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BE ERENMNERREZZAZEAE, BRFEROARKT. DNA KT, BRKPFMERERTFRHRES. KiEdEmig
RNA(IncRNA)2 — K A8t 200 nt 13RS5 RNA, FHAT R ik )il & FR &N 20, WdHES B, DNA %
TR B MR ERTINE] . mRNA (B4 R3S R TR, HERTRERLHE, 115 DNA. mRNA fE [H 5
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PEBEFRATXS S 5 R I BRAR, 9 B M VAT R AL (I B A T vk . AR SCEEA Y IncRNA 11143280 IncRNA 1 H 11—
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FFHAA A TENIRESE. RS — RS
e FEBASFIORG RIS B LR i 45 . FLEE DR 3k 1
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PIRAER SRR, TR, Fsl ot BOR 1 Hh
RIEAEAF AT KB JF 2 A% RNA (long non-coding
RNA, IncRNA)A T #r BN, HAR I K R IA
VR BET T BOM £ 32 k7 . IneRNA JIAEY) 54 4E H
BTz, HARRE RS A 32 S e 4
ML AR B A B ERE A ot (1) 7 AR
AR FEZA 2 IncRNA )43 25H1 IncRNA 1E R ) —
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1 3E4RAD RNA B
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AR 5 PE R g B RNA. 1 6 45 1% B /& RNA
(tRNA). #:iz RNA (tRNA). /4% RNA (snRNA).
/NMZAZ RNA(snoRNA). 5] 3 RNA (gRNA) Fl iy $ir
RNAP3; 5 & A H5 /N T3 RNA(iIRNA). fil/)
RNA (microRNA). 5 Piwi & F4H T.4E F B piRNA
K4 9F 4% 5 RNA (IncRNA). LncRNA & 48 # 5%
AKFEHIE 200 nt (9AESRAS RNA. 2 —DHRE K
BEIEGRTD RNA JER LR i B, O3
N3 EME): a. BHETXRKEEIESRID RNA,
JEGmiS RNA A7 T8 [ 5 g i 355 R P8 45 7 DX 409

(a) W& T X KEE 4D RNA

b. QA X 446D RNA, dE4FY RNA A2 F 2 A
HERGIEREE; . R CEKEEIE IS RNA
(anti sense IncRNA), JE4ii% RNA %5577 In) 5 5
1 ot i P 2 8] ) e i 7 Tl A . AR S 400 i 5 v mT
K ARG 5 RNA 70 40 A% IE 4 i RNA 5 40 i )5t
B4 0 RNA. MR 2 5 B A polyA B 45 Al Ik
i RNA 43 N EA polyA FEHIIES IS RNA(polyA-
plus ncRNAs) fl A~ B polyA J& 1 3E 4% 15 RNA
(polyA-minus ncRNAs).

(b) ZE [ [A] X KB AR5 RNA

(c) R X KA4EIESm i RNA
I | s ons e |
KAE IR i RNA iR 1 ST 2 SRR 3

Fig. 1 Classification of IncRNA
B 1 KEEIEHRID RNA B5 %
(a) N & FIXKEEAEm IS RNA K718 A bk B N 2 7 X (b) JE P[] XK BE AR % RNA A7 2 /N A ik R 2 8] (o) [ XK EEAESm i

RNA 75X 2 8 [ £ 5 22 DA 14 e S

1.2 LncRNA HIIgE. 5=

LncRNA 76 RIEHDhRem s A fs: a.
B90T, ®HREENET PR HARER R
ks b WEST, HESHZFHET. EARST
LMY LA, R AR ER S c.
515 F, 24 IncRNA 45 & B O e iMEn, ol
YA CHE, JHR S ZEAE AV LU
E R B AL B AL A, G TR A A I 1/
R RIERAE N, d. 52 F, IncRNA 54
A 854 AN R B 1 B A SN 7 1 2 AN S
1A DN R AR 0 &, Bl LAER —
I B[R I 45 A 2 AN RS A R R P R
IncRNA =5 AR 9 3L 1 57 J [R] 1) 44 PR sl L 7 3 [R] s
52 AR R R 4

