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Abstract

e Advances in genome-wide analysis have revealed that
up to 90% of the human genome is transcribed. However,
only approximately 1% of RNA transcripts encode
proteins, and the remaining transcripts are noncoding
RNAs. Noncoding RNAs can be roughly divided into small
noncoding RNAs ( <200nt) and long noncoding RNAs
(LncRNAs, > 200nt). Small noncoding RNAs include
microRNAs, transfer RNAs and small nucleolar RNAs,
whereas the long noncoding RNAs comprise ribosomal
RNA, natural antisense transcripts, etc. Although the
biosynthesis and biological activities of microRNAs are
well studied through bioinformatics and active biological
molecules analysis, the understanding of LncRNAs on
these aspects is still limited. LncRNAs play multiple roles
in regulating gene transcription and translation, and
epigenetics. Aberrant LncRNAs expression can occur in
various pathological processes and significantly related to
the pathogenesis or poor prognosis of ophthalmological
diseases. In this review, we will focus on the
characteristics and regulatory functions of LncRNAs that
are commonly associated with ophthalmological diseases.
e KEYWORDS: long non - coding RNA; ophthalmic
disease; gene therapy
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4 L A BT i R T 90% N3 D 2 ik S 11
SR, KL A 1% RNA FstF0] DLt 8 (5, HoAt iy
JEARSRAS RNA, AE4 A% RNA 2 IR BE Al LR B ok X 43
F/NAESAS RNA (<200nt) , £14%7/)y RNA $%iz RNA #%
{=/N RNA 4, K455 RNA (>200nt ) 45 % BE1A RNA, [ 4R
RS S FIFAD A K 85 AR gt RNA 45, REEYE
S22 B A S BT B AR 2/ N AE S RNA (1T REAS
FNIF K AHRIRATR T KA IE 4 S RNA (LncRNA) #1712
H/ . LncRNAs 768 7 3 PR 5% 5% 5f e R ok, R W ast 4%
KPR Z A {6, LneRNAs S8 32351 e BB 645
Fhops B R 15 2 LneRNAs 45 5 28 35 50 5 HR B9 9 10
RAEFNBITSCRAEI ARG, AEAS S FRATTR X IR B
H UL PR A 5 LncRNAs 19 ) B8 5 o5 R0 I8 2 18 F 47
ST KAEIE D RNA ; BRRRENS ; 2L PAYT
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FET XML 4EA Bl iR 32 245 Hh e 8 H T O
LN SR, 3T 3 ) 4 25 R 41 5% 5% o0 AT, 45 ENCODE
(DNA JTE G RM4) BR, 7L sh ¥ 0 3 R 21 1 5 ) ot
PR ), AR I BE b, % 5 T 60 55 45 Fh 2 1T
PAIAE A RNA (neRNA) 72 Hrff 2 A 5 H —
b DNA A1 SR R v O Mg AR B il W T 3% 3R
B, XSRS RNA 2 S54RI H S NS
PRI FE S AESRAS RNA 1] DA 4856 5 F 19 K B R 80
F/NER S RNA (K B <200 A% R ) A £ JE 20 15
RNA (K FE>200 MEFR) . A W15 B 2# 098 Bos — A1l
/N RNA (microRNA) W BES B #: T A0 3A i H
/0 1/3 BEHE IR S 80 RNA P85, 3278 30D
RNA W 5825 LR T8 A% R 722 L) R 3 A 7 9 3 4= 31
AT AR B A — KIS AR g L IR K B A G A
FER G T 4 F A W2 s g 1A, e A2k B9 o
fie Jo A IR 5% 2 B 1% 25 AR 4 RNA = 2058 5 ol 28 e (0 3
a5 SRR  EA R AW EA, MRS S EH, &
PSR AR AR R I T RV L B R BE AR 4 S RNA 7
HR LR T A A S oSl — 270
1 K$%53E4A RNA 5 RIRFENE

