miR-
196a [z JLAR LR Bachl (¥ 33K , 3E T 5 WA TL-18 5 A% 20 Ml ¥4
AL F 1 (monocyte chemotactic protein-1, MCP-1) %3k /K -3k &
i) = FE 9 14 38 1% T SRk o
1.1.3 miRNA (985 DBE S S AR AU K E 55 NI
miR-23a fll miR-146a & {£#% il miR-301a 55 VKH )38 1% 5 &tk
ARG, T 5 ZE A TC B AE G 1 5 IF B miR-23a ) mRNA 334
KT 5 H A8 DURCES TE AR OG5 17 i 4% D1 miR-23a ] DUAR 3E 3 1k 1
PBMC = 4 TL-6, 45 o] Dh 42 #F AN A B B 8 R b J (retinal
pigmented epithelium, RPE) 4t i ¢ ik TL-6 F1 TL-8, H 64 W7, /&
1 miR-23a W] g3 3342 5 1L-6 A9 /22 5 VKH i & .
fiX#% Il miR-143 . miR-146a, miR-9-3 I miR-205 L) J% & #% N
miR-301a fl miR-23a 5 f& & 3 B M % F % ( ankylosing
spondylitis, AS) [ 2 ¥ T i 4 B 48 33t 1% 5y J P AH O 5 (IR 3% I
miR-146a Fl 42 Il miR-23a & miR-205 54 £ % AS 1) 2 PR
A R BRI
1.2 miRNA 55051k B B s o 8 % I 4
1.2.1 miRNA 5/ /)NS5 A 5 Gt A 4 I 5
VBT 5E e B AE I 32 7 WA B W45 43 2 11 (interphotoreceptor
retinoid-binding protein, IRBP) % 5t /N B S2 16 P [ 5 00 8 14 7 45
Jii %% (experimental autoimmune uveitis, EAU) B it miR-155 3
PR o BRUF D47 T 3 B 400 J v STAT3 46 14 i Bk BLXS R 0
W J5 3F 52 STAT3 845 B0 P Th17 40 25 34 miR-155, I 58 8 {2
HE Th17 240 10 34 78 R A S % 8 119 & % . Muhammad %1%
PR R WITE EAU KW Z i, F7 5 M BR RPE 20 g b 19 miR-155
A LAW AR BAU Ry B2 (B2 7E EAU JF 16 &6 5 @R
RPE 40t (9 miR-155 I 7 B 28 5 95 96 F . Weed %1 % 31
miR-223-3p il i ) i) 4% 5% Rl F- FOXO3 1 K35k {2 i EAU
F B SR Y Th17 40 9 5 95 % % . Zhang %' % BLAE EAU
B A miR-182-5p i i #E o] TAFLS 417 i 975 B2 P Th17 40 fifd 9
N, miR-182-5p/ TAF15 A 58 Ji Jy v 7 48 %4 148 1) S oo

Escobar

Choi 2 VBIFFE % B 11 SE95 5B (1) PBMC v 1 2E 90 /b B
W EE T miR-21 35 B, I6 Y7 )5 B 280 /0 BRER & 5t 9 W]
W IR B miR-21 3R 5K W) R 985 4 A miR-21 ) 70 AT DL 2%
e 120 JE 0 /I RA B2 R 15 E AR 9T I A 5 s 1 ™ B R E TF 45 I
miR-21 T 3@ 51 8 5 RhoB . PD-11L-12p35 1 Toll £ 3% {& ( Toll-
like receptor, TLR) J¢ 4 P K - 3R 34 52 M) [ 2K 95 19 R AE R & o