MicroRNA J& T K BB A I JE 4 i RNA, 1E
Vi R B RS FAR . 52 AR

IncRNA /7 8 & SF MR, i 2t ] IncRNA £
AN TR P ol (8] P9 2 B LR < PR AR T e 4 R e SR R 1
M4y, {2 IncRNA [ — 28 J5 37 41, i) sh 1
DX 35 B 3 R B DDA 2T B AR S AR 5, AR
H IncRNA 1 @RI g =i, Xk
150 P PR ST 1R &5 R ot LA 92 T B 1) R PR T A R
ER. KEEEID RNA FIR M BRI, HI
A B B R 40 R 2H VRS vk

2 LncRNA *f T. B i#BEATAT

IR A %) R R A LA A e R R e 1 S B
Btk Hok B MR8 A 35 % 1R 4 X 4%
bR 1 324 M IR S OB e s IR T AR A, B2 F)
microRNA. IncRNA Z53EZ Y RNA FJA#EEE. £ 1
A Z T S 59 T B bk E 40 i 48 2¢ Th B8 1Y
IncRNA.
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2.1 1KHEIELRED RNA XF T BRI EERY TS

T M4 f 4% DI HE AT 43 4 Thl. Th2. Thl7,
Th21. Th22 Fl Treg %. SRIMXLE T 40K ThAEAR
SR AR, (TR A, B
HA—ERm 8. € CD4'T 40 i A& 56 4 1k
MRS ERER, MAN TS S R A SRR, ]
AR gAY RNA 75 5 200848 41 i 3% B K A ek
A, R T AR AL RN T, B SR,
AN T M) IncRNA FRIAECK T 2 000, HixLe
IncRNA B A Th 40 Mk R 47 71, AR T
M FEAE FL R B A IR B IA A R 1 5
KR M IncRNA. N FEGH A28 Bk R A% Pl
Thl. Th2 F1 Th17 40 AHXDIRER] IncRNA.

Tmevpgl tH MY NeST (Nettoie Salmonella pas
Theilers’s, FEIR R Nettoie Y0 [ THEF B B SY, 1M
AN REIE BR Theilers 75 7 B Yy )84 IFNG-ASL, A&
Th1 YER A8 S T-bet AL AR 57 14 1 22 2k 1)
IncRNA, 72 55— ANl R L RE 5200 40 i [K] -1 IFN-y
FIZRIE G T RNAB. 78 AR/ A, Tmevpgl
S IO B 5 IFN—y JER A B AR, AL FHTF
. KBEAEZmIS RNA Tmevpgl ] i@ 45 & AL
T2 WDRS, T1fif# IFN-y ja 3 T8 7 3 H 1k
{3t Thl 408, CD8" T 41 i F1 [ 4R A% 15 41 i
TFN-y 3[R ) % 550,

Inc-MAF-4 j& Thl #f 73 EIE 4% RNA, H &
SR F Thl 481, Inc-MAF-4 £i7F MAF 3£ A E
. MAF & — M98 CD4'T 48 g 51 Th2tol
Th17"77 18] 73 A e S R 7. Ine-MAF-4 (14 F AL
) 2 R JE T gt R B 9 0 MAF I 5 5%
Lnc-MAF-4 # I\ N 5 Z #it # #l & & ¥ (PRC2
complex) 1) —AMZ% OB V2% EZH2 FT4H & A i
FALEE LSD1 A5 %< HE. PRC2 E & 1KF1 LSDI1 f& %
Bf# H3K27 A1 H3K4 I SEAL F2: 24K . H3K27
A H3K4 [ FE RGN 25 FE AL I Re A A% 5%, AT
U] MAF 7E Th1 40 s 00, & oh s ig 3%
By, Thl A1 Th2 9 Inc-MAF-4 F1 MAF [¥) % i 1
FHIC. EWI4E CD4A'T 48, Inc-MAF-4 Hydt 2k ]
IS IG5 MAF 1208 R85 Th2 46 M1 () 75 7 4
1k, BT Inc-MAF-4 fE4H B T 48 M 5y fb i 7% o
HA R EE R,

