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Research progress of long non-coding RNA in rheumatic diseases
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Abstract: Long non-coding RNA has emerged as key epigenetic regulators that govern gene expression

and influence multiple biological processes. At present,the research on long non-coding RNA has become a

hot topic. Numerous studies show that long non-coding RNA participates in the pathogenesis of many disea-

ses through regulating the differentiation, development and activation of immune cells. This article mainly

presents the roles of long non-coding RNA in immune regulation and inflammation and the research progress

of long non-coding RNA in the pathogenesis of rheumatic diseases.
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1 IncRNA 5%9%

TP RGAEAEFIUATR S P R EEAEH],
FERGE SIS B A B e g e 5
ZRPIRI R AR T o TP R GEALHE K IR e Ml
TN P e R, 1 I T 48 M ( hematopoietic  stem
cells, HSCs ) 2 Ifil ¥ 2 ¢ H 19 UK T 40 ffa , B A 43
At 28 SO B AR AR MLV RE . TR OL T, B
FARANM & T i ZR 40, i AR A0 o1
DR A A0 A T 40 (innate lymphoid
cells, ILCs ) J2& 21 i S 8 2 G %) HU 9 B A4 1) 5 — 3
Bii2k , 204 T il I 55 B S PR A )
FMEZ . KEDIFERB], —28 IncRNA 7 9 % 20 i)
H PR R I T R R e RN BeR e OF AR
P 45 K AR o 5 R A5 1k SR gk b B AR
=
1.1 IncRNA 5 X 2K %0 R 5
1.1.1 IncRNA DC R SEAR 41 2 i 5L 30 ) fe 92
RGPPSR R AR ) IR A, Wang S5 F 5k
PRS- 5 RNA U 73 47 & B IncRNA DC 7EAL 42
FBEATAR SEARANM (mDCs ) ke SR 3%, BEAIG In-
cRNA DC fyZ5 BEMHIA DCs h 5 T 4G 1k
PSRBT E 37NN 127 i &3 S =R
LPS G I R PEH Ty 5"

1.1.2 IncRNA HOTAIRMI HOXA % A< % &
RNA #5 £ %5554 1 (HOXA transcript antisense RNA
myeloid specific 1, HOTAIRM1 ) J& %5 — /g & B 5
HHEAIA A B A LI IncRNA, HOTAIRMI 7EHEFE
AR 2 M2 A 534 A R 200 D 1 3 R v e S P vy 6
ik, A ] HOTATRM1 323Kk AL BE % 2 % i /b
HOXA1 A1 HOXA2 33k, iR fEV 2 CD11b A0
CDI8 [k .

1.1.3  IncRNA EPS  fig i 140 i 77 1% 19 K s
%% RNA (IncRNA erythroid prosurvival , IncRNA
EPS) W21 R A0S0 AL 15 . EPS e 5 1) B
AN b 3 R Gk, T TLR P A 30 U I =5 410 1
HAGHR EPS 2 iR 24 5 5 S % V1A DG
FEHYFRIE, Bk EPS 1/ B  #E R HRPTAE
FETH S 55 , TR S N T B AE TR T 45
1.2 IncRNA 5 3 /FH % %

ARATVE SR SO R T 0 i i A 14 1
BRI e R 2L, 4 CD4™ T 20 35
AIG o3 A D BO8E T AR, A0 45 1 BUAF B PR T 40

(T helper cells 1, Thl) ,Th2 4/, Th17 ZH}ELL KA
T T 4 (regulatory T cells, Tregs) , Thl 2 3=
Ll 53 W I K -y (interferon—y, IFN-y) 4 33
20 0 PN 200 T D R SR BN, R AU BE ST
A=W RN T s Th2 di i 3= 20 S hi i i oh 2 40
27 A= ) G928 S 5 Th7 4 i 2 — Fh BE 1% 23 W)
HAZ 17 (interleukin 17 ,1L-17) () T 20 WV 7¥ , 15
EI B o Mg AL A4S B 48 B g vh B B R
S5 Tregs A2 — IRk He 5L ¥ Foxp3 Jf H fiE
BEREALR B B S SO R R T 4 B A, 32 %2
R H . BT HAEA L B 40+ IncRNA
IBFFEAR D, TATTH 2518 IncRNA X T 24 fifd
I R RE FE I .

1.2.1 IncRNA NRON i%4Li T 4 A% 1 (nu-
clear factor of activated T cells, NFAT) J& —/~ 454K
FRPER e S R, X0 T T 40 M 0 3% 1k 2 00 2L
W5 R I, NFAT B3E 45 40 1 [ - (noncoding re-
pressor of NFAT,NRON) fB#¢ 5 F2EH & 1Q
P GTP [ 151k & 1 1 (1Q motif-containing GT-
Pase-activation protein 1,IQGAP1) L & NFAT 8 it
LRI F 2 S Y, M NFAT 935 1, 1 1 B
7 CD4* T A S A A

1.2.2 IncRNA IFNG-AS1 CD8 " T 4y i fi1 CD4*
T 20 4 B 6% 36 5 7 A= 200 J R 1 34 5 9 52 )7 10
1458 T IncRNA IFNG-AS1 & ¥iF 52 RE % 75 7% 7
FNEIFE K AEHE TFN-y (335, JETm 2 5 I8 2 40
HEPE T A | RGBT T AR TIRE
1.2.3 1IncRNA FLICR Tregs 40} 7E 5035 i 5%
RAEHELEANEN, 25 B B G2 B b g 55
()R HE R , P4 Tregs 200 704 1Y) di T 1) B 5%
K F4& Foxp3, LncRNA Foxp3 long intergenic non-
coding RNA(FLICR) i F Foxp3 i 4 T, 45 51
FIRTENI Tregs 4 rpr , 5= 220 5o 8 1 4 (4, 5T 110
FEHCHEE 45 Foxp3 ik

