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Abstract: Ischemic stroke is a disease with high rates of disability and mortality, posing a severe threat to human
health. In recent years, increasing attention has been focused on the role of long non-coding RNAs (IncRNAs) in
ischemic stroke. LncRNAs not only influence the occurrence and progression of ischemic stroke by regulating gene
expression and cellular functions, but also play a crucial role in cerebrovascular angiogenesis. Promoting
cerebrovascular angiogenesis contributes to the restoration of blood supply to ischemic areas and improves patient
prognosis. Therefore, in-depth exploration of the specific mechanisms of IncRNAs in cerebrovascular angiogenesis
following ischemic stroke holds significant clinical and research implications. This review provides a
comprehensive overview of the roles and potential molecular mechanisms of IncRNAs in cerebrovascular
angiogenesis after ischemic stroke. The aim is to provide a theoretical basis for future research directions and offer
new insights and strategies for clinical diagnosis and treatment.
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IR, IR VAT BRI P A AR H R S IR %
BHR . R, ASCET S8 IncRNA 5 i 14
i 26 FE L ST A ) s T B 9T R SR SR AR T IncRNA
E SO o R AL A3 403 2 M0 i I 67 5 A= b B L R AR
. DA RE At 1 106 2 R SRS T SR R 1
Z%,

1 IncRNAS&R 4 fxzE A

IncRNA J& — KK T 200 4% 5 1R 113 S
T ARZHERL IR, EAT 2 20 A T 40 B AZ R0 40 )5 v
2 50 A A R R 2 KRR g Y. IneRNA
Dhee skl 2 T H Q. ZREmmgs &AL s
A, I 5B (ribonucleic acid, RNA).
Jit B AZ W 4% 182 (deoxyribonucleic acid, DNA) 125
JiR R AH ELAE P T SR BLA Bl IncRNA 715 55 5.
BELBI3 /N RNA (microRNA, miRNA). 0% & €
fir A S AL B 1 R B A R AE AR I R

TE G I 25 H S IneRNA Gl I 2 FfpfL il %
ok ke L. 4] 453 0 AN K 2 AT RS AR AR . FE SORE JT I
IncRNA 38 iz 1 715 %8 ik K] 1 12 028 AR 98 3 4t B 1) 7=
A, R RRE R s fEFE K AETJT I, IncRNA @
o R 45 P 22 T 4 A T A 2 L ) 3G R A4k, s
PHE AR PR A 5 76 M A2 BT 1T, IncRNA 3@ i
YA ILE N R AR D RE . T RUHT L B O AR
TEZM ML T2 A FWE DT T, IncRNA 1.2 5 i #5402
SR ERIE T

2 BRIMRZEHSMERHRE

i 5 AR R ELAT I AP 2R H BT I
N XY RENERDYR . H S, iR X

e 9 9 8.9

ST LA L

@9 s 8 9.9

FgnnE AN e A4HH

s 5 5 s s

R ML E AR T, B IE AR B
B2 41 i (endothelial cells, ECs) #7800, T 4G 9%
AT HE, I P i 40 i A/ 268 o % BT A 1) L 5F
b5, XS S A RS, TR L I
¥y %, fEFRUARMEARYZ 5T, 1E
0 5% 328 T RIS AE AT 5 2 3 ) TR A 1 T
BRI ThEE IE R (K 1),

SRR A PR A G, BRI T DX 4 27
SRR MR R IS A R -, AR IS ) AR
K [HF (vascular endothelial growth factor, VEGF). IfiL
& A2 B & (angiopoietins). Ifil /N Bk T A AR K R
(platelet-derived growth factor, PDGF). Il & #l &
(angiostatin). #% ft. 4= & [Al ¥ (transforming growth
factor, TGF). % 1 B 21 4 40 M 4= K A+ (basic
fibroblast growth factor, bFGF). 2& Jii & J& & [ i
(matrix metalloproteinases, MMP) Al — 45 {t & (nitric
oxide, NO) & P, I £ Jfil 5 25 Bl K 3 20 O 3 49
R, Hh VEGF &R 1 1, e
— M EE (L HE ECs W FE AR B BR 1, AT DU I B
MI(s 5@, {2k ECs A 203 ", M5
A R BRI 26 b e R DR L], BT R
AR R . 187 S REAE A [ X 4 1 8
A, TV RSGE RSN 1y, RELE B, JF
ST P LA O 2 D 8 1T T 1