A7 I A= 1 A 2 BR R e i B S B R RE AR
AR IS T AR kAR BT 10 P T NI 5 S8 0E S g, AR
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SRR 7= A K B DO RRE e A
B A LA T vk RS BR8], BRIV A i A5 0 B
A S . MNIERKSF FoRA , MR A i 4 2 i T
FE DR 45 ) 4% T R 25 L 1 AR Y 2 2% R B AR L v
IncRNA X £ B 57 A8 i 4% B9 /6 AT R a0 Jin Huang
SN R A AR /N RS | 3 ik I L A e 43 4 A I
WAL 22 IR 1Y IncRNA 4% I8 S 56 20 A % FR2H 75 3
VLB IR 4R R BL 154 2 55 R IK B LncRNA, U 45
60 4~ F P IncRNA & 94 4~ E i A IncRNA, HiH NR_
033585 TE b2z be 10 F A 5 4% £ 35 1) A i A il 7 v s 3R
K, 1 lincRNA ; chr8 ; 129102060-129109035 S SUAE 18 4=
1K= ST 255 7 i1 O < e o (1 = S R R e A [ K=
AR BT (VEGF) , M Bk R -2(Ang-2) , &)@ & F -
9( MMP-9) {2538 i s 177 70 145 A= B R 7« afiL /Il s P 2
KHF(PDGF) W EREAK, i #H75 IncRNA 3:3R55 1)
mRNA, &3 388 >R IK AT mRNA, Hir 112 A~ F I8 9
mRNA #1276 4~ 8 #) mRNA, iX28 mRNA & T 40 it
AN AN T A2 EThE NS DNA 454, YR T
RENS S5 RIENE . 15 55 3l B AW 7T & B, 30 40 30 %
FE 5 e 5 5 A G , L3 MAPK {5 538 5, 5538
B ZEBZESE  Toll KESZARFN Wnt 45, i Tk 865 5 18 f%
S 0hsed B AR LA I & A E R LA K R i G B RS A
F2BT IR AT I HE |, 5326 IncRNA 1 GE 55 £ 87 24 1L
FIE A O, IF 0 B R R IR YT A T A I Y
A5

2 K4EE4R D RNA 55 ¢

T OGRS tH 0 B P9 AS AT 336 M B0 P IR ) 3 B
] 2020 4 X — B A S EOE L 1 T 7 1 XUR
Hg!"™, ARSI —KE A8 5k N
EMEEHSENZHERE, BETRZE % (SNP)

R4 DNA i —FrE TR B R AR e HifE
FABER AR HrR A% X () SNP AT L B2 i A J
PR 263k T JE 2 05 1X 1% SNP ) 328 5F G At 34 445 5% i 2 1
JRZERIRE, B S A 2058 R B g X SNP
EHR R 1 5 B %

QP21 PRI 3 45 455 200 o Jis) BUA 0 4 95 0 o) 356 PR 2 A
(CDKN2A) 41 i Ji $U3 44 3 1Ak B8 41 | 55 5] 2B ( CDKIN2B)
TRITZ30 0 U 44 5 P 98 e 4D ) 3 ) 2B i B ( CDKIN2B -
AS1) M CDKN2A 1 CDKN2B i i+ i 5 G1 1 24 it JH s
AL A K R F B (TGF —B) 38 B 400 il 40 g 1 57
CDKN2B-AS1 8% #x fE ANRIL, Ky — K 4% JF 4 i 2 X
RNA, 5 CDKN2B 1l CDKN2A Hy%5: ¢y maiR'™ . R%
PIw X — AR D3 R AR G, e n eIk 3 ko O
2 UWE PR 95 T IS S AL A B Ik R A i R
#a92)  HRT, CDKN2B/CDKN2B - AS1 5 F £ %1 %5 ¢ R
(POAG) ML 43 F ALK ASTE 4, SNP 25 1PE7T 6
20 CDKN2B Al CDKN2A (3235, M I 52 10 41 it S 394
S ( CDK) A 4030 mh (R 4 T, 208 1 5 | RS 1R 1)
2T (RGC) BT, 9p21 K& R i £ 257 A
FOLRA R MR, 3 — LR (0 F k1 0 5 001 22 7
TG AZ 351 fE P F2 B2 AH G, CDKIN2B-AS1 %5437 2 [A]
fE M52 POAG #EJR I fa i R 2, S 51 I 4 25 45,
HPEAR R AG R F E CDKN2B-AST KBS FE N ) POAG H
HRE IR T A A BN AR A B T
I DR 2% Y B A o7 R 13217992 4 5 255 U] 2 3 hy 484 K 1)
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WL H R E T & AR Wik, X —wFss &%
CDKN2B-AST X T~ 445 400 o] JI65 et 25 15 20 i Ak TR e A
R EIAEE R REEWNEM ., X TR H RS E
o 1 6 DR 25 A S5 5 R RGN, A B 1 e R 0112 T I 3 A
LR, IF HoAIRYY X — P Ry ik