LCR LncRNA (locus control region IncRNA) /&
Th2 4 H 8 KB IncRNA B, BEdsskr=4 4 Fh
AN R ST, FR SR 14, IL-5. IL-13 %5
Th2 2 [R5~ 2Rk 19,

NRON 4= FrJ& i ik T 20 M 4% R 7 1 3F g 5 BH
1 %) (noncoding repressor of Nuclear Factor of
Activated T cells[NFAT]), s& —M7ENIATRATE M
TE I EE A T 4 B A% B (NFAT) 2% 3 1 #10 1
T 435 L ) IncRNAU. NFAT & T 40 i i 1L fl
IL-2 5 5 Sk i A% v — P 3 2 1) 45 0 1 4 5% [
T. EANER IR T NFAT A TR ER 4k 1 T i
ARZS0D, M52 BRI, M AS IR BT, il
NFAT EBIRA, FFdt A%, 75 NFAT #E2E A
[ 509, LncRNA NRON fE 5 % Fh 8 ([ i 4045 1
455 H H 1QGAP] MZH & 1 KPNB1 456 TE i
RNA AR E A, B NFAT %50, M
0] T 40 & A, R IncRNA NRON i i R
40 M R OB 5 R I RvE M, AT S 4 i AE
B2 e ORI SRS

RMRP FZA TR AEZEN, &S 52
Fifk RNA N () RNA B S G H RNA &,
Z 540 AT 5.8 S rRNA [A] il 5 S rRNA T
()i FEU2. Th17 48 B 73 KB IL-6. TGF-g K&
(A 5 S KT ROR~t [ % . DEAD £ RNA
fift Jie i DDXS /& Th17 40l ROR~yt 14 i 14 #% 5% )
N [f) BB 3E 4L ) 09, DDX5 E O DL — Rl iR #
IncRNA RMRP 177 :0F1 RORvyt AHEAEH, FrlE ik
(152 & 4F T RORyt $E5E K 1) J5 3+ X ST
e 3k B 5L TR 3R IR0, SIRBG 3R B IncRNA RMRP %
(K 2875 ) /)N B, DDX5:ROR~yt 4 #6i1: Th17 41 1) Zh
Ae & A B sk s, Atk DDXS:RMRP & & & Xt
ROR~yt /-5 Th17 40 M 80N D e i) R A L &
B .

Inc-EGFR (Inc-epidermal growth factor receptor)
REA% VR 5 I AR 204 rh Treg AUABI ML AR B .
Jiang %5 S o vy 0 5 07 2 B R 73 B 7 48 R g e
J84 1% 1 bk 2 40 B (tumour-infiltrating lymphocytes,
TILs)IncRNA #% 5 4, &K I Treg 4 i + 47 1E
Inc-EGFR ) /= % 15, Jf H Inc-EGFR Al EGFR
mRNA 7 Jf8 5 1 1 bk B2 40 B o 1 3R 08 = v T i
S o3 N A/ ) I bk T 2 o % fe B 470 T I bk 2 4
EGFR j#id 5 ¢-CBL #H EAE FH K77 EGFR iz %1k
M H0 4 e T RE L BEBWT EGFR 5 c-CBL 2 8] () AH
H {E Al Fa F EGFR 3 4k #F H B0 R 25 .
Inc-EGFR BE 4% 5 £ 45 & EGFR, @i AW H 5
c-CBL HJAH B.AE FH A BE 5 172 3= 46 kR F8 € EGFR,
TR HENE, 3 PR, BUE R EGFR
i 3T iE ERK1/2 (extracellular signal- regulated
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kinases 1/2)F1 AP-1(activator protein 1), fii & API1
WA Inc-EGFR A1 Foxp3 #32 1% A0 M T 3 — 5412
Ht TILs # Treg M %15 . 47 Inc-EGFR 4 5
Treg M0 HIIE S BAE F A B2 DR il Jgg 12 9 s 1 v
I7 B BT R R0,
2.2 KHEIEYRED RNA X B 4HARATIAT