3 RIMEFHEHXIncRNA

3.1 SR AREE R AR HE M E S A K IncRNA
3.1.1 IncRNAHI19
FEN NG B BT AT 5, IneRNA H19 523K 1A
B AFRSE 10 B IneRNA 2 —, HR IR K PR 1,
d e
A N N
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B S H ek 1pl15.5 AL B E— N B AR SE T
H19 £ K, HAK KL 52 2.3 kb 2 7T EoR,
IncRNA H19 7] Ui 20U 4% 22 i 4%, G B e 45
A miRNA %52 Fi 07 20Ok AT R B Rk 1,

Fang %5 ") 75 BF 70 i 6k 1fiL / 7§ 3 7% (ischemia/
reperfusion, I/R) 5B &I, I 321K 1) IncRNA H19
RE % #1 1) miR-107 [ 2k, 3 17 39 i sk i X 35
VEGF &&, {2t ECs M3, MM, #i)
IncRNA H19 2% b1 20 it J&] 38 2 15 A0 gt 12k i il 4100 o)
¥ 1A FRIA, S 2 ECs {53 (£ 40 B G131,
BH#5 ECs 4k 4 24 A & U7, Jk4b, Huang %5 U
R, A M P TR LA AN N T 5 K P R 2 e
1 R IE K IncRNA H19 7] &2 3 BEACTE T2 Ax H 1 bt
TR KA E IR AN -3 (caspase-3) W4, Ffimid
AR BARBE — RS T 3K P R G0 T2 AR 1 B2
Bk (A, IncRNA H19 7 S ifi 1 i 26 o 5 i it
i ECs SGAA,  FFH0) I/ 24 R O o) I A A
R A 40 M A R HE AR
3.1.2  IncRNA XHut {23 R 7 5% 5 AR (X -inactive
specific transcript, XIST)

IncRNA XIST (1) 2 [K 7 T 4% ta 4k Xq13.2, A&
B KN 15 000~20 000 nt (4% F 8 FF 51 1
WHFLER, IncRNA XIST 2> EMEMEYIFD )40 K &
T i oA MO BR 3L — 2% X e dk Y FEBR I
i A BB R LTS R, IneRNA XIST [ & 7E
5 E 2 R B EE BRI, B 2] T 5 7 RN & BT,

IncRNA XIST 7E & 3 IfiL 45 Fi- A= 77 T A ¥ 4 B
YEF. —771f, IncRNA XIST fE B 45 & 340
miR-92a, M _F %A 2 o5 Fl Kruppel 1 4% 5% A
¥ 4 (Kruppel-like transcription factor 4, KLF4) 1] &
Ko BEEE oS FEAMEH AT R A SHEIER,
& ML TE i #2 AN e BBk R 5 T KLF4 B A
LR INAE, REWS AR I 1 IR kg A ae © 5
—7J7 1, IncRNA XIST il it #l1il] miR-485-3p, Jk55
A g X Y HESR H 7 (sex-determining region
Y box 7, SOX7) KJHI1EM, ML SOX7 BE %1
58 VEGF N H 2Rk, #Emfest ECs M5
IER AN BT Yo 48 BATIR, IncRNA XIST @ik
Z By TSI M B A A ECs Dhfg, N ILE B
AR THTIIRIT R A
3.1.3  IncRNAK AN 5+ 8 5 fir1 (plasmacytoma
variant translocation 1, PVT1)

PVTI fIREPIAL T ARGt A 8q24, HIEHe %
tH ) IncRNA PVT1 55 25 Fh JFRg L O JIFE 95 AR PR 5

HRIERIRAE . R R P, 2
AL i A5 5 2R Y ) IneRNA PVTL & 2 B3
e P,

FEIME B AT T, IncRNA PVTL J&@ i #] miR-
26b [FIERIL, e Hook 4 46 A 234 KR (connective
tissue growth factor, CTGF) FIIfIL#AE il 2 2 (angiopoietin-2,
ANG-2) Hy#0#I1F . CTGF f1 ANG-2 K15 i
33 7 ECs M B8 5. E B A I R A BY. A
IncRNA PVT1 i i 41 il miR-15b-5p () T &g, A £z
4N F¥4EE B3 (protein kinase B3, PKB3) HI3RI1A .
ISR PKB3 2t — 0 T i 40 A ME 5 5
P (extracellular signal-regulated kinase, ERK) £l
J M — AR & 1 (endothelial nitric oxide synthase,
eNOS), et A& *. ik, IncRNAPVTI
IS 2 kAR 4% 0 3 5 1 ECs 1Y 3G 5E AT
¥, NIMEFT RN | 2 4ERE SRR
3.2 IR D4 BN ZE A S I B #T 4 B IncRNA
3.2.1 IncRNAEB} R FIAFE[H3 (maternally expressed
gene 3, MEG3)