Ishida % " ZEBF 58 EAU /) BUIRF miRNA 1) 3 25 2 ks i) 2%
WL EAU R 545 7 K (A LR 32 o Jo ik L8 B R AE A% )
NERR N IL-17A 1 IL-17F () 3REC 2 W 8 L5 fE A miRNA
W R miR-142-5p Fl miR-21 B & | 8, miRNA-182 B i F
P4, X L miRNAs 3@ o 915 T0-17 1% iA 2 5 EAU ffe .
1.2.2 miRNA 5RREIMEE S REEEEER NERE
519 75 25 I 48 (endotoxin induced uveitis, ETU ) £ 5 52 Py ¥ M |
WA SR, B8 kK B EIU K B9 IR 2R 0 2
BI040 i miR-93 R GA KB BN, H miR-93
I ¥ ] TRAK4 S 30 i) NF-wB /% 3% £6 #1424 ] (TL-1B  1L-
6 TNF-o il MCP-1) i) 32 35", Watanabe % 1 55 25 0 |, b
A& EAU B9 103 &, B3 7K FI 3¢ 38 4 W TL-18 Al MCP-1 3K 3K
RN 7F BAU Gy 545 14 K, 9 4~ miRNAs( miR-223 ,142-
5p.146a 25) FEH] BN, 4 4> miRNAs(miR-181a 183 45 ) %
K 8>, o miR-223 Hl miR-146a (%35 5 EAU KR &
975 1 A 975 BRI 40 S R P IL-1 A0 MCP-1 fi 26 3K K % — 8%, Al 8
— TR RE SR Y IR

Hsu 2 "U0F 5% % B, 16 5256 1k 1 5 S 5 vk A A A IR 4
(‘experimental autoimmune anterior uveitis, EAAU) fJ% J5 55 15 K
ST IR B 5 W b B BT R B IR R H miR-146a-5p  miR-155-5p
miR-223-3p 1 miR-147b 33k [, miR-182-5p .miR-183-5p I
miR-9-3p FiK T, BlJF M ATIESE T miR-146a X} EAAU HA
AT RN, FL R 5 0 B TE A

Rossi %8 5} 55 % 80 9% 385 K s 2 41 315 88 % D1 (resolvin
D1, RvD1) AT LA I 5 2 fiff 46 %] JIEE 48 19 3 Ji& , RvD 1 W] LA i HR 9
% LWEALEE-1 (sirtuin-1, SIRT1) YR B (5 R & 2 EAMK) , [H
B} f£7 miR-195-5p . miR-200a-3p , miR-34a-5p il miR-145-5p 3
35 F 18, miR-200c-3p .miR-203a-3p . miR-29b-3p F1 miR-21-5p %
ik LI BT H miRNAs 5 AR P9 SIRT1 K P 274K AR
STRTI ] gl i g 48 miRNAs iy Rk K #EEM . Ao R ]
7E EAU KRR IR 36 g U A0 ik B2 45 7 miR-30b-5p Kk BH B T
Al 5 75 H. , miR-30b-5p 3@ i3 ¥ ) IL-10 1 TLR4 , sl 20> 3L 0k 1 bk E2
& TL-10 1 TLR4 3 F Pk 20 i L 491 K ok 2 i 480 16t ¢ iy ke 1

2 IncRNA 5EEFHER

IncRNA & | J& K T 200 4% ER 19 JE 9 3 RNAT i )
WA Sy S e R AR 5 e BT A S B AR TR . (R AR
S, Bk £ 1 TE 4 2 W1 IncRINA 75 V8 4 4 328 40 I 43 £ il ok 24
NP EEEEEEN, RS SRR EES T A
PRALHE - (1) IncRNA 2 5 [ & G i % 8 i 75 (2) IncRNA
ATLLIE OB O I 40 B LT Ok B 40 B L 0 40 B R DCs 19 K
75 (3) IneRNA 15— 86 [ B S i 19 5 o WL AR A1 56,
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RGELL B KRB AT & 2 Rk LA AT

Mohammed 2" B} 5% 1 [ £ 55 (4 175 1 IncRNA () 2% 3k
IK, B IAZ & 45 51K 1 (nuclear-enriched abundant transcript
1,NEAT1) ffy 3% 35 W3 & 34 i, i lne-DC fy 38 3% W 2 B {15, HL
NEATL Fil Inc-DC 1) £ 3% 7K 5 5 5 955 i K =2 B A OF 43 12 2% AH
5, TR SRy 295 1 A= 0 o 1 ) RN TS A TR T R A