PAXS & —FlRFELRIATE B 4l & A B it
FEIAERE RAEAE 7. A t, 1
BT B 40 M A1 R 2 B 40 2 i %5 5E 784 AN A
717 /N IncRNA AL 15 5 PAXS 454 HISEAL 5 AH &
AT TR, 5 T90ME, EBYARAT
A ThAER IncRNA 3R 2, HyHRIER
IncRNA #/01,

IncRNA FAS-AS1 7£ i ¥ B 41 Jiiu Th g 1

IncRNA 1, H A7 A 15 B i (1) /2 IncRNA FAS-
AS1. IncRNA FAS-AS1 Rei4% B 4i ff2itk 298 FAS
ZARIIAE 5B, 24 FAS 524K S5E 4K FAS-L 45
HIEReN SAMMM AT, T AT A B 2 4k sFAS
FAS-L 45 & J5 fig 400 1 40 B8 19 8 T° . FAS @i &
mRNA IR FVE BT 427~ sFAS HIJR IR, X —id
FE 52 B N7 1) J2 SUFE 5690 IncRNA FAS-AST 7™
FiH$%. IncRNA FAS-AS1 454 RBMS fig LIk FAS
BT & mRNA [ 3% # ¥ 37 #: 2, 5 i IncRNA
FAS-AS1 A RERN B bk EL 40 M8 R 7E V6 T I A

F34h, LncRNA N ATE R AT E 7 5 15
& I (activation-induced deaminase, AID)/ 5 HJ1&
1 i 78 5 A% R G 2 BR B 1 I3 B et R 4 R LA
)EH[21*22]'

Table 1 The summary of IncRNA in regulation of T and B cells function

*1 25T T. BHEYMEFAEXITEER IncRNA

LncRNA 441 T2 A Y WAL R PP 2% 3k
Tmevpgl Thl. CD8T. NK 4/l IFN-y g4 L F RS WDRS,ff IFN—y B3 FXHEH 3 [8]
FH LA T (2 30 TFN—y %G5
Inc-MAF-4 Thl 40f MAF Inc-MAF-4 5 PRC2 E& W4 11 1 %0 B AR I 55 9]
EZH2 F1 4 2 A it W 246 B LSD1 A 5% Bk i 410 )
MAF £ Thl Zfa b (3 ix
LCR LncRNA Th2 4 IL-4, IL-5. IL-13  LCR IncRNA BE¥:3% 774 4 ORI E: 31, Frmil [12]
2 Th2 28 51 R 58
NRON Erib T 40 A NFAT NRON fit 5 IQGAP1 fil KPNB1 45 & 7E il RNA & H [11]
JRE A, BHIE NFAT fAZ# A, Mmidmd T 40
S AL
RMRP Th17 4 ROR~yt DEAD £ RNA fi# i fitf DDX5 Ll —Fh 4 #i RMRP () [16]
75 31 RORvyt AH A FH 17 {2 3 RORyt #E5E Rl 11214
Inc-EGFR Treg 4/ EGFR 5 EGFR 454, BHik EGFR 5 c-CBL 2 I ) 41 .1 [18]
FI T 4E 47 EGFR 1 RF &2 i HOIRZS , R 3 Treg 1
Vi
IncRNA FAS-AS1 B4 FAS FAS-AS1 454 RBMS fig BT FAS 1 & mRNA [f]i% [20]

PEEBT

3 KEEAESRAD RNA X [E A % 9% 2HRE 5 K AE
EFBiAT

47 G B RN UARIR DU JF AR R 28— BB 2k, £
e LA R R IE RS R RERE . S ThEE
AR, WA S B B SRAE I, B 5593E M
WEHITIRE, LR A, A R EEE R
DAL SEIERERY . Bk, R B
G PEAEZ BIE AT, A REAE I o LBy 18 T e

FIRIS, PR X HLAR 4040 . BRI 92 3R
B, IncRNA 7E [&] 45 42 Jk R 0 K 814 4 2% 4
IR B b RIEEEREHRD. NI A9H
Z: 5 Y 1 8 AG S 9% 40 B R0 28 0E A 5T 2 R R OA 1Y)
IncRNA, Wi 2.