MEG3 fi T- NG04k 14932.3, e f sttt
[¥] IncRNA MEG3 #¢1A 472 2 Bl 1) S B 1 725 1A
T ALFE T PR O I AN e BT
Luo 2 PV Rl Long %5 P 435I 75 A Py ANAA S o e 1 A5
R DA B e L AP i A58 B8 K BRI 2L 23 rh W %% 3] IncRNA
MEG3 Bk K AT EF.

75 N LA AT 8 40 IncRNA MEG3 [ 3R54
SR HE I B A5 Lin 2 P R B, K IncRNA
MEGS3 {315 KT BE 5 3% ECs [¥] Notch 55 18 ¢,
MR E ECs IIHS5E . T 7% 2 FOW BB IR &5 14 1) g
71. BEAh, Zhan 55 P BUA AR A B R,
RILAN ] IncRNA MEG3 7] LR K BR A Fii 4l i
P4 57 4 ffd (brain microvascular endothelial cells, BMECs)
b TSR R 2 / 55 % (oxygen-glucose deprivation/
reoxygenation, OGD/R) #1455 5l 42 IIA -0 1X —id &
S BT PR S A 4G 1T AL 4 (reduced coenzyme
II oxidase 4, NOX4) Fl p53 [f 3£k, [A] I 38 I K 4
% S A ¥ 1-a (hypoxia inducible factor-1o, HIF-10)
A VEGF S5 I A iRl ) 2k, DL R/ 2 il
PR T S A T SE LK) . Shen 45 B2 &+ T —
et & 0X26 HIRM KR EY), ZREMAEE
XF IncRNA MEG3 R A SR RZHERL IR Al TR X
Toh 2l K 5 G 3 S 380 P A R AR 2R K BRI SRR 7 K S
RIR B AR N 5 I8 AR oAl DG B 6P, ofiL 8 1N 2
AEKKF A (vascular endothelial growth factor A, VEGFA)
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AHIAE P 7 AR K PR32 44 2 (vascular endothelial growth
factor receptor 2, VEGFR2) )£ 1A 2% L. X 'F
FOK B K B J2 S L s g n, if A BE N R
EIEY R, A R b T IREAEAA R . X LT 5T
KW, #f IncRNA MEG3 1) 3 1838 i 06 2 4% i
EAERHIGEAE, W T M B ERE Ty, skl
26 IR T 3R A 1 L 7] SR o

3.2.2  IncRNAZ#PR FEEH 1 (taurine-upregulated
gene 1, TUGI)

TUGI &AL T NG tathk 22q12.2, HEF4&
{1 2 S A B A A FH AP BRI AL B 110 /) B A0 I JBE 44
ORI . BT 2 2 S R ) R A
R FEARE ISR E I FE A 4% B 2 i T Rt
oA i, AR M R o o B S i

E M5 B A= 77 T, IncRNA TUGI i@ i 45 &
miR-26a, I AZHE VEGF Ik hEe, 3k
Hil ML AR, FEFBUNRBRITLIX ¥ CD31 E£IEKF- T
B, Fe B H G A R RE R BRI B A R, BRI
IncRNA TUGI [¥] 15 B F miR-410 %t X Sk AE #%
s BEF O3 Ml AE A, AT 2 BMECs f 4 1
B AT S5 i 358 07 1) 98 6E )R B BT JF B, IncRNA
TUGH [ & 3ED0ER 2 B AR Runt AH 5% B 3¢ A 1 2
(Runt-related transcription factor 2, RUNX2) [fJ5£ 1A,
HE T 2 KB N (aminopeptidase N, APN) H %
K, ARG R K P B 4 S B AT RS,
L s B, XM LR, IncRNA TUGI
AR 0 AS R - ol I A 2 o s I B A, R A R
RFRIL A A AR T M HT A .

