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Abstract Research progress of the correlation between long noncoding RNA (IncRNA) and spinal cord
injury, intervention mechanism with TCM was illustrated from the connections of IncRNA with the incidence and
development of spinal cord injury, the relationship between both of them and TCM intervention of spinal cord
injury-IncRNA, relevant studies have shown that IncRNA expressed differentially in spinal cord injury, and it
played a vital role in the development of spinal cord injury and therapeutic course, therefore, it is possible to find
the potential therapeutic targets for spinal cord by regulating the expressions of IncRNA in the course of spinal

cord injury, which could provide new direction for the prevention and the treatment of the disease.
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MRRNACcircular RNA,circRNA) . .t IncRNA &2
K KT 200 B H R 4 R AEdm b i s A . /i
1, BT IncRNA A 90 2 A I RE 1, AR
FERESEE T, B AR R R R R B
iIF S 1ncRNA ] B 55 miRNA.mRNALDNA }% 2 1 J5i A
HAEF 2 5 5 R S5 1070, b i 7 4 0 5 45
P4 TR s DR 2 53, U o BB 2 IR s 5%, TR R I
RIEFE A IR, 8 @G, 1w AR
N4 P R P RNA Ccompetitive endogenous
RNA, ceRNA) 1 745 2 i RNA %% 55 A% &5 %2 1k P 5 3
BEFET™. IncRNA 75 B85 (010 5 A7 75 22 &
kS 5EBEHG R R AR A8 G s E .
Pt 1ncRNA 55 6 88 453 44 1 A0 2 P Je v 24 1 Tl
HIWT Tt R LR R
I INRNASBBRMMRERENHEX T
BHEW G, IncRNA [ Rk & 4R T W Bk
A% . WANG S5 8 O K R B 885 1.4.7 KM
oK RNA % 5 AR R IA HEAT 7 RNA-Seq 1= il & Ji
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%, RIAE R KRB BEH A 7 IncRNA [ R 1A
HELT B T30 ZE9H] B 3 DRE A sl
M NRERERGE 1.3.7 f1 21 KR ZE 7%
IncRNA Rk 1 , 45 5 B 7n Al T 0 BRZH, A a4 1
AL IneRNA B 22 MR IE , i 5 85 1.3 T R
(1) 22 e MR DR B B OB N, T4 fe 7 RIS 2
VAR, Tifh 21 K 22 VRS R B R gb o 1@ Id o
AL R 5 AL R 2H |5 Bl 4 (kyoto encyclopedia
of genes and genomes,KEGG) A 5t & K I ik %=
e M2 [R5 8 T AR B2 A3 58 B 1l IS 1 UL B
- M/ H I B (phosphatidylinositol 3-
kinase/protein kinase B,PI3K/Akt){E 5 if .
AEACACHE 5l % AR 4R i o A IR 4B S 0l
% b B DT PR T I8 B DL A AR T s R
KI AT REFZ M BE 0 5 A A2 R DI RE AL M
PR A0 B A KPR T ERE . DURAN 5 F] RNA-
Seq X KR EBEM G5 1.3.6 4> B B 5E& EH Fi dmid
FERIFD IncRNA JE PR 208 HEAT R, DA4E 7~ K BRUAF
B8 407 497 158 28 e A e B 8 o B 1) AL &
R IR AE 8 M AR LR B BCA 277 4> IneRNA
LT 2 5 MRk, FRHEWT tH IX 22 DE IncRNA 5
BRI 5 R UEAEAE T , S N, fH 4 R4t
A2 H AP L T SR AR S D) RE = FE A OC . AWF AL T
2018 4 g J5 I FH 25 R 05 1 5K 23 ) 0k 45 8 4 4
FR) A P 40 0 T R 1 B Z B B L S MR B B RS M
B BL I IncRNA 7K P48 A #E A7 A .- ZHOU 251 A7E
B HEA 0 5 8 BP 2B B oK B B S T 772 A
DE 1ncRNA F1992 4> DE mRNA, & ik KEGG 73 #f1 & 3
2 5 K1 IncRNA AT mRNA 3 B35 K Toll £ 32
A& p53. 22 ZLJF 5 AN B U (mitogen activa—
ted protein kinase,MAPK) Al JAK % & R &% [ i1
i — 15 5 & 5 M K PO A+ (janus kinase-
signal transducers and activatorsof tran-—
scription, JAK-STAT) {7 5 il ¥ , JFl ik E H -
H H /E M %% (protein—protein interactions,
PP 73 BT R BL T FL 4 i /v 3K 6 (interleukin—6,
IL-6) . 41 i & % [A Fos. i 983 ¥ ZE [A] ¥ (tumor
necrosis factor, TNF).JUN,STAT3. £ y& il i [X]
T2, At IR T AR 2 FN AT 4E 4 i AR KR T 2
(fibroblast growth factor 2,FGF2)J&Hi 10
= FEAX AL A, AT RS 5 BRI 1 B 21 B B
I AR . SHI S5 K B BE L 1 S 1 I 2
10 BEIEAT TR S A, SR RE AL AR L, S24h 2 R
L% 52 1 3193 AN DE 1ncRNA 14308 4> DE mRNA,
18 1 KEGG 7 & 72 7 235 1) 1ncRNA 23 55 S [] Ji
WA R AR ES P9 R RS WNOD A A7 AR S Sl