Lnc-DC 72 [ A %2 o 58—/ 1 R 30 1) g o 1
G 40 23 A0 Y IncRNA,  H R R8T R 2840
farr. FENAER SN B AR N Ine-DC ) 2 DA 7l B e
S M AR S 40 P 2 A B B ARG LSR8 T 48 AR Vs A 1
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A& 7). fEMUJEH Ine-DC BEEL #4456 T STAT3, 12
Bt STAT3 IRkl fk, BjibJ 454 T SHP1 Wi iRk
BT R AL, AT T 15 5 AZ 4 B fm) A% SOTR 248 P 7
[ 3 A4,
LncRNA-COX2 #&hE JE K 1) 5 F R IATEN LT
PowE A SR REEZOIERM. BRI
& 4n toll-like receptor(TLR4)SZ /A 11 30E BE 15 5 77 2E
K&K IncRNA, H i IncRNA-COX2 i) % & #it
K. LncRNA-COX2 WIHERBCAI 2, MMUBETEL
HHIR B B P2 18 425 5k [R] -, e 00 i 6 28 31 1) 9 9% i [A]
f) %42, LncRNA-COX2 fi7 T 3 %8 & fig 2 3t [A]
(cox-2, HFR PtgS2 & K )# Fi¥, {H IncRNA-
COX2 AT Cox2 A [1#E %, 2 il it BB ek
B4 1 77 A R R B I — RN it R e H 52
A&, TLRI1. IL-6 Al IL-23 Z£F£ [ & IFN fifs S
FERF L2, LncRNA-COX2 & ¥ H A0 o R 1 5
seil it 5 5 it RNA % 8% #% & 1 (hnRNP-A/B) A H.
YE R 58 BT, B i 58 K 3 IneRNA-COX2 5
ZHCRL / BEREAS R B YLt T AR A AR
P il NF-wB A [ A7 S 5 ) 2828, 78 b 2 4 i,
IncRNA-COX2 R4 IL-123 FE A (1) FRIAP,
PACER (p50 associated COX-2 extragenic RNA,
7 F COX-2 R 4h 5 p50 < H RNA) & COX-2
FEN—N X IncRNA, 1A, FUIR L4
% 3] LPS (%, PACER = AE T COX-2
B[R B0 R 3 7 AT i S COX-2 BN 1) 3R
15 . PACER R 45 & COX2 £ K M5 3 7 X
NF-kB ()41 1] ¥4 I % p50-p50, MM BLA 3 P 1

NF-xB Z & WAEH T COX-2 FEKERIX, Lt
COX-2 [R5 5300,

Lethe 72 B Dy fig 14 B 2 D5 2 5 7 £ 1Y) IncRNA,
ool 2 R U5 T A RS A5 Hh (5 207 (Lethe), PRI
15 JRE OB B AT U st i MR R, B R W,
AN N TNFo IR IA B S, Lethe fIRIAH
# 1. Lethe 381 45 & R % 1 4 5 K] 7~ NF-«B
[0 FE RelA, MfiFEIE RelA 7 FE AT DNA fI45 &
T RelA- $EIEDR VG T, MUk S5 28 i S Wi EY,
BEE DRI I THR, Lethe AIZRIA B A,

