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Abstract

e Glaucoma is the leading cause of irreversible blindness
worldwide, characterized by progressive degeneration
and axonal loss of retinal ganglion cells (RGCs). Despite
extensive research, the mechanisms driving this disease
remain incompletely understood. Long non-coding RNA
(IncRNA) have recently emerged as critical regulators of
glaucoma pathogenesis, modulating gene expression and
influencing key processes, including disease onset,

progression, and therapeutic response. This review
summarizes recent progress on IncRNA in glaucoma and
outlines future research directions.
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T O HR 2 — i LA A 2 5 4% RO S e Ay 8 L RRAE
AT EPESCE AR, R4, 2 BRAA 7 600 J1 O
AR B3, HL A R AT T B R 3 4l 00, 3] 2040 4F
BEBCRHIE 1142 R AU B 6 3 RE
5 A 5 A A S SRR R, oA A R T H R
TP, HE, FCIRMIGIT FRLIZAYMTF AR RN E M
EE L FALEFAT o] B B B A TR L R IRAR R
T OGHR ) s BT AL e 16 7 I s A R X,

FKA%IES IS RNA (long non—coding RNA | IncRNA) /&
— KT 200 M ZATIR (nt) MRS TS RNA 20, H
Tz E ARG EE S, KRBT 0F58, 5 mRNA
L, RZE0 IncRNA ik K P304 B = b (< ik, L
HA B E AL e feshik i, ga k25
IncRNA i RNA A 1 #% 5% 28 B, 2020 RNA R &
T ool M2 s AR 36 [ 41 22 (4R 1E , IncRNA 1] 434
TR DR A)RY L[ A S s ORI ] S A R A
P R IneRNA GEALT 40, i Kk 28 E 201 T
A% . %N IncRNA B2 5 e (o i f 9 4 L [ 3%
IETESE M IncRNA AT BE 38 35 28 (A R A & 0, 8% s
B AN 515 S 45 F2 7 . IneRNA i3 2 55 544
¥ SR E RS (A0 mRNA B9 352)  ZERE A0 e 25 4 S FE A
HSEAEAR Y S Z R AT AN 3h Y L HRr, EA 0
FEARIE IncRNA 76 £ 5T A 104 | N B 75 R OB PR %
R O g 72 e L AR SR A T

VAR IncRNA 4575 G R A9 VE FH A2 B2 5 1 56 1
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ARELER BIE RS M 45 IncRNA 7ETFOGIR i st 15 = 3%
IR T REHL I S LA I R A2 W RLA T e 1A,
JERA RIS
1 IncRNA 5igfE

T OGHR HLA B S )38t 4% G Jlebk | b JEL & M 15
YR ( primary open angle glaucoma, POAG ) & 3% 1% P ik 5
[ 2R > 007 MYOC . OPTN 1 TBK1 %5 22 #5)
AR IneRNA ST AF SFe th  E 52 5 75 6 IR A9 38 1% 5
JBPE %5 ) A 56, ot MALATI , LOXL1/LOXL1 - AS1 FI
CDKN2B-AS1( ANRIL) 55 IR AL ZE

MALAT1 38t f% 728 5 5 ZF 5 IR ARG . #547 GGGT
PALEAY ) IE B 3K J1 7 EAR (normal tension glaucoma, NTG)
HFEBE XS PR (OR=0.31, P<0.001) , I LR i
1 MALAT1 5 I 4iffd 4 % -6 (interleukin—6,1L-6) 7K
R omiR—1 Fak R, DL R T 104 0 T) 6 pft 25 21 44 122 5
RN AL L, B8 12 B A ] B 5 9 7 T AR B A OGO
BYER AR B A E DUR A RE T, MALATL
H A B K% T R £ &5 P (single nucleotide polymorphism,
SNP) fi7 5 % H A 51 5 POAG XURS: A0 51 . B
PR GHR W2 7 T B IESE AN G, A A5 R R EAE p
T N, = Z 05 A REEAR B E