P \Tol1 FESZ A4S 5 18 1% Fl p53 {5 5 8 B (1 7 .
ZHANG 2191 FH Ak 42 2710 43 A 6 D00 380 02 4 g B2 4
KA 1266 DE 1ncRNA(738 4™ FiA1 528 T
P FI1847 AN DE mRNA, LA 5T 3¢ B 1ncRNA ff) 2 52
PE 2R 0K ] g 52 A 8 M A BE B0 10 &5 R R R R
IncRNA6032 1] /E 4 ¥ 7E ceRNA = 5 12 Y 5 5
% .

WF 5L % B, IncRNA AJ LLAE A ceRNA 5 miRNA
{7 f 35 e PR 2551, WANG 2% NCBI CEO %4
FiE v ) IncRNA . miRNA F1T mRNA 348 338 47 42 4 A0 45
e KO, fEF R4 45 A 171 > mRNA #1237 4>
IncRNA 1A i, 35T ceRNA PR 2 57 1 1 38
> IncRNA. 13 /> mRNA A1 93 > miRNA 5 /& 41 1% 1
IncRNA-miRNA-mRNA 1 4% %) 26 , 1% 1 4% ) 2% 3L
202 Nil % . Hob XR 350851.NR 027820 FiI XR
591634 45 3 b RNA 7F 1 42 /¥ & vh ) 1% 55 F FF d
B SN e S E W i AR 8 TN SR R
F M, fEE BB FE it 5 B AER -
9B IncRNA 7E M S M5 BE Ha 45 i 3R IA B L
WANG 24:110F1] FH 1o 10 5 RNA I 5 6k /)N B B8 452 45 0.
SPEHA IncRNA R IA TS HE 1T 5 58 , & qRT-PCR 55
WE 3L 230 4> IncRNA W B 22 e ik, Horp 172
AN EEL,58 A T, B2 T IncRNA-mRNA Fil
IncRNA-miRNA A B AF F AR =1 2L 3R iR X 2%, it —
TR TR BRI I ENLE

PL_EHF 52 36 78 7 IncRNA 76 6 86 45145 1) &% A4
B BB B A 2 PR ERIA, (RIS mRNA A0 B H B T
Z Sk Feak, 7 I IncRNA ) 22 5 36 ik £ B 35 5 ]
2 Hh 52 ) mRNA Y R385 o B 78 8 7~ IncRNA{E A
ceRNA 1] §E 5 mRNA E 45 A1 [7] ) miRNA 87 25 7¢ 14
(MREs) , [ It 24 miRNA 5 1ncRNA 45 & i, W] fif [
miRNA X mRNA f 40 il /F B U™, 78 S S Atk b 4 2 1
IncRNA-miRNA-mRNA AH B /E Fi iR 42 WX 4% ] 3 — 25
AT RE B ENLE] . 2% B FTIR, IncRNA [
Z MR 5E R R AR R A2 V)M
K, FF 0T 5 mRNA miRNA AH BLAE H 2 5 KAERT AT,
YRR T B WA s SR AR L R, MR
BEA105 (R I6 7 BRI SR M ATV A VR T A5
2 INtRNASBEEBERID BT EEX