3 K$3E4R T RNA 51858 M 3 B 4R 40 W R i 25

Y B AL P S S (PVR) & — R E W ECE
PERRG . IR AE 52 o i v 7= A 1 00 P i B % L5 R
RR) I A5 5 447 T B T B O & RE P ——PVR B 7R A T L
B X A O 2546 52 TR R I, AR A S O 2 7 o
MH1%E . PVR (U 05 0 0 165 2, 2% 1 B2 40 e ( RPE) |
BT A 20 S5 41 B RN 9 E 40 i Y A L AH O, Hirf RPE
16 PVR R A 10 55 A 6 b 25 e v ™, RPE 76 B B8 44
A R i B PR R R AR e mfl , P As ol B
HIEAS S a5, Ak e s I i A, H AT 9 2 IR 5K
AR AR R T M T A N 1 S s B s N 7
microRNA 7£ RPE 20 Mg (%) 0] 72 Ak P e 7 S ZEAE M, 2R
M, K BEARZR IS RNA 783X — g B 72 b i 78 T A 26 0 4
B,

Jili e 5 R AH S S T 1 ( MALATI ) 2 e A 6 E
B ELA TG - R TR) 7 5 A RT AR 2 B 9 4 B 2 A% 1 K e IR
it RNA™* . Yang %5 {ESC7E TGF -B1 5 S 7541
RPE [8] ¢ JiT 1k & 4 fr | R 3 MALATL ®] DL &g 2 410 ol
ARPE19 418 R W92 ] 35 , i &2 i EMT . 41 i i 7%
N RPE ZHMu3 %8 . MALAT1 ] LA4IE RPE 28 i, AT N
5T PVR B &I HIL I K & BRIESAE B 36 07 S A 42488 T8 0
k.

4 K453 4R RNA 5 #E R 548 M) IR 9% 25

T PR R PO 55975 A5 ( DR) 47 A1E S 490 0 I Aol i 65735 A%
SRR DRI B HL ) IR R E 22— R B R AIGE AR
JAE SN B A LA T B, I A5 388 325 1 4 o R i A 4 i A
hee w0,

O U ZERF G5 5% 7 (MIAT) ZE Wi Wi sh ) Sl 5L sh 9
T RSP, K2 9kb, MIAT 3 #1E H 2 5k 76
WX K AP 22 R G b 70 ) B4 A A oAb 72 v ke 1
VR, S8R A ) 5 9E 4 5 RNA2 ( RNCR2) 5% &
Gomafu, RNCR2 BEFFM:HbFRIKTFER 2243 S M A 22
5324 I AR IO RS AR A v, PR AN LA ) TE A e 4 i rh
N FBR AT PR A RNCR2 o] DI o+
UMM AN Miiller #h28 I B AN & &, & W] RNCR2 J&—
o A S O T 00 i 2R A A K BE IR A RNASY
Yan 22 BFFE 0 BB AT LR 2 i IncRNA-MIAT
FIRAKE, TERSZEG T, R MIAT R DL 0 R 175
S A R A O S A LA T A, I 8 T R 98 RE N 5 4
MO S 56 U MIAT T 38 AT A8 Z0 R I L 55 P B 200 it 43
Bl TR RS L BT FE . MIAT 1E Jy 35 40 PE 9 PE RNA
(ceRNA) 51 P 7 4K H -+ ( VEGF) Fl miR-150 JE A%,
P2, IR SO S 4 o R b A FE R . S
[ PR R UL I i VEGE g 3838 Rl (TNF-a)
S L[] 66 B DR — 1 SRR 5 s MIAT R 9 ] LAFR 43R AIK
BEIR T2 VEGE | TNF —ou | 20 Jifd 5] 28 B 7 -1, & B
MIAT T 98 BT LADSE A PR 9 38 B 1 R E I