LOXL1 - AS1 W 2 & 5 i v 20 5 1 & Ot IR
( pseudoexfoliation glaucoma, PEXG ) S AH " | 9 4k
BRI 6 BB AF 58 & 3R, LOXL 3 3h 7 X 38 19 24
5 (rs4886761-C . 1s4886467 -G 14461027 T 1516958477 —
A) 38 B 6 KBS (ORs = 1.79 - 2.26, P <0.001), ifi
rs4558370- G A7 £ 9" 1 H (OR = 0.49, P<0.001)"""
15q24.1 A7 5 TR AR /N BRUBE Y AF 5% ifF — 25 467 , LOXLI -
AST FEFER R 5 5 G IR A Do B4 495 4 5%, T I I A7
Al BBAFTE R 22 iy 2 LR ML, H LOXL1-AS1 Jf-EfE—
HIEOR R A, LOXLT 3 PR B f /0 B 22 B L 4
RGCs Mifigpeds"" | ik —4 23 LOXL1/LOXL1-AST XU
AR BRI S AR S Rk S 5 PEXG & .

CDKN2B - AS1 ( ANRIL ) J& 4= % A 41 3¢ B 0f 3¢
( genome—wide association study, GWAS) 1A i 4 ML G IR
i A e Y fE L ED B Punjabi A BE R, 47 T
CDKN2B/CDKN2B-AS1 J& [H () SNP rs2157719 1) C 254
F [ XF M) f 3 G IR (primary angle closure glaucoma,
PACG) R ih i F R VEJH (OR=0.64, K IEJG P=
0.003) ™, Liu 2P %f 21 775 4% 5 & 1 Meta 23 1148
7, ANRIL 1 SNP 17 75 B % 4 571 3500 < 154977756 5 3%
WA A POAG KUK (OR=1.33, P=0.0009) , Ifii 75 7. P
ABEHR L2 KRB (OR=1.06, P=0.34) ;rs2157719 7EL
IABEFE AR R T (OR=0.66, P<0.0001) , T 7£ F4 F
AR &I B (OR=0.97, P=0.93) ;rs10120688 i
Z RN POAG XU (OR=1.36, P<0.00001) , {H ik = Fji%
WELHA T, Ak, CDKN2B—AST 2875 23 ff 3F A 4h A 2
ZOLAMMERIBET Y B R AT BB R T O R 45 2858 41
PRI BT TEIR YT HE AT

#% |- T ¥ , MALAT1 . LOXL1/LOXL1 - AS1 . CDKN2B -
AS1 BB ZWWFIUE S5 H OGRS AL By A G . SR T,
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PUAT T T AR TR R E AR Y | s ol i 0 KA A
WEARA AL . HEE CDKN2B-AST (9 2 Fh SNP 76379 5
PR R 2B 3522 5 3R AR Stre st et o b
AR B LR s I PR TS 5 B 22 B b R B ik
2 IncRNA 5 & IRARIA

LA, Z2 5T A B, ¥ 06 IR AH OC 21 21 AR i
IncRNA A RIKTE K AL W35 BU% 3R HAN S 5500 K
SR ERR V6 T RE A AR (A bR i

WL 43 BT POAG [ 3 B K 1) 7 5 2l B Hi , %
2 746D 22 S F K IneRNA (1 399 4~ Fi#,1 347 I~ F
J&) , I #9 7 IncRNA - miRNA - mRNA 3% 4+ ¥4 P Ji RNA
( competing endogenous RNA, ceRNA) PI%% ;1% M 2% & 4 T
Ak K A F - B (transforming growth factor—f, TGF-B) |
K - kB (nuclear factor kappa—light —chain —enhancer of
activated B cells, NF-kB) \Wnt 5515 518 % , 15 4018 i /N 32
(trabecular meshwork , TM ) £F 24k F0 5 7K I M P i, e &
P POAG Y & A= & &, DT A BE J80 0 1 A8 7Y 36 7 HE
MY TG - B2 % AN TM 40 M £ 4 4k, F 5 319 A4
IncRNA i, 212 4~ IncRNA "R, Ij 5 7 I & B , 3 4
IncRNA 7 & 18 1 ¥4 4 40 Jitd #h 2 7 ( extracellular matrix ,
ECM) Fl 48 5iE 52 0 AH OG5 IR iy 3R 3k, i 2 5 4F 2 Ak ot
T2 7E POAG SR & /9 TM 418U, — I50 F 5% % 1 1
2 1794 IncRNA .2 F8,3 111 4> IncRNA B3 R8>,
B A A KR R R 25 G 8035 P2 (gene expression omnibus,
GEO) 43t , LHfi i 1 933 4>22573%3K IncRNA (897 > I
P, 1036 4T ) , 4545 SCHRIZ 4 55 € 8 4 POAG #H¢
miRNA, I ¥ & B 53 > IncRNA ., 8 > miRNA F1 10 4>
mRNA 1) ceRNA F45 2 %M 4488 IncRNA 1] i i i3
“HFLR N TE G miRNA I 45 B IR 3R 3k, AT A 5
POAG i B 2 o VA5 W 155 AL 1) ) B 90 TEAT) e 2 i
— I, DR A AR e 2 R 22, 5 — TR T
GEO 4l FE (1 WF 52 % 5 1 175 4> 22 5 3235 IncRNA 38 i
RS IncRNA (TR 1], 44 2P I R 2 M ceRNA 4%, 7]
FIE A Aok 8042 200 6 ) 301 | e 98 2 07 Al DNA 8 52 52 1 5 I R
FIERET ARSI N  E POAG 51 22 S5 nl il i
ceRNA Ji#% mRNA %Kik, 25 CIRK R T 15 R 5+
PEAEYIbR SR LR