THRIL 4= F5 /& TNF-o F15 5 A% B 1% 8 11 A ¢
f) 4 2% I 35 1 IncRNA (TNF-o and hnRNPL related
immunoregulatory lincRNA), tH#{ Linc1992. #ff 5T
F W] THRIL fEHLR R 2 RiE, HEE T4
TNF-o T 75 5. THRIL i3 25 & 5 R MR
H H L(hnRNPL), JE M IIGeEE &Y, 46
TNF-o 5 3T R AT TNF-o 36K (156 5. #5540
o3 Mt 7~ THRIL &V 2 G2 B 25 i R R 0K fr 0 7
(¥, fikk THRIL F807F THP1 Wi 4 B B0 i %8
A JE R () 2 15 N B&™. THRIL (2 34 5 )1] 85 95
() LEE 21 0 14 9 ) S 3 RE PR 1) 712 R A DR,

NEATI #% 53 B 4 2% 7% 5% ¥ 1(nuclear paraspeckle
assembly transcript 1)/ /2 Bi% 55 /M 45 1) it 00 75 (1)
IncRNAPY. SFPQ /&% 53 /IMAH I — A& H, 7E40
LR 52 N 45 & T AR 7 TIL-8(CXCLR ) JE 3)
T IX M0 TL-8 )RR, 2 5 1C B I&IR
B FRLALIE S B YL BOE Toll FE 321k 3 I fg
il NEATI [F3£1%. NEATI 8% S SFPQ k% i

Table 2 The summary of IncRNA in regulation of innate immunity and inflammation mediators

x2 SH5EPEAREMRENRFTIEN IncRNA

IncRNA 437 1 FH¥E R AT AL 2% ik
Lnc-DC STAT3 Lnc-DC il i i€ F STAT3 Fy 5 195 44 i 18 5 B2 A% 248 FH 1) 8 R 448 P 77 1 [22]
paxa
LncRNA-COX2 hnRNP-A/B AT B ) — R A AR F S 2 4. TLR1. IL-6 1 IL-23 %5 [24]
LM K IFN B 3 (2 R i 0k
PACER COX-2 3 PACER REWS 376 i £ (1) NF-«B T E COX2 Ja 31 X 4 il 14 TE [28]
F p50-pS0 iRk COX-2 [R5 5%
Lethe NF-kB T3 RelA Lethe 45 173 RelA i B 1EF 5 DNA 8945 & AN RelA- K () [29]
Mk, IR EE 98 3
THRIL hnRNPL THRIL 5 haRNPL #9454, fEA T TNF-a K& — R 51 % AEH T 18301 [31]
DX T YA 15 9 E R 7 ik
NEATI SFPQ NEATI f8i%5 '3 SFPQ W%, (R BEIF IL-8 MEEh Ta & X, A [34]
%55 /MA, AT TL-8 JE R (s %
Inc-IL7R ZH 2R A R A A7 A Inc-IL7R REVHTTH AR 1 3 58 27 AL (R 1% = A B4k i S0 428 40 S [35]
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£, ff SFPQ & IL-8 )3 8+ 45 & X 1 i3 A A%
FE/NAC, TS TL-8 FE K (%6 5%, A NEATI
M AZ 55 /IS IR Jil2 B B NCe. 78 52955 B 1K
i, NEATI i@k b # 98 B 1 204 T 78 [ e
e R EEBEAER . BIL AR B NEATL &
P53 B AL SEEEARET. NEAT1 JE K] (1) b e 52
P53 3 DRI I B 55 J A i3 e A 1 A BT ps3 BTG
T NEAT1 F 315 e 1df HAth p53 AH G HE L K]
1261k, H NEATI1 R/KF & 5 Bos A ]
JE A KRB,

Inc-IL7R 7E 52 2| 4 g /& G« i, LPS e 5 &
Inc-IL7R ) 7= 4= . Cui &I 0F 50 K B, 1E
Inc-IL7R & Al mf BRI, LPS #5577 () B- i #% 5&
F1. VCAM-1. IL-6 Al IL-8 %5 4 Jif: /1 Jif ) 2295 18
E, FINAEA 3 W27 BRI = PR
(H3K27me3) &%, H3K27me3 ) B& A% vl {2 3 %
AR EFIL, F Ine-IL7R FL A 7 LPS ¥ &
PORE R BLIIAEH .