MALAT1 7E4R 2 g vh 3406 3835, A 46 il | 165 e g
JiFge 25 T Bk 12 5 08 DR 95 0 090 B35 25 ) g BB ot R 7
Yan 254 UE B AR PR /)N BURSE 7R o 0 46 10 31 303 4~ 22
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351 LneRNA, {035 214 A4~ F 8 (9 F1 89 4~ i 11
LncRNA, MALATI 7EMA IR P Bz 20 il 22 ( RE/6A) 1
M AEAS AL FEHE PR B3 1) B /K v 27 4 i A8 R b v 3k
ik, Liu & IEBAE STZ 75 S HoBE PR % K BT MALATI
By F AR P F I T MALATL AT DL BH 55 5 A0 b o
SEC SO B U 0 R A0 M e B A i R L R
WRI, IRANSZEF W], R MALATL AT DL AR i 45
R AN a5 AL A TR, p38SMAPK fF Sl 25 T
PN 7 AT RS (G R 75 . Michalik 2800 30 B3 5 /N T3
RNA 5% GapmeRs JTER MALATI 7] L 2506 /0 1% 3 (K 7%
S A A P R AN P B K A P A A

BEREIIEIHEN 3 (MEG3) J& T DLKI -MEG3 & [H i,
BT ALK 14 32,3, MEG3 283k B2 9 &k L5 4%
AU NS e R e A A R A G, AR RSSO
I RN MEG3 W] DL il o 928 40 i 386 5, 76 B8 IR e 7R R
(STZ) 75 T (M DRI /0 BRI 8 v DA R v A A S Ak 48245
ALFRR PN I R, MEG3 #3351 i 3% R # . MEG3 fif
o3 0 =T A PN B 1A T BB B S, AR BN B Y B AN ML
BAL, UM B g, LA RAE N, FERANSE S
MEG3 -t o] LA 15 40 I JI55 P B2 440 i 134 5 5 A% 0 A5 s
TR, X—2hfig & B2 i A 4% PI3K/Ak {5 5 5% S
i, L, B9 MEG3 /& Al B8 AR I6 T7 18 PR 9 AH 6 S it
IR RIERH LT,

F AT, MIAT . MALAT1 \MEG3 5 8% bR J55 #0 I JIE fi
I 7EE 99 728 PR IR A DG, A S8 DA HE PR 0L D) S A i A5 2% 1
TRIT A TR R
5 KiEIE4RAD RNA SEREXEERTE

AR IS AR OCHE B BE AR M ( AMD ) B FRRAE A 40 99 T
SN S RROR I B B RS, B s 11 A e LA 1Y
AMD % J& R HE R IR AMD | 25 W Sy M A% 25 45 AT AE 1l
BIE R AMD o Hp b PR 25 40 SCBEFR b T AMD, B
PR (5, 2% | B 40 ( RPE) KOG AZ 25 40 B Al 2 1% 5 1Pk
AMD D3 Ay ik 4% 8 A2 it A 98 ) ik 4% 18 2 .
B (CNV) J& AMD HyR &, 2 I8 T Ik 2% 6 40 1 7 )2
Bt BT A 0L S Bruch's JREE AR B (0 28 1 i )2 R 5k
BT 2 o B AR i LA i = SR g 2854 S et | SRt
AN SE K ) LR R B = R A M, 4 I B A Y rE A B
PARH I AR TR S SO0 R B K i SR AR I | Y
SR BE X R B e RRAR, RETR M AMD R G
T Ik 2 BT A 1A ), {H R e £ LAY S B I R H1 2 RPE
JZITIRESEH . RPE 2 X 4R LM B D B 1E H R Bk
FEEMIER , HIEE 324 i A8 0 M N - R Rk, ek
AR AN PR A WEAE T, BT B A 1828 oA, DA e b R
200 i 1) ik 4 P T 400 9 )2 S A I 2 R 0 L 2
RPE )2 M58 A= B Iy 07 225 45 176 B, K R il el 1 ) VEGF
TR SR I A A A PR 4 T S P R A R
T RS2 AREE A, 8 8 T8 A A TR s 2 7 L N R am
MiZ% 16 A = Fh VEGF 521K . VEGFR-1(Flt-1) , VEGFR -2
(KDR/Flk-1) , VEGFR-3(Flt-4) . VEGF 5 KDR/Flk-1
B &5 A AR A S T2 b B AR, Fle-1 A9 D RE
KM TFHEWZIAR, Fli-4 T8 ERAEMREE N HAT,
Pt VEGF B TC BT R FHAE IR AMD A93AY7 Bl T 4
AL YOS | e S LT B 5 T A BE B AR
B ST VEGF il 57 i 22 4k In) it H 25 %2 21 067, 4F
SRS T AT S T R RGE S R T AT EMR Y H

