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LncRNA: a novel molecule to regulate cell autophagy
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Abstract: Autophagy is closely related to tumor, pathogens infection and neuro-degenerative diseases. Long non-
coding RNAs (IncRNA) are a large class of non-protein-coding transcripts that are more than 200 nt in length.
IncRNA is a novel molecule that regulates autophagy. Therefore, it is important to reveal the vital roles of IncRNAs
in autophagy regulation, and this will further illuminate the molecular regulatory networks of autophagy and open

up new ways for the prevention and treatment of certain diseases. In this review, we summarized the recent research

progress of cell autophagy regulated by IncRNA.
Key words: IncRNA; autophagy; regulation

20 5 Wi (autophagy) #& FAZ LW )z A7 AE
{1t — ol i FE AR S O A B AR et A2 U AR
B ZIRAT, diid § i SRR A
2 A5 200 0 2 ARG TR 7 A o e T A4 4 400 L P A A
fikas M, AMRHESHE. e, Y. HER
TR S R A R R E DI B KR gm AT
RNA (long noncoding RNA, IncRNA) 1F 4 — 253 1)
PSR RO, EME. MK EESET R EE
=B Y JORE OB B A IR A
IncRNA T it 22 5 5 W (1) 1 328 1717 52 e 5 s 2E A2,
TR [#) B IncRNA 7 [ Wit 1 428 ) 2% o (1) L ZL/E
Xof 4 THT DA TR A 1 9 1) -1 BT DL A B W R D950
TR 50T A R X

1 IncRNARIAISE1ERAR

FAE 19 tHhad 60 48, WFFE m R LA EE A
M AEE R RIS T 51, (HIX 7 51K B DLk
HHA NS “hrig LR ), 1988 4E, Pachnis &5 7
T RAE /N BRI I % & I 2 & 30 9y 4 H19 1)
Mg AR, 1K@ N EF R IncRNA, 1991 4,
Brockdorff 25 ™ SURHLA / /N R X etk Xk
PRI 374 B IR IncRNA XIST/Xist, HATAEE X et

WisHHA: 2017-03-30; f&EIHHER: 2017-05-16
EemB: EXAARFESDIH 81641093, 8137-
1790, 81171577)

*@{E1E&: E-mail: liuwanhong@whu.edu.cn



746 AR

29%:

RIER IS, XHFE T AKX IncRNA A2 D R
ARE R, A SIEEARAN R, THS
FATF —ARNFHEARRRE KR, KEZ IIRetEIEdw
fih RNA FHARA R I, MeiEd 1 AATT6T RNA R E AR

IncRNA & — KgAK EE i 200 nt. TEFF
S 56 R B IR SR AE . TG ER 5 g RS RE T ) RNA
5y . IncRNA 78 JE R 20 5 £ fE 5 5%, R
Gt R R, H R B ACF AR Y. iR
IncRNA 7EFE K 41 AR T8 5 g A 2k D] (R AL
KB 9F 2% 15 RNA 3 32 7] ) A IE X IncRNA (sense
IncRNA). Jz ¥ IncRNA (antisense