BRI AT HEE 2 B & POAG J5 /K FI TM 2128,
X8 5 5 AR R A (4 il v FTH ) 18 43 B AT A FR T
BHPERIR R AN LR RENS B TR L, 2
BRSO R, LUAE 75 75 DGR P IncRNA Y 3 25 3R 3k
AR B A W HILA , R 7 GRS W2 W7 R ] T T4
AL ER,
3 IncRNA 55 St iR E2 4Ll
3.1 IncRNA 2 5RNERF  IRNETEZ 5 CIR &KW
MICHEEUR A R, 2k, T™M 5 R RE 25 DL ECM 11
S FRVETURR , S3 IR B /K A PR AR 2, DT 5 B0 28 1 R e
FH . AR BT KB IncRNA AT 3 52 8 # T™ 40 i
DIRe A ECM R 2 5 IR FHa, BB OGIR 19 48 4L
AT ST IR R SRR TR

TER R TR ERIES M EH G IR (steroid — induced
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glaucoma, SIG) /N BB AL | A5 1F 5% & WY, AR 12 o 80 358 T g
LR VE TM 41400 ANRIL ik, B =T p1s ag i,
PEMANE T™M 4052, S 30 T Z5 449 2560 1 5 /K i i 52
BHL, W75 2 HR T i B AR S R0 3> 7 S AR I B A
JHF, A TM 40 ENST00000523905 AJ i i #3 555% S A
+ C/EBPB il TP53INP1 Ay 5% , 3858 A WEFH- /> ECM
URR, Bk HAE 4055 ECM Fa s bl B R IR R VR
FARZ , 55— T S8 AR 0T SR R BIF 5 /%, PVTL S35 TH s, £k
B miR-29a-3p F i, 53 VEGFA Hl MMP-2 ik,
PEHEN TM 20 45005 R T 2R 4 AR D0 AE O IR AR R
o, SNHG11 9 T 34 i 37 Rho/ROCK %l #7 ] Wnt/B -
catenin {55l % JEWI 5200 TM 40 i 38 58 5 3 5%, -1 9k
HE W R T, B HAE T™ T BE R AT R G Y
XL B [ /R IneRNA 1S5 I8 2 n] A g 5% A
W1 Wnt {55 55 22 4538 FEBOR AR R O T™ 99843

HE— L BFSE R, 25 IncRNA 5 ECM {55 )40
X, Bilan, e A AL BCRA T, N T 4l b RP11-820 I
P, a5 A miR-3178 fie il % 5 P+ MYOD1 9 i,
J5# 5 STAT3 I &9, i ECM AH G HE N 7% 5%, 534
RO S KB, TGFB2-AS1 76 A T™ 4 Jifs
5 TGF-R2 Mg (i - [FFR 1k i TGF-B2 15538 %
{23 ECM UUAR, HE T 520 TM S50 Fn o™ . 7ERLHl e
AR 3% S B MLAERL f1 25 7F T, SNHGS , ZFHX4 - AS1 J%
RP11-552M11.4 %5 IncRNA £ 2 7 £k RT3
HUBRE 13K 3 () ECM ¥ 5% il T™ ffifhad f2 Y st
UEE 3L [F] 2 0, A B SO AL R 77 2 3K 3l IncRNA 5
) ECM i B AS b i) 2 HL R &