2 A5 40 B B A2 SiE 2 % BHL 1 45343 33 e ) o
HER B AR MR R B ) B B AR T
i PN PR LA 453 4 i 5 1 R 1) b , 3 T 30 i
I 51 A 2 Bl 98 RE [ M. 3 B 4 2R /K il , i 28 0 F0
RS . B B TR SR IR B 1) K 1,
ST /) P o 200 M L TR P o 400 M % ¢ 4T A S
I3 W 2 P 28 B IR T, 40 TNF-@ IL-1.1L-6,
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T8 8 E IR 7 A IR AL A P B 4 e, 5 af A 3
%M, B — 25 0 2 0 R TR I A R R
U A, B R AR A A %
B PR R NS E R AR X E R S E 4T
A 22 2 AT B R T2 B B s A A o
T EPS SARZ TU AN A B T e o 4 MY /0 e 5 40
HORKRFAE, HhEERFANES 5HE R
JERRIR IR B, BELAS il 58 P 2E L (H 5 — 7 T 2 TR IR
o 24 M A ) T R I o ) e A T 2D SRR
3R 240 P O T e A DDA O . TR, O
/2 MR T DR ORE e AR E B . BN T
BEL VR IT e L

2.1 IncRNASHZ T HHEHS 52 T HI
T 2 56 B B8 3 AN T 3 PR 453495 5 A B B T e P
T B B BN PR PRI R 2 5 AP & o0 i
P B L E . BRI, IncRNA R R R 1A
(R 5 0] LR G475 5 B BE R & e A7 I LY
SV I, B B A 4 041 i IncRNA-Map2k4 5
miR-199a 1) ik 2 i AH 5% , IncRNA-Map2k4 1] BA
YE M ceRNA T miR-199a (1) 3% , 123 FGF1 [ 3%
ko HE— B9 £ W, IncRNA-Map2k4 5 FGF1 1
AT HE 2 0 A P A A O B0 ) LU T, T miR-
199a 2= 1 il i 8 T 41 fa 304 i e g 1. PRtk
1ncRNA-Map2k4 i@ i miR-199a/FGF1 & 44 i 17 #if
LU AT . BRI, miR-29b ()R IE K
B S Bel2l2, S B L LT
BAT 2% 8, IncRNA Neatl i ik < i 451X
PN, ] DL 2% F i IncRNA Neat1 55 8 41 it
H R IR S Uk D e I T A . LT
FFR, T UREBEH4 Y IncRNA H19 Rk /K
AT B SR AR 2 B T i 4540 e Tl
W miR-370-3p KM 2 5 4H g 39 5 I T2 R0 980
7= A R NF-kB A5 538 7% .

2.2 IncRNASEFIRMM HHENIE, 2
2 I 200 B P sk Bty 2 5 B I I AN A L
X 5 2 M 9% (neuropathic pain, NP) 25 1] #H
Ko ZHANG ZE"VHJF 52 3K B, B B8 117 J5 1ncRNA
PVT1.CXCL13 1 CXCR5 7K “F b i 32 5 #p 4 %
BRl 7 A & 1 5 ) 3R IA 5 T miR-186-5p 7K ~F i
e, A DL o 041 IncRNA PVTL 7 | 18 miR-
186-5p A1 T i CXCL13/CXCR5 3k Jak 5 5 % 51 157 K
BRI NP 2T J 03 400 PR P BB 40047 i BE X #0280
BRIER, X &5 JRE 1 15 R B 5% IR 1) 7
S, TS Jo i IR 4 #0056 i D e B0 VK &2 . WANG
USRI, Inc B BES 5 R17EH BE 45145 5 11
1.4 F1 7 K B 58 B AR, 3 3 WA Inc B BEH1 15 R1,