2 IncRNA 5XE &K

2.1 ZAbLasmRit

R NE LB R M ( systemic lupus erythemato-
sus,SLE ) i — R it B {1 5 B G e PR , E2ERHE
RN ZAE 2 RGBS e
MK B Sk, SLE WG 435 %, 85 A
ToBREA LA K S 1 3% A B9 T 90 2% 58 B% A TLRs J 3%
WS 5RNEE LR . REH I RkiE—
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IncRNA 7£ SLE S5 1 4 535 Feak ™1 B4 5
fa N M2 SLE £ 25 4K Y 7 26 B 41 gt IncRNA
(12235 25 S5 M I BU A B il

W R0, % B & 5 AR 1 (nuclear-enriched
abundant transcript 1,NEAT1) |17 5 5 KR %
BERARAG PR gE T L A R,
NAHLE,SLE f8.55 40 J&] il B4~ 4% 4 g v NEATT (1)
KKV T, OF B S B I s B B A
T R4 R T Rk O A e
NEATI FIREfE#E SLE B F RN Eik 7 T 1Rk,
AL, NEAT R 58 5k 4 4 P R i 2 56 1 (5
B AR TFN-T 58 B 35 4, $27% NEAT1 AJ fig
55 SLE w1 IFN-T Ji % 1 5 6 1% AL A ¢ A K BHL
R FEWY 5 (growth arrest-specific transcript 5,
GASS ) &5 % i — 4> SLE By Ak . 5 fit
FEAAHI,SLE 35 CD4™ T Zuffirh GASS [k
AP TR o GASS 1 s 4 5 WA B
F R RN IC BT 51, Re a8 500 R BT R 2 1k
DNA S5 S5 M 505 4 PE S G, AT 300 W B2 o 8
oML F I A M ACPIR A  B04 i
T AR 8
2.2 AERBHXT X

ZERIBE LT & (theumatoid arthritis, RA) &
— TP PERY B B s , BURLRAAE Dy /NS X FR
PR MRS, o AR Ak 32 A0 55 S e A0 A A 3 1 3K
BRI AL, S EOCT R . AR IRE
F WL PBMCs FITE 5 Hh IncRNA A9 XA 1E
ERM225 . TNF-o RERS S| T I 4T 45 20 i
1 PBMCs tt HOTAIR [93%54 , HOTAIR 7£ RA %
IR A K I E A A 2 R A, SR T RA AR
W AN A R A0 M b HOTAIR f 3 3k B
K S B R B, Stk HOTAIR {1755 7K
FFRIARRIEIE IR RA S B WA M i 554, i
TERSE B 4 0 7 55 200 i o 3 fIE HOTAIR Ay 3k Il
REfB e MMP2 1 MMP13 () 31k, S80H #og 5L
A
2.3 ZuimmilE

G EMEALAE (systemic scleroderma, SSc) J&—
T G 2 A DGR R AR P50 , BARLRE ARy 1l 3859 22 5 |
AL B RN R () £F 4 Ak . SSe & Bz kb i
B AT AE AN RE % 7 HE Z R AN AN AR e,
N TR E A SR AR SLE &ML, SSe
R LT S R AT 4E 2 B IncRNA TSIX [y
IR R0 A TSIX B B SSe B

7Sz NN e O el W S R R
IR W] TSIX Al A FE 4 1 R 5 AR B %0k
MIVER .. HAT, TSIX T 9A 1 5 501 i A0 0 T 7
SOIEEE7 L N7/ RIsp A (WY =¥
2.4 TRRLZAEAE

T2 G 1 (sjogren syndrome, SS) F 5 & A T
HAR LM, 32 BRAAE D Uk L A0 R T 5 | S A1
AR REBRFE . SS B E AN IncRNA TFNG-ASL 11
FR B ET R, I H IFNG-AS] 9363515 B 1240 1]
SIS MRER G AEAE BT A MBTIAR & i (i 1gG
TR LA K2 21 200 i 3T 6 2 5 3 I AR T e TF-
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o

3 g

IncRNA %§ & JE K, — 28 IncRNA [V e 45 E 2L
BRI S At vh 2235, A — /MR 43 IncRNA 7R 45
28 IR IR G028 240 B A3 A VR P LU B A . RO
IncRNA J792 2 5 ZFe s 1 k£ K Jig, (B2 In-
cRNA 75 R M5 95 & i v 9 4 T AL ) BIF 52 475 4k
THIL B B W R M9 T A 7E T 45 5 KR A
PRI IR AR IncRNA -4 7% H B AR FIBLH
X TR ) 2 R B 9 7 fdt e N B XU 1 9 5 8 5
B2 A L B0 45 2H 2 P A7 A 25 57 223K 1Y IncRNA,
MR Z A A58 B R B L B ] R4
Bg8 SO T LE 3 —F AL, DT el JXURE A 5 A DG
IDIRENE IncRNA BEAZ A S 1 7E 1 R A W) b i
Py FRE T A5 b A XG0 (A I AT 97 R
ZWHRAERF B . b, IncRNA Zg ) 35 5] v 1) 2 4%
TR Z A ME AL sSA IncRNA [ 3R 3K B Dy g 52 M 44
K, FRATHEAT 5 28 2 5% £ 48 78 iX 22 IncRNA
FHOCAE s B IL ] , DAEHE— 20 1 i KRR 50
R RARBL]
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