25 LR, IncRNA TEJE4E TM 407715 S ECM zh 4%
A T R EEAE A, At s ok 3 f1 22 5 IR R
PEFE SR, HRTAH ST 78 AT 1 B A5 B AR AR S s sl ) 2 5
TP I R 2 T A UE SR 1 A 843, IncRNA [ 578 3R I8
AR IR L AR T v AT Ty i e A 1) 2 22 4 -
SRt A Sk T e HIE [ TSR W AR TR R 5 1]
I, 251 R I IR A S E A2 W AR Y7 i ) HAT &
3.2 IncRNA S5 ME#MZ T ARG EF5OLRME
A5 R ok AR ) B Bl 22 Y5 4 L ( retinal  ganglion
cells, RGCs) &b B 453 1 A% 00 31, L) BB IR A5 1 ek
A B AEDCE PR AR AT RE Z B FE B, BRAE A 5EAIE
SRR I GBE N B2 IR IR 3 R S PR A
LRI A S HOLIRAEOE RGCs IFET- ) T4
S, Bk 2 OIE Y R, IncRNA 38 1+ 545 RGCs T 4H
KA S, 7E T OCHR A 28R A7 M AR v R ¥ SR AR
M AT 8 A BT 4 T TR A

B A BF 58 3E 52, MALAT1 7E 75 6 HR H nl 5 5 42 f)
miR-149-5p Z X RGCs M- 1E T, W W FE 9 TR
S (DY, B MALATL Ah, 76 90 9 B Gk 1t/ 7 3 1
(ischemia/reperfusion, IR) i {15 %4 vl % 52 HH 2 F 5
RGCs JET- B VIAH KA IncRNA . 140, Tie3-209 3 1k W
miR—-484 , [ Wnt8a BYZRIA , NG {2 T-15 5, In &
RGCs #1457 . ler2 i 1 miR - 1839/TSPO fli iy 5] 8 4

NLRP3/caspase—1/GSDMD NS ET M M cleaved —
caspase—3 ISR T IR 8 RGCs SET= ; Ml ler2 A
VBl A P BB 45, A1, Mbd2 - ALL /E ) ceRNA 454
miR—188-3p , fEBR XS Traf3 4], M2 caspase—3
WML RGCs P4 T2 55 — T BF 58 & B, MIAT 1E A
ceRNA W B miR —203 - 3p, fif B % % 5% Kl SNAL2 4]
il 75 SR TN ARG )T B S S Ak R EORT R E
JI, e 2N RGCs #45i , ax se gl JIL [ 7R , 2 Fl
IncRNA AJ 38 3 miRNA i 1 38 2% 76 RGC it 4 b & 4%
EHL,

25 LA IncRNA 768 YGAR A DG i BEEABE T, nl 3l
ARG SIS S RGCs M-, HATHIIE 24
HF IncRNA fE R ceRNA 18717 miRNA B HLH], 177 H7E e
G TR B S R B 1 A S A )2 1 iV F 1 AR 1S
T RER . ARG I 0 AL 2 18 0 R 3k — 25
G55 PREEA S A N SE 36 HEA T 55 IE , LAHE SN IncRNA [7] 7
FEHR i 22 4 B MR T 3597 S AR g
3.3 IncRNA S 5l M EMEZRKAE IncRNA #1742
25 27 T IRE J5 Z40 ) R , 7 75 G HR R G ) 0 I o 22 2% i
H R B DA S MR 1) 2 A Rk

EA BRI, FEALME IR 458 v 181 -Rik Bk
A FE Uep2 ik F 1, S100a8/a9 Fik K i, [a] i 184 45
R0 R Fl A, B AR R AL AL A TG M 4 (reactive oxygen
species, ROS) , J1-Jak 55 A5 42040 I A, A T 000 6] /) Jig J5k 20 i
LA NLRP3 S /IMATE A, 28 i S 0 B, (B8 7
EYJE H19 76 IR BIAUrh [l | Ho o v 246 W B miR-21,
{23t PDCD4 ik, U 34 1§ NLRP3  #4l NLRP6 4 /N
A5 /N I J5 0B T R R P TR R T, e T AL )
FE R 22 T 5 . LA, CRNDE 7€ Miiller 40 i i1 3235 |-
AT, BB IR 52 I 4 T 1 B 4 A PR 40, DT AR A R
Do) 5 e 2z AR AT A i L R o T LA A O A S ) BE O ek
BLEIY TR