RI Inc B BRI R1 AT 18 AT (2 3t A2 0 5 41
PRSI FE AL RS , AR T H R e 2 .
2.3 IncRNAS/NBERRERBE /N5 40 i A2 A
T 250 Th R 20 J02 R 4 B, E A i T S 2 4
7N FE S5 401 R DA SR A R B 4 2 R G AR A I
YEH RN B BER J5 /N 5T 40 B el 5 SRS
AR RIE AR VRS /N A B d% Th e
43 ML A 5 M2 BT ML /) i 5 40 3 i R T A
R L 0E B AR 2 550 g0 2 %
i 2B, 4 1T bk 3k A% AT REAS R T R B .
M2 /) Ji J53 44 B mT = AR e 98 R 1 SR DR AR 98 OE A2
WA EMHLZE R, AR, IncRNA
YE N ceRNA 7] J iof B #2 5% [8] 82 1 17 & miRNA [
F K R LA /N B A B A8 RE N o XTANG 259k
B BESG /5 , IncRNA Ftx fllNrgl (R IEKET
W, miR-382-5p F ik KT B, XA B T /N B R
YRR Y 280 R N FE RS TR RE R B R . Nrgl
A] LI AE R 22 on ) 45407, R g pR & D e IR I
miR-382-5p [A] i & 3] 1ncRNA Ftx Al Nrgl, &l it
IncRNA Ftx /E & ceRNA, i id 5 Nrgl 3% 5+ miR-
382-5p 44 A K U 4% miR-382-5p XF Nrgl K4/
FH 5 2038 /N J2 Joft 40 B 1) 8 RE RO o ZHOU S5 IE 512
IncRNA MEG3 {3 3¢ 14 ] i i HuR/A1/NF-«B i )
1] /I JB2 53 248 B P M20 AR Ak 5 22 i A5 A 4 493 708 BRI
P JORE FF R HEIZ B DI REI K K .

IncRNA AMVAN 2 5 90 [ M. [ 715, 17 FLid
Z 5l /N R4 E TS . IncRNA XIST &2
AR i AH G R ], 17K S 19 IncRNA- XTIST Hf: A
Bl FHBEH G E . ZHA0 207 38 o It Bk
IncRNA XIST 3K FifimiR-27a, 31 #40% smad i2 &
A S R a7 o Y (=0 v e =5 AN g
UM T S SOREAE o [RIRE , ZHONG 26538 it
UUER IncRNA XTIST f 3 1A , # 7] ¥ 4% miR-219-5p
oK FH W NF- B i 42, o35 5 #9015 J5 5 2 B%
(lipopolysaccharide, LPS) 5 5 /N i 5 4 o 1R
T F G RE 14
2.4 /CTRETFRYARE  RESH T 4ERER IR S
PE BRI /0 98 1 5T 4 B 2 P — R B S TR R A
o A R )5 D 9 T A M A 5 52 B4R AT FE
HE I S A7l 2 1 i Y SO, B4 S O 5 R
SRR KA R 7 1R 384 040 2 52 ) 20 52 58 5 40 i 1
A R R il 5 FEBE IS AL, IR b, 8 5 il 5
WA RE IR REI B T B OCEE , T4
K, W FTUE S IncRNA 7 /b 58 Ji J53 41 i 40 A6 1) = A~
By Be [ 4 T 20 g (neural stem cell,NSC)./b5%
B TR 4 i AH 48 g (Oligodendrocyte progeni-
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tor cells, OPCs) Fl BT JE& Ak (19 /b 5 it Jid 4 e
(newly formed oligodendrocytes,NF0)]H7ifd &
FIAEH , IncRNA 1] B & 5 88 401 1512 & 1916 97§
AU R YN S5 A T 2(oligodendro -
cyte transcription factor 2,01ig2) /DK
JRAN MR E R R R R . WET &R
XD 92 e 5T 40 B o A B = AN B B A R A
011g2 456 S 4 b 01 2 B 22 PR 14 28 WA 382 A% 12 1
RS LS K613 IncRNA B A5 01ig2
Z5500 1L, R W 01182 AT IEIE IncRNA ¥ 72> R
JRA IR E - HESESTH S T IncRNA 752> R
JRA R B AR B 32 R IA 3, K I IncOL1
(1) 3k IR TR 3E K e B R B ) 2 9 e St 4 i
4k, I35 Suz12/PRC2 JE R A Wi 13k 2 52 Jit I
40 i 1953 46, IncOL1 (1) 2K 3 7T g T 2045 %5 5 CNS
i S A T2 PR T B AR P AR R . DONG 250k
I 1ncRNA 2 5 ¥ #% OPC 55 NSCs 1 73 4k 72, o h
Inc—OPC 7£ OPC H 2 35 F i , R I & B 1) 4
Pho FET BRI, 7 Zdt — PR IncRNA 53
B F AR R B &R, R RED AT (VR T SR 5
MELE