WX VKH ., [ 2 % F & P Hi A 4 B 48 (acute anterior
uveitis, AAU) f 4 5 A A AS 35 iy 110 4~ SNP 347 0
7%, KBS X R A E, TG AAU 4119 AS H 1s1437362 (1) C 254
R % L R VKH B % UBLCPI1IL12B il LOC285627
Z ] rs6871626 [ A 25 v 3£ [ 45 %€ 14 il ; IncRNA 1rs4937362/
RP11-264E20. 1 55 AS 45 %, i rs6871626 L5 f [# L 1% A BE 1
VKH %5 #0256 547 P rs6871626 A 1 7] 35 LOC285627 4
PRI IE TL-10 9 = A1 0 Qi 451 ik b VKH kAT 4 3%
H 4 S B A0 BT 3E 52 T Ine-TOR3A-1: 1/rs3829794 37 5 1) CC 3
RN C A7 3E 2 VKH R B & ik — S R, 5%
A B TT 3 R ASAR A L, CC R RIAS (R v ABL J5UJR 2L 1K 2
26 5K I B R R, IR R B 441 CD3 Fidi CD28 il B 1k
JGi () PBMC B4 4: 58 41 T R A IL-10 p W £ .

Yamazoe %5 BF 5% 611 5] H A (1 2€ 95 8 % 1 737 4 IF %
X HR Y UBAC2 [V F1 R 3% 100 kb X8, 58 A4~ K &I f¥) SNP J5
% B, IncRNA LOC107984558 W1 rs9517723 {v g i) TT 25 {3 3 [
W UBAC2 ik, dF i 5 392 R LM i e WG b, &
230 E 9 SR IR R v A B 8 R 48 A8 1Y E R, Zhang
SOV BE g B 5 % B B, o DUE T ZE % R IncRNA
NONHSATI159216. 1 rs7130280 i s 4 A 45 {37 K PR A7 % W 2 [
%, 2 — 25T I A0 5 A S5 5 P 3 3 410 ) miR-6778-5p
FEIRBITE T e RPSOKA4/IL10 [y 323k , i i 5% ) 15 55 B JaRe ke o

3 INEMRE

F1 B S 2 P 7 2 T A 2 DL A B P IR , LA T BT
HALGRIF 259, AR el n A ), B £
4 BRI AV AR KB, FLATS A 35 43 B A 2 TR 9T JE R, B
KMEUERE R Az . Wik, FRAEE % A MR IT A
B 908 A R I 8 Y ks — R W R R R A R A ), 5 )L
4F  neRNA (J5 & miRNA) 15 % 2 ) 48 1) A 56 BF 5 A 42 & it
B, Hf, % F miR-146a fil miR-155 %%, AU # % PBMC fili&
J 1 FE 95 S LT T miR-146a BN, H rs2910164 {7 5 5
F 295 1L 2 A R AR 19 0Bt 15 B M AR 3%, T 45 D miR-146a
Y5 VKH ()18 1% 5y e AR 565 i B 72 BUIR I, & 7B 1 EAU 1Y
miR-146a % 3% B 300, 7 miR-146a A 56 13 701 NF-«B i g%,
T A 4 B PN 8 RE SR, B 28X EAU 7= A B I8 3R 97 A0 5 i H:
AT R IS A Vs TE ) T6 T 4 A

K] Sy 2 4] R A B & i LT &2 2%, Tl H HTOC T neRNA 5
A5 R W AH G F A BR AR B TR A, JEH X F IncRNA (1)
GETE D o ARME B BF ST 03— 25 132 TR A, F AT 6 T 4 4 IR
R A2 W R AR T S A R R
MR PTE RS B B R AE AL R 25
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