Zi 1 IncRNA W] 3E 3 22 5% 38 % 18 42 8 I 240 it 3 42 A
PE L, P77 IR A I (14 b 23R 4 T M5 407 v & 45 R 45 AR
FH o ST 00 M B 22 REJE 2 S 5 R 22kt &,
KA FE TG 25 G Sh AL 500 PRAEAS | I 2R 4t )2 1 ) P
IncRNA FYVEFIHILI , I 30E— 25 PEA% AR R 7R 16 77 H05,
BRI AT
3.4 IncRNA 255X RIETREMFHENL FOCRIES
AJG, A Tenon P2 AL AT 4 40 i (Tenon’s capsule fibroblast
cells, HTFs ) Y 5 4 38 5 A0 3T A% S8 8 ok 38 R B 1l S F AR
R FER A, TRV LI, ZF IncRNA 2 51
1% HTFs (30 5E 7255 | H W L LT e 4 AR e FE R ik | $2 78
HATRETEAR G MR TE Biead B2 v LA T, OF A b r 4k
IR YT ERAE TR 0 F T R A

FLRTF , LINCO1605 76 AR J5 R 2 40 i 35 114,
IS L YA bR IO A9 F R 3 A 56 , DT ER AT B AR HTFs 19
Y ARLTE F TS BE T AR UE R TR A e T TGF-B 7]
TR X — RV, W LINCO1605 1T fit 1 2 9 728 1 W
ST 25 REA446 . LINCO1518 7575 GHR 4 21
TGF- B1 4k BE ) HTFs 4 M o 32 3k 1 o, 8 & o Ft
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hsa—miR—-216b—5p & 7F 41 JfL 34 58 iF 8 F [ 0, 4w HnT
S 54 bR H19 76 TGF-B1 4B Y HTFs
LA AR VEZN AR AT ECM UUAR , W R A 17 15 A0 O 3 A
HYFIE , $57n HAT BE AR S AR 8 245 4k fb 5 0 19 T TEIR T
LY

2 F R, Z 5 IncRNA j#i 3T ceRNA HLHHI B 5 A H
FEOAE AR A O 5 38 B, T FE FOGIR 8 AR
JERRIRIE B R AR E R O A be e di b in o7 S v 7
Oy PR,

4 IncRNA 5 & ;RIS B EWIRE

IncRNA 75 IR Y 2 Ak Jevp R HEAEH , K
FE /K B AL 2 (i Fe e I 22 Sk R 3k, S oA iz Wi
AT EEAL TV A S, AR S SR 1AL T B B
HA miRNA W56 R, (HE A IEHE E W IncRNA 7E2 Wi fl
BRI B EW T,

Bt , A BT % E Y ALS90666.2 —hsa—miR—339-5p—
UROD %Il fi6/E Jy POAG VS TE A= Wik, e—
5T B, 7E T IR B3 17 55 K |, AC120246.2 i XLOC_
006247 (235 3, 1 LOC102551819 NI FE B3 /K #1 T™ Ff
1&%@,@@15&*%%%¢[4{ o Guan U0 3 1ok v 3
JFAE PEXG BE M B K h %5 1 10 1> moA H L 5 3%
ALY IncRNA , FEB0AE T 42 £5 ENST00000485383 11
ROCK1 78 N 1 K HE 31 ik L, X 2622 R R IA B RNA
ST T VBN PEXG A YhnEW 11, Lok, POAG
BE/NEMALR | ZR4EE IncRNA ( ENST00000552367
ENST00000582505 . ENST00000609130, NR _ 029395,
NR_038379 .ENST00000586949) ik | i, /R H T g 2
5 T DB AT 5 7GR A B A

i L, XM R R T OGRS R 41 U R i D
IncRNA 22 5358 | 4 HAE B 7 2B W bn i FLG 97 4
ST REYE AR, A S A A o R FE A (RS R
Nk — 25 B, HAOH B8 R ZE I AR A
5 IncRNA 55 &R RI N AR5

Bl X IncRNA 76 G HR % s AL I 28 IO TR, I 1]
254 AN AR Ko 35 DRI R 5 A 8 1 R EL B T T B IRIT R
W, LIRS IncRNA ik, A S0 IR i 4 76 pf 6 £
P PR YT TR, kS TR 7 S BT 18