3 PEAWERERD INCNABYIFIT

3.1 HRZHE(K

3.1.1 AK2FRgl AZEHRZASHE
B, WFFIE , N2 B Rgl AT LR
il Fof 22 Te R T, R 42 R TR S IO 4 B A OQ R R 3R
15, B IR 04 T 40 B I BG B B8 U1 k¥R 9T R B AR
M A LB 9ORE I N SR 4k R MR BE AR R
eI E B 3R . ZHANG S5 R I Re 1 T DLW 1
3¢ R 1 2(nuclear transcription factor 2,
Nrf2) 5 Ifil 41 & 0 %% 1 Cheme oxy-genase—1,
HO-1) (R A 2R3 , I8 Nrf2/HO-1 15 5 i % 4171 1
J0E DRI R0 1 A SRR T B IR P2 A, AR
A2 A B BORD 28 S B o AR 2 e R T, B
T R R 2B AL A BE 0 1) ) — i A
Mo FARMEREAENIE T L BR T RA B BRI XS
M Rel ¥R 97 H WY Z R % HE A (lam—inin, LN) |
435 B [ (fibronectin, EN) < JB J5T 4 B Y5 P fi 4
BRI HEEKE T REREEH vyl RIE
E ORI, Rgl Al I IncRNA MALATI (R IA,
0% IncRNA MALAT1/LAMCY 38 2 SR A HE Ji8 J5i 241 e
FH I 28 75 R S 75T LN FN KPR B 546 i
119 -

3.1.2 w9 etk (tetramethylpyrazine,TMPZ)
5#® F3FIV(astragaloside IV,AGS-1V) TMPZ
7 MIES 52 B — Fh AR Bk, 76 I PR FH

23 ML 5995 o I 505 B 9 B YR 9T . FAN
SEURIE LR B, TMPZ W] 3@ i #0042 48 IR I R
i, B IL-10 I8 BR A B 2 R AR 3745 i Bk 1f
FEVEVE UG R 05 A 2, B3 K R iz sh o
8o AGS—IV 2 RUE T 38 B 1 —Fh A7 280 o, AR
BIF 72 I AGS—IV AT DA 3 28 A2 K PR 7 2 3 DRk
B2 SR R AR A RE RO, S0 A 22 4T L 45
1. JKiEIE 8 A 4(aquaporin 4,AQP4) = EAFLE
TEER A+, AQP4 it RiIA S S E PR
Z LRI BE B AR AS R, W B BE K i, R
B HE A SR AN AEFE RS . BF AR, BT
SFF R A B R A P R A 4 S AL K BRI
AQP4 IR IE , ZEfRA BE AL LUK I, DR AR 4k K RN
ORI . B TR L, TMPZ 5 AGS— IV A] X
I P B A R R AP PR I8 AT e TR K BROK
i R 980 AR 22 e R TR BN, RAO DT
T A BE 5 TE SD K BR A P 8 ST NP AR Y, SIZEGIE
52 TMPZ T AGS— IV 0] 22 fiff 5 8 452 195 K BB 2L (1) NP
0IP5-AS1(1ncRNA) # A K F ) N i 5 miR-34a ¥
R 2 98 55 TMPZA+AGS -1V 1 3% 28 A0 12 4
S0 NP BJHEIE A o 3278 TMPZ+AGS-IVad i i
0IP5-AS1/miR-34a-Sirt1 il 4 ya % & 86 $2 175 51
FE 1) NP E AR

3.1.3  RARE(CH,0)  RRE MK IR
R A PiE e ot o BF 9T S, KR 2 RT s I
TG IZ L if i 7 65 210k PR PR 2 RGURIF A
JGo DU SNV Ik B i v 5 KRR 2 38 5 Rl 4547
KB BINC 2y~ - ok 2 IR 12 2 g A% 1 3 2%
Ty 25 ST 21 POk S0 IR 3 2 g 14 10 0 32 1) R0, 9
B2 AL B BORT 98 RE B, 2 R AR A K R B)
INRERI R ot B 58 FAE ST T B BB 303 ol 2 T
REMIkE HA WML EENER. EEKHXE
H43 2R EAEMEEEA . KESEHR
T, RMKE R EAERKMEEH 3L
i PRI A, BT A RE B M 202 B T RE I
PRAZ o it i A SR N = R R R I e M i —
S A3 X A 22 R G0 1 5 R R T BE 52 B 5 . SHU
SO TR I, BE B 2L R 4% KL T (myelin gene
regulatory factor, MRF){E JyH R #£5 55 45 56 5
T AR (19 O B 7 S5 9 4 IR T, L3R A 52 #I] IncRNA
Gm7237/miR-142a/MRF 15 5 Fill /¥ 8 15 , 177 K R &
Al _E i IncRNA Gm7237 3R 14, 3£ 5 miR-142a 3%
G4t 33E MRF (1) 2R3 , 3 5 58 5 7 B 1) g