T PR AR I PR A5 2 Rk v i) 07 T A U B 1Y) & e
Ko HTFIRZ RIS ARSI =3, 5
P I AE IR L A I AR BAS T — 2 ik e > L7
AT DAL AR RS A 22 4 b A B P P 18 470 <1 1 7 A
A A0 PR F AT A 0040 08 3 2 i A 06 3R 97
FEPRIE S TR A AR A R L an a3k b Je g AR
- (PEDF) /A KA E | I8 300 22 557 3 1 52 9 S — M0l IR
SIS AR T

e I Y 2 T R N L R A S ok 1
KEN LncRNA, MO Z IR 2R 1, X 28 LncRNAs 7
PR B PR A o e SR I RS RO AR 2E KPR T 2 A
i, LncRNAs % Rk e R A& MR 2 iF 2
LncRNAs 5 57 2 389055 HR P4 I 457 982 05 1) & ARG 7 38R
AEWIR ARG, Vax2os X — K AEAE S RNA 7E Vax2 [A]
EAE B 5% DR B A 4 B 4K 1 e SCEE b 38 2 DI JF Xu
LB Vax2osl 1 Vax2os2 78 HR P L I KB A= 1l 4 v
RS EIRTE AMD S35 B K A I 2] Vax2osl
M Vax2os2 B FMEERIE, SULFER, Sl 4 148 N 1 -6
R i 7 ( PEDF) ik i 1o F FEAK, B 0L mT LUGIE
B, Vax2o0s1 Hl Vax20s2 FERR AR M it 5 VEGF AH
A AR FH A B A2 TR R 3 2 I 1 8 v FE B A
6 K$EIE4RTD RNA SER RS
6.1 MMEELAEE & —FlR IR TGRS 4% A1 14 240
FPERE R LT 3 % DL LE, B s L i,
ATEAHR OBUHR 56 J i m] e AR 2 R 4 L i D A IR A
PEIE A DL

I A 5T 2 W] 22/ 9 S IR B 1 B ( BRA) 0TS 1Y
et RNA ( BANCR) 78 % MR8 (5 22 98 7R 07 40 i 7t 144 7
TR E BN, Su S5 040 0 B A 41 g0 41 20 A0 4
e, W UESE% LncRNA FE3k 01 2 8, 1 EL-55 g (A |
Ik A 2 S A 22 52 45141 5 . LncRNA BANCR %
K RRCE AR R AT AR A A B H, I, LncRNA
BANCR JEFUG AERI AR bR, 5 BE R I, A 0 52 06 o ik 52
T, F 4 LncRNA BANCR K23 410 1l 400 90 Ji55 £ 2 A 97 240
HIYGETE RS LU SR 28, BERENICEK 3 (MEG3) 7E 4L M
JECBE A0 0 98 2 20 R E, MEG3 38 3k 1 1% Fil /s 25 Fils A
£, e R rhad 38 MEG3 v LAl s 5 e a1, ik
JH¥E Wnt/B — catenin ST SRt ) O o 1 e o | , BANCR .
MEG3 47 B2 B A 12 W R I - 4 g8 il I R 48 4
6.2 BEREEAERE A BN AREERAE AT
Fc 22 LI — R AE IR PN e 76 1 A1 2 s 232 o TR P
R AL, 7 ] A DS T 40 T 248 e T R P v g 1)
S IR B VE R B B 2 MR L RS TEIAE A
MHCEZ L, Fan 5550 K BUAE IR & A 0 35 TR e S 41
BB, 4E T R AH 5G9 52 14 (retinoid —related orphan
nuclear receptor, ROR) X — K48 IE 1% RNA , 1E A — 5
B RNA BHIE 1418 A AL RS | GOA 354, K
H THRIEH TESC A 8 F 4l 8 1 AR A8, MUTTT 32 30
TS IR A AL Y 1 5 MG s A . T R ROR, R M
HIL LRl GOA WKE T 5 TESC i sh F s &, IF L,
UUER TESC B3R, e 240 B3 78 W1 i T o

