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Relationship between INcCRNA and the differentiation of CD4* T
lymphocyte subsets in autoimmune diseases
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Abstract: Long non-coding RNA (IncRNA) has a wide range of biological functions in epigenetic, cell cycle,
cell differentiation and other life activities, and that affect the development and differentiation of immune cells and
the maintenance of homeostasis in the immune system. CD4" T cell subsets are heterogeneous cells with different
functions, including promoting the proliferation and differentiation of T cells, B cells and other immune cells, and
coordinating related functions between immune cells. Autoimmune disease (AID) is a chronic inflammatory disease
caused by an autoantigen immune reaction. IncRNA and CD4* T cell subsets are involved in the occurrence and
progression of the disease. This article reviews the relationship between INncRNA and the differentiation of AID
CD4* T cell subsets.
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2 f 0B 23 A TR 98 R A IEAT R G S A AT R, B
W AID [ A9 LR BE [y 77 W S 3R 1 5%
1 AID#EA

AID 2 % Fft J5E PR32 i 1) B 4 9% Ty e i 1R il
ek B PU s AR G g B TR S A B i
BRIV 9 e« ARTE 2 BRI KT N R G
H S R im S BRr B S eEi. mrs s mg
RGPV BIE (systemic lupus erythematosus, SLE)-.
S KR 635 % (rheumatoid arthritis, RA) J5 & 1 4
¥ AE 22 A 4L (primary Sjogren's syndrome, pSS) 45, #%
BRI B R AR R SR L 2 R MR (mul-
tiple sclerosis, MS) FI RIS . AID &3 2 0w KA
BH, 2t 2 T 55 1, e 2R I A R 1 i
B — 8 B AR M. s R REE R BN L35 A7 7R
Z E 0 PR E & RN SUBOR A, AR E
DA g 980 R 0 BR AR AL, Bt va S B & hrik ek
£ J5 871 SUBOM L 40 BT X R 3 iR 23 A5 X R
AIDJRIEIT AL, 2 BOTCR A 751k, Rk, BH A A 0w AL,
RIA A TT B8 52 H AT AID [ 78 #4
2 IncRNA 5 AID
2.1 IncRNA#ER  IncRNA J& % K 41 K FF i i 200 4~
TR A g 15 RNA, o8 AP AE . IncRNA 1]
KR 77 P2 FF, B E A g 3 R 45 M g i R T
e e, AR gAY 7 A AE AR By 52 B rp R e B8 A
Az, JR IR ST T R AR R A R AR e N — N B
B3 72 A, A AR AR A s 5 R R 7 b — Al 37 Rk [A]
I 368 G (0 5 A AR R AR SF R, IncRNA VA 3 Rl 43 26
77 2, H4E IncRNA 55 25 [ )it 9 5 5 R (%) 7 B 5% & mf
43 N 1E 1) IncRNA. J2 7] IncRNA . XL [f] IncRNA . 3
P9 IncRNA F1 % [K ] IncRNAM; B IncRNA 7£ DNA 5
HiH (4 43 A LA AR I 3 R 3Rk R B I R
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Figure 1 Relationship between INcRNA and CD4* T cell subset differentiation in AID. IcnRNA: Long non-coding RNA; AID: Autoim-
mune disease; NF-xB: Nuclear factor kappa-B; Thl: T helper 1; TNF-a: Tumor necrosis factor-a; IL-14: Interleukin-14; RA: Rheumatoid

arthritis; MAF: Monoclonal antibody to VV-maf musculoaponeurotic fibrosarcoma oncogene homolog; DDI1Y4: DNA damage inducible tran-

script 4; MS: Multiple sclerosis; INF-1: Interferon-1; OAS: 2'-5' Oligoadenylates synthesis; ETS1: E26 transformation-specific sequence 1;

Tth: T follicular helper; SLE: Systemic lupus erythematosus; PRINS: Psoriasis susceptibility related RNA induced by stress; TLR9: Toll-like

receptor; pSS: Primary Sjogren's syndrome; MAPK: Mitogen-activated protein kinase; STAT3: Signal transducer and activator of transcrip-

tion; PM/DM: Polymyositis-dermatomyositis; GAS5: Growth-arrest specific transcript 5; RhoB: Ras homolog gene family, member B;

CLDNS8: Claudin 8; UC: Ulcerative colitis
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A ThIZHAARFIENE R INcRNA, A #IH: RF MAF
(Reak, (R T 4 Th1 40M 71k, 25 MS A -
Zhang BRI, MS 55 2 Fi 5 5 G g% Ve B
JL DNA #5173 75 3 ¥ 3¢ [5 -T- 4 (DNA damage inducible
transcript 4, DDIT4) & J A < 1) IncRNA DDIT4 &g 4
# Th17 40 ffe 531k, 2k CD4* T 41 fitd  IncRNA DDIT4
1) 3ck B 2R 05 BT 34 5 DDIY 4 (1) 23 F 401 1] DDIY 4/0f 7L
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Hu sk, 25 MS IR AL

43 IncRNASSLEF CD4* TR B N LHIK R
SLEJ& T-#8 B EFr 3 M AID, HoAu s EAT NUR BN E
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WS AR I8 2 R B S BUR R A AME R G
B FA AT NK T e 57 46 . BEESIE 7 K I IncRNA
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TGN EEA DR, WIYEA SLE FITETEVRYT#LS . MIR155HG
AL miR-155 [ R 45 41, miR-155 F i 255 7] 1 fin
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OAS3 1 OAS FE4H i ik £ 1EAH K, InNcRNA MALAT1
n[ i it i OAS2. OAS3 1 OAS 2 5 INF-1 41 5 1)
SLE. RO 5T & IR, SLE Mg 7778 Thi7 4 il L 4
AT S, SLE B3 CD4* T 41 g 7F miR326 7] i it
i E26 e N 1 LB D e 3¢, (RE Th17 1404, DL L
F 7 1 BH, IncRNA 5211 CD4* T 41 i i Thi7 434k,
5 SLE W95 miE3)
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PER LRI R KRR R« 534, INCRNA R H] LLIE
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S0 RIS 1 235 W 98 S5 T PR R HE R R 105960

5 RES5RE
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IS T A B A . EH AT, B 2 DUIESE 2 B IncRNA
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