3.2 HHERH

3.2.1 Hxh BEAIAIKKLEHTIRT X
0 1 J 388 S5 M 2 RGP, B T I A
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WG ES% LA INER . SRR,
PRAAFBEML T ALHMIER ERA E
HEMIhEE . B A T (e ik - i e b 2L A 1
(taurineupregulated gene 1,TUGL) 3R i%, If
i 1 I8 4 IncRNA TUGL/miR-214/#u 4k 70 & [ 27
(heat shock protein 27,HSP27)1E S iB B, B
S BRI S T 40 (regulatory cells,
Treg) I LL i o HE— D 10 2+ W 55 R B, IncRNA
TUGL ¥ 7] miR-214 75 S 1 1) HSP27 A1 X 3k & 8 (4
p3 IR IA , AT 98/ 5 iE 2 4 191 8] Treg Ik B2 41 i
PIECE , SR 2 S BRI, A REE A I PR YA
PR T HR AR AR

3.2.2 GHMPAIEsRAA WML AR H IR
w25 B e PN D 7 S L AR S LR AT R
KT WG IR T2 AQPAAE N I i b
R KRR AR EE O, S EBERG E NS
BEAKIPFEE R IEA DG, FPBRUESE IR TR B, v b
1R & 77 AT BRI A BR300 )5 AQPA 3R 1K , IR
BEZK i, (233 KBNS sh ThRE M = . % M4l
(o g 36 459 1t IncRNA MALAT1 A 3 i ERK/MAPKs
= 5 5T AQPA 1R 1A, It 5 ERK. p38MAPK . AQP4
() 2K 52 1F [m) I 75T 5% AR, 17 9 P 1E R A 7R T ek
%] IncRNA MALAT1-ERK/p38MAPK-AQP4 i % Sk
O 1ML B F B (1) G0 ek B K o i
MAPK {5 5 38 B 9 52 98 0iE S 0 20 5 4

3.3 &R IGIRSEERERM RGBT AR S
(AP 22 0 A 3897 0. GENG 265 7E B BB 15
5 1 K BRRT 4 B 55 28 Hh B IneRNA-H19 K08 F
W, 32 5 Notch {5 5l M OG- #E— B HF A
RPN ,EZH2 335 H H19 BX5h , BA 5 H19 I VT B B 4
PR EZH2 FI3RIA o BRI F00E S, EA ) H19 [ 3%
ik FEd i H19/EZH2 Fh A0 il Notch {5 5 @ B , {2 12
FHE E A TRz .

4 I\

G RE I A2 W PR b A J v 1 40 PR
L7 B AR BRI RV T B AR B JORE N7 # 42 2
UL T 5 4 O A R TR I T ol B Bl 52 i i
B S, HORIE AL B A A 58 4 I, (65 BE
3455 W VA T7 5B I TR 3 o IncRNA {E A 5 il 452 15
(1) 2 B R, 2 R MR SR A W] R R R 4 1)
TR PR E I R B AR T R, BA T B R R
s, BEETEHGFMARERE, PEAGRTT
B HEI I VE ML A T2 48 . A 25 10 280K
43 AT I IncRNA B ) 8 4% 22 Fiod 6 ok 7 1 980
R] ¥~ T8 28 A0 228 T R T L D20 bR B 40 i e
i 3 i W T S SR R B BE B B &, LR

TEMBA 2 1 28 S iR . ER TR R G

I7 AL S5 S 2« 1D IncRNA - FUH 36 45145

(R AH AR FHLRI AR 3 58 287, H IncRNA 2 5%

BB 45477 25 A B BOR R HIAE AL AR AE 2 57

R FE AL S IR HIE FE WA P & 2 TR R AH S 1

VEFHALE  2) BAR v 2555 T 1 0 VG 77 B

7 RE L R R, A v 2 TR BE 4

IncRNA ik (9 FI LT3 Ak T- 3R R B B 3) & &

A B AR Il PRI 7 ROR (5 FAE - HLHI AT 728

B INR N2 48 . AR T 2T RE Mok i A=

ks AR BE N R L VAl R TR B 45145 1 K

AR J TG S AL B, b 2 7R R R 4 A0

IncRNA i FE L R IRASZ 38, DA il PR H 24

T AR 3R AR 4

SE 0k
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