HAih = 5 B F 4% 8 A IncRNA 401
IL-1b-eRNA #1 IL-1b-RBT46, £ T-40fut% N, %2
NF-«B 115, I FF LPS 5 T L & /v i
IL-1B F1 CXCL8 HIB:J8: NKILA Jy 5 NF-«kB #H
HAEH K IncRNA, #g# LPS. TNF-o 1 IL-1B8 5§
RIEHTH S FIE. NKILA il 454 NF-kB/IkB
AT HI ] NF-B A5 538 % A0 i 98 A OC 1 28 0%
SN IncRNA-CMPK2 7E IFN W %5 J b iR B A
FORTAER, fEANEIFEF, HCV B G R KR
JE F i IncRNA-CMPK2 )ik,

4 BHEERZE

IncRNA I ZhEEH ) vz, A8 I 47 2% H 4 7%
P BRI R RIA QR M JE
DR ZH EDOZE . mRNA 0 TRV i & Hh 3 R 4 B 2
TEREL. H AL FEA: a. RWIHE,
A 3ok 5 e 2 B 7 P R R B L BB A R AT o B i
HIZRIE, 775w NeST/Tmevpgl 1 Inc-IL7R; b.
oy, @SR iR E O S T R
[ J5 B X 3 0 ) Bl R R SR A,
THRIL. lincRNA-COX2; c. ¥R RAEZE
PLT JE B4 5%, W NEAT1 B NEAT2.

IncRNA 7E %% KRG T HERA: a. AT %)%
IR L RTUR B, IncRNA A3 i 5 5 2% 41 i 43
A 3 F ) DR A S TR - A TELAE DA T A58 248 i 2 1)
S b T R B TR AOIRES, @i A 4

MOEAGE R OCHE S AR, AT 44 48 i 1) A2
s oo ARHEEAMH] SRE L K sk, @I IE st
AR BALE R SO R ERIA; d. S5
PP P 2, 3 3 R 4 D A R 2 4 B 2 (] 1 AH
XTSI T AR IR AR T 2 5 — R AR )
RAERE.

SR IncRNA SE# 1) 1I/E LG A #5785 51
Fi, HET, KE2HIRFRZ K RNA P H AR %
RIUHT IncRNA. BRI IncRNA &5 8 K,
Wfa] AR 3R LG DHBE R IncRNA R[] B 38 5 HL
il & IncRNA B 7 FIME 5. 53 4h T IncRNA 7
TITEAR R Z [ R PR 22, AR sy se st s
B RA AR g HE T AHAE BE A BT TT AR
N, ERHBRKEZ 25 R IncRNA # K
B, ESERE— 0 B HAE VLRI R, oy S
PRSI B R LR SR AE B AR, FERRT B B %

BRI A SO PEZI S i 25030 T R HTBE R
2 % X M
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Abstract The expression of eukaryotic genes are regulated at multiple levels, including transcription, translation,
post-translational modification. Long non-coding RNAs (IncRNAs) are defined as non-protein coding transcripts
longer than 200 nucleotides that play extensive roles in regulation of gene expression. They usually interact with
DNA, mRNA and protein to regulate histone modification, DNA methylation, transcription activation or inhibition,
mRNA splicing. LncRNAs are poorly conserved throughout evolution between widely divergent species, while
also express specifically in different cells, tissues and differential stages. It is preferred to conduct research on
IncRNAs expressed in cells of immune system because the development and differentiation of immune cells are
controlled by delicate and specified gene regulation. In addition, the research focused on the IncRNAs in immune
system can provide more comprehensive understanding of the mechanisms of regulation on immune system and
thus contribute to developing new treatment of immune related diseases. The topics of this article are the
classification of non-coding RNA, their general molecular mechanisms, and the specific regulation mechanisms

involved in T cells, B cells and innate immune cells and cytokines.
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