TEAN AR T T, B 4> 259 7T 38 3 4 IneRNA I 4%
RGCs 19 % A N #4368 45 F J 1- 491 4, Carboxymethylated
chitosan |3 THOR J{-3# 7% £ ii# IGF2BP1, F# ik ROS 7K
S, W G2 fift E AL IS 1Y RGCs #4407 5 (A5 T B A0 2,
THOR 5 IGF2BP1 fEFEAH EAR HE5C R | $7R 12038 B AE BT R
feaithivh B SRR Y itk Ah , Acteoside 7] 38 1 -3
CASC2, #llfil miR—-155 35, MG mTOR {5538 1% , A
M 5 H, 0,15 S 1) RGC H W5 A1 =, #2 & 40 I 77 15
RN ] 78 40 R R R G A A At 5 E S ELAT R B A
F o ¥ TNF—o I3 2 R 18] 78 5T 20 i S 4R 1 5 3] /)
BLB% B 4R Y, AT 3 MEG3/miR - 21 - 5p/PDCD4 #li 1% i3
miR-21-5p, W4 IR 755 1900 X AR 4 5E A28 i 255
R X s AR IR 25 KA R A F A IneRNA/
miRNA 42 [ 46 1 5% fift 1 ' IR A DG A0 0 s 4 475 b 5L A

240

AT,

TE 7K 2 25 F e ik T8 2F 28 £k 845 5 T , IncRNA 22
RIS AE T 38 i B . Liv 257 5@ 5 siRNA 7675 G HR
A TM 40 R A SNHG LT, & 3908 5 RT 4100 i) 248 fa 444 7 1o
OIS ET- S AW, B — I BoR, UTER GASS Tl
il 0,0, S 89 ™™ 40 98 7=, 3 /> ECM TR, 78
PEXG 1, Schmitt % 37 8 |, & /it LOXL1 - AS1 A] 5[ 2
ECM Fa 25 MU 515 S T 40 M TE 25 4 40 i 2 250 A S
A HE R HAE /N R Schlemm 5 41 it e 245 38 42 o 19 4
FH. Ma %09 gk — 25 & 3, UTER FAM225B Al 3@ i #07 [
W, Vol 28 AR J IR I T 44 40 L %) 356 3 R A% | 9 5
T- & ROS T, T A AR S IR A 67 2 (8 JE i

25 LR H 1 25 | AN IR R JE R TR A T BT
FHR AR S BRAT AR S i RS 7, X 7R DA IncRNA
SR M S5 BTRTT AR T BE R T OGHR M H I R RE IR YT 1B
77 1), {E I ELARAE FA AL 5 16 R W] A7 AT 7 10— A5 B
6 BEFRE

TOCHR 2R T EOR AT 396 26 B A 322 i [N R
R H NI, B A P A WS B i g
AR B T AA ST, AT AT R4 R [, DR e R 4002 W
o5 AL B 22 A PR T 19050 W AT 2 s R AN B A iR 75
P [R)5 IE4E R IncRNA TEF OGHR b By 35 16 B &
W2 BN TE . A SCONBAL AN IR TEAFAE S5 BEHLH
A= bR S ) A T I S 25 T, X Ine RNA 76 7 J6HR # i
WFgTit e b AT T RS L5k, S L Th g4 14 1 58 (0 3F ¥
T,

HRTAF A AR B . (1) AHEE 354 BR, AN [R50
Ffo e S 7 AU B IncRNA H5 50k 22 S8 ini2 e i g 5 (2) &
Bt br s 9 A VR T By K /N G2 2 21, if A R 4 Bk
K;(3) IncRNA 7EHRE )8 4\ RGCs 8 1= 41 ) 1 4% AiE J2
HTFs 2F 44k %50 B 5 7 v A9 1 2 2%, S5 S REF 9
BEW 5 (4) #IRIEYT A4 APk R 5 Pk B 4 B R0 7 1A
RAMFFT TP RN SR 55, WAPE SN 7R
TR S 5 FF & PRGNS | S B L0 7 25 15 30 25 W i
TRASFEAT IncRNA L], TR R 0 5K m , SR, &
S48 7R IncRNA SIEEA B T % B W hn 5 4 36 )7 #0 54
NI R W TR PR AN KA R AR 6 9T SR AR 2
Wi

P 35 SRS B A SURNAATE R 2 R

YEE TRk A B W1 SR SO S 1B 0 BOG RIS SUB B R
WL e SUE R e W T . T VR B 0 W) e &
SO

S Hk
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