3.3 TEGRMNMEMNZR A RS I A =4 WE S
IncRNA

3.3.1 IncRNAFEFE Al IR g % e A1 (metastasis
associated lung adenocarcinoma transcript 1, MALAT1)

IncRNA MALAT1 PLys B AR 57 15 202 3Rk
T2 R s YA, AR NS IR R E AL T
tfk 11q13.1 P Ren 55 ™ BRI, Stk ol i v 4
1K A Y IncRNA MALAT1 & 848 T 1E % A,
HE5 AR BT,

IncRNA MALAT!1 £ L& B A4 o k3% 1 2 FEAL
HIEIZEAE A, HALRIEON E 2, W 2 AME Sl
FERFER AT . 158, IncRNA MALATI1 J@ i 45
4 miR-205-5p KK XS VEGFA HifitilfERH, it
MRS OGD/R 2614 1) ECs [ Il T B RE 7. 2R
MM, 4 IncRNA MALAT1 5 miR-205-5p 1) 5% 40 %)
B R VEGFA 56 K SR A% R A% IR 3L R 5% 4 ECss

i, IXRPORAPIE S e K, IncRNAMALATI
] U@ 0 15- JE 4% &8 1 (15-lipoxygenase-1,
15-LOX-1) KR IERARTHE 5 e 5 M s 0 1
3(signal transducer and activator of transcription 3,
STAT3) )8 B A K1, AT A2 ik afis A5 ~F- F5 JL 4
(35 AE RS P, FR, 7E BMECs #', IncRNA
MALAT! i ifi#% miR-145, 34/l VEGFA 1 ANG-2
()2 3&, MM 7E OGD/R % T {2 BMECs )1
FEAN M B4 ¥, gbAh, IncRNA MALAT! it /s
# & H 1 (caveolin-1, Cav-1) /1 T [ SMB IR 1 ¥ iz,
P Yes1 AHOCHE %15 K7 (Yes1-associated transcri-
ptional regulator, Yapl) Al HIF-1o {5 ‘5 i, #t—2
1A VEGF W3RIE, ks I J5 ix 26 o i & 8
A4 ¥, SRTfT, IncRNA MALATI i i B £ 55 miR-
126 454, FEAK miR-126 [13RIEIK, AT 9320 g
JIE Bt JUL I 3- 0l / 25 B8 B (phosphatidylinositol
3-kinase/protein kinase B, PI3K/Akt) {55 5 18 4% [ 35 »
$3 BMECs [\ T3 InAG e RE 71 R B B R,
IncRNA MALAT1 ji i 2 Moyl i £ i85 A2, 1K
REAR ik ECs FHIMLE I8 L4H M 1 B 58 5L #8, il
IS T R EUM A A T, X R AR
BRI R E R

3.3.2  IncRNAC LR FEAH 5C 7% 5 AR (myocardial
infarction associated transcript, MIAT)

IncRNA MIAT /& i F AR Gethfk 22q12.1 |
LR EE MR . IncRNA MIAT S8 76 40 B % v 1
F T2 87 AAE 4 57 HH BRIT miRNA 5 H A% mRNA
ghty, AP EbRE N RIE P,

BRI, ARSI b XU Y A0 i B 40
1, IncRNA MIAT HJFRIE/K-F- BB n, JfH 5%
IR P SRR P S B AEAR R DA %, B v ) MIAT
RIETREBRENIRATUS ™.

SRTR, Deng 55 ™ R BL, @i A/ FHE RNA
(small interfering RNA, siRNA) PRSI X ] IncRNA
MIAT KIA f5, miR-204-5p ()R K &8N, 4k
i) T EiE RS 1 (high-mobility group box 1,
HMGBI1) [ mRNA Fl & [ /K, #Emisis 7 h
HMGBI /-SRI RIE S, B Z8/b T BMECs f45
P, FEAR T EANTRE T, R 7 i 8 8 e 1)
HE . A VEGF KIREZKRE, A RILKF
F i ) IncRNA MITA 7 fig4h & 5 2 #) miR-150-5p,
X 29 59 miR-150-5p %} VEGF 3 [K 3 ik {1 #0 h 1
H, Mififeik VEGF [k EFH ™. ik, IncRNA
MIAT £ fif 14 il 2% o mboot i ifi X 7R 98 E IR 2
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1 BRIMMNZE A A & IncRNAXT T I EHTE B9 VLS F/E B
IncRNA WAL o LA 37 A R A
IncRNA H19 i FIA I IncRNA H1940HImiR-107 () 3&55, B jn i PR P B2 4 53 24 55 18 5
BN EAERKR TR
IncRNA H1998 /0 8 P WLAR BRI ISk A S 4 9/ 1 380 P 3 UL AT RN 5 5 ik P e e g 1
JHLFR e PR 2 I R A S IR B A -39
IncRNA XIST IncRNA XISTHJIffijmiR-92a, %S ZHaSMKruppel (et 4iEMiE . TR R T8, DRI IE I I S50
FERE R N 14 FiThae
IncRNA XISTHIH|miR-485-3p, M5 M43 P ARG Rk 7 4 S AN 3 A . 8 0 A5 2
T RIZ L
IncRNA PVTI IncRNA PVT1liflmiR-26bFik, AT 4E4rdla] ek T P R i it sE . R A s A=
Az TR R 1L A 3R 2 A A
IncRNA PVT1HImiR-15b-5p, MG FIsBEB3 7k,  (hHr M 2 i
WOE A IR AME 5 AT R A S B
IncRNAMEG3  #1#illncRNA MEG3, 4% Notch{ 5 i 4 PR AR . IE 88 SRR T B
HHIIncRNA MEG3, 385 /b ifs JE R BRI AL B4 (50 o I 37 PA) g 4 it 4 B2 3 1
FIpS3HIRIE, BIINREIS T 7 Lo i 5z
HRETIFRIE, WD AR P S A R
FIRSGOX26URIGIRIESY), B RIORE SIS SRE MR B, By A, Wb
PERZEIHIncRNA MEG3 3%, &35 EiRiMmiE N FEBEARFR
B A R A RIS P B A K PR - 52 Ak 2 g 2Rl
IncRNA TUG1 IncRNA TUG L i &5 AmiR-26a, SMHIILA Ay RZ 2B S A A A, Al i A 8 25 ) B A1
H T 1R IE
I FERIncRNA TUG1FR3A, (@ FmiR-4 10405 X3k 9/ i Bk 100357 PR 3 200 B 98 T Ml 100 57 P 98 i
HERE 5% K703 S
fIHincRNA TUGL, FRRuntAHCHE R 222 (b NJBTshfik iy BR A r s s A e s, s igs =
BEBEN 2204
IncRNA MALAT1 IncRNA MALAT145 4 miR-205-5p, 59 M N A3 Py B 40 1) 1 T2 B B o
B A KPR AR
IncRNA MALAT1HIN15-IR R & F1#RL, _IHES (b g Vg g KA
e SN SR R P 3 R AL 7K T
IncRNA MALAT ¥ miR-145, R{ONMUE A AR (R3E i/ P R 4 384 5 A0 1l A A=
IR ARI I A 2R 2 IR IA
IncRNA MALAT L@ /N & 8 A L S b s 3, (b e s e
WS Yes VRH SCHE S 1 IR T Flh 45 S IR - LofS
SIEE, BRI A R AR K ERIA
IncRNA MALAT1 F 245 A miR-126, J/DBERREENL  ANAO A P B 0 B T3 AN g A e ) R 1%
Fi 3- S B 1 I B A5 5 Il B 0TS
IncRNAMIAT  #ifilllncRNA MIAT, $&FtmiR-204-5p3Kik, Wb e VSO 5 L7 PAY R A L A AT 1, 38 i ot
IERREE N T 10 JORE R Jls H it
IncRNA MIATYE = RIBRE T, 45AmiR-150-5p, 58 1M AR
I 55 LT 3 P R AR DR A E (it i
BRI EKRNTRE
IncRNAUCA1  IncRNA UCA 1| miR-873-5pf ik, EBRAHZ S DO S4B Mt 389 0 T 98 0 s i
ZUE I Ak B I 8 I 4
IncRNA UCA1 FIEEFR 45 E-box 45 A 88 1 1 SR P R AN A . IR R IR R, (i
MEHE
IncRNA NEAT1  IncRNA NEAT130#ImiR-377, $&THITER(S iR AV T O A I A PR S 4T A R I A A

1o MU P R AR R T A B EL 200 e PR -2
Kik
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=1 GRIN M AN ZE 5 & IncRNASS T I EH A B0 FE I SIFI1ER (%)

IncRNA VRN X IR AR A
IncRNANEAT IR TA5MEE A1, FEN220ik A, (et e IR A A e, ki 21
ey LR (. RGNS AR EAL A T WU 2 R ) 28

755 10 S B A-S S A AT LR AT SR DR (R

IncRNA NEAT 1 fill i 17 R vk A6 2R (1 Ui (5 5 Jm K
PG N FBAE SR, 1958 28 5E [ B

O oA A 2 e ) o R A

M T2A1 VEGF ik 77 A2 2 B 560 .
3.3.3  IncRNAJR# b 73 #H 551 (urothelial carcinoma-
aassociated 1, UCAT1)

UCAT G A I — Mg ICFE 65 e #% 47 4 i e
BRI H A IncRNA,  HEEBR A7 T 4L (i fk 19p13.12
TERE BB e RIS, T B REUR
VAR Z AR R R R RS, S
R . A R R R . RS
I i 26 o R O LS Y, IneRNA UCAT HYZE
BKF 2L BT, S SRR ) P AR
TR 22 P T 2 DD AR 6 B2

FIEWZ 1 IncRNA UCAL Jl it P& miR-873-
5p MIRIEIKF, fEBE T miR-873-5p X 12 7 3¢ i
15 A6 ER U 8 (mitogen-activated protein kinase 8,
MAPKS) [, Bl 5 &3k L 1 MAPKS
— I T ECs B4R 45, 45 ECs FE T A1 22
NN EE BY, SR, Zhang 5 B 4 Ak A K A
¥ -B1 (transforming growth factor-beta 1, TGF-B1) I
i IncRNA UCAI1 [3£i% 5 AP, IncRNA UCAL fg
%y /b miR-455 Xt £¥ 1 45 ) B-box- £ & [FIVEAE 1
(zinc finger E-box-binding homeobox 1, ZEB1) mRNA [t
e, MmEEE ZEBL Rk, XA FF AN
K A 00 e 1) B A R AL, 553 T ECs AOSGE
LR RERE M T BRE JT, TR EE T I8 A
4 TR, IncRNA UCAL it R [ 43 7 3 2 5 i
R ECs TheA A W W E R .

3.3.4 IncRNAMFZHUPEA B KA1 (nuclear
paraspeckle assembly transcript 1, NEAT1)

NEAT1 j& (AL T Je ik 11q13.1 b3 R 5%
AR B, e | O MR | A IR AT M
IR S A R SO - = I SN G
OGD/R %1 F, PC-12 414 #] IncRNA NEATI [¥]
RILK P20 B,

IncRNA NEAT1 F34 fia] LLidE i 4] miR-377,
FEFHUTERAE S5 K 1 (silent information regulator
1, SIRT1). VEGFA Al B itk L4 Jiid 98 [K ¥ 2 (B-cell

lymphoma-2, BCL-2) 1) ik, #E1fi {2k BMECs 4
AR H 4 B IncRNA NEAT1 it & HikiffE
i I 1 T JUL4H 0 P 3 JE AT %, R RS T
— W i B VR R R AR, B T AR B
1 (calmodulin 1, CaM1). V- #§ Ul 220 & FI (smooth
muscle 22 alpha, SM22a). V3 L WL Bk & [ = 5
(smooth muscle myosin heavy chain, SMMHC). a “F
W WL 3 & 1 (alpha-smooth muscle actin, a-SMC)
A S8 A &5 3 1 B BE 4K -5 (hydrogen peroxide-
inducible clone-5, HIC-5)". {H 5} [F I}, IncRNA
NEAT1 38 it 4 i) i 1 B2 3% 4k 5 A ¥ 5% (adenosine
monophosphate-activated protein kinase, AMPK) {5 5
I8 % I 35 #% R F «B (nuclear factor kappa B, NF-
«B) 15 Tl i, (kB o 40l i) M1 AR AL, 1
5HR 9% i S, U0 sk SR o A s A e P ot A R A Y
KU, IncRNA NEAT1 7£ i 32 1045 37 A= A0 240 i 1 5
(R TR, o300 T 8 5 28 R s I RF L7 35 2 7 A 4 )
YER, 487 HAE U8 W A b S I T e

4 HESRE

JE O R A A 2R B SORE ORI R AR A O
DRI 1R 7 2 L I 4 o %) 344 B B A O T S5 T AR,
IncRNA SEFL T 6 0 i 25w f 0078 3 A 1 19
HAr P K % Fh IncRNA X} A % miRNA Al mRNA [1]

FAEH ML (R 1), RETEMANE LS T
—UCRE L, HIRA IR AT TR AR
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