BRI T 3B MEAE 1 (SF3BI ) 78 7 2 [ 8 (0 2208 v
A ZRAR T HAZIE N R AR AR TR BUS R4, @t iy &
P, SF3B1 FHEH %48 5 ABCCS F1 UQCC X W4 H I i
AL DR e K A AR g S D CRNDE B e 0 I A1 5677
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FERE IR 40 v, CRNDE 3 i mTOR 15 5 3 [ 12 37 41 i
WhE MR8 I, 3% LneRNA A5 B2 5 R F 5% 46 24
FRARIE I X — 5,
7 Hit 5EREZ EMEXHKEIESHTG RNA

TE Vi A 2 Sk R R AT LA LSS Rk & B T TUGH
HHA SO 40 M A B . Young 25 & B b
TUGL R EBUE B AT 40 i 1) S22 18 75 B i, 9L
YR S AR I B S 2R3, LA R A M R T i 14 L (R
SN A TERE . TUGL il B % D't 8% 32 2 4 A 1) T 25 2
A sZm, mT LA AN 1 20 1 4 e 58 B T 2%, 9 Al 2 T
T ZEFLAE 6 B AT M B 2L, i DR KO 19 93 B 3
W1, TUGT RRBR AT A — 26 55 5 52 2 200 B AH G 1 ik A 3%
BEEWAE, R Z AR MR E Y, W cone arrestin
ROMI .Pde6b il Cngal ¥4 L #1817, Wi 51 Crx A
Ow2 3 W, BRI, AT 240 it R A 35 PR i 2R 08, DA
i = 35 S AT AE AR AN Y, AT RESE TUGT WY SRR 38 1 T JiF
Otx2 Al Crx Wl /D A B PR 0

B — AN S 55 B 0 g I DR RE G I 19 2 B
S F(OST) , FEML M IS A & J7 A & AE B ZE 0 DI RE,
W) 8% Blackshaw 45 i 45 4 RNCRI, J& 3k # fis 4 N
Six30S,, H At R G857 A A I HEE L A ] 5 S A8 4 A S PR 5
(HOST) ,Six30S [y F ik fedE & B & . 5t E i,
A 53 HN T AR O [R5 S5 2 B85 Ry 3l S i e SR TR 1, 2 )
B Ay % N Pax60S, Six60S, Vax20S. Crx0S. Otx208S
Pax20S Rax0S,, Six3Os £ [i1] i tH 4t A 5 H X B 1) Six3
LR SR R B P A L L 3RE Sixd, i A FRE
Six3 08 ; 75 AR AL B b AN [F] Y Six308 LA A 7E AL
P RS 2245 4 i 5 Sixd JE 3R R A I RAEAE T Miiller
P RN b, TS 2k Six3' a3 5k B R R
Six30S HRA55 X 1L ) B55 200 B8 1 431 i R i
8 ING5

2 LR 3 NI R A T 19 58 B LA B N 4 AR
B &R AR W s 24 15 DL DR KT fiff B & I BILAR, 1>
RAIRTT I NSRRI G T ke &, IR 28U R LT
R E AL E FEA LU LSRR, (1) 5HAb 2 #
WKAE I 25 25 69T 7 A0 LA, B JRi B 45 24 ] LA R R REAIG
RGOS 2552, (2) IR A 5 B0/, AR &=
HIZ5H R AT R B2 8% L R ST RICR . (3) IRFFA 2
P8 ) B T SR AN () 200 B T A B A AR 4l 4. (4) R
A BT 1 325 B Sy AN ) IR RS b 4 AR 1 JiEE v, 1581, OCT
MR DG 1 52 A A A LA IS AR A3t T AT BN Bl
A HEAL BT B A B 21k | 38 Ak 0 7 3R A5 £ 3 AN ) 14 32 R 3k
R I HARE 23 A ELARAE B0 ] A N TR IT RS R T
MAMITFFT IS, . TN RNA FEAR 2057 H 3R =t U ak
S PR 112 W B 30 W 905 1) — A H T ELAT S R
)& XK AEEIE g fS RNA X —H0s e kK, K250
REAHN A JE PR UL, IF 5 25 [ B )32 . AR SO H AT 5Y
BNRARKBEAE TS RNA XF TR BL5R 1 2 B Al — 14
BN RS DI TE S 22 BT 5T A it — 25 B LA AL
il A RAG AT PR AL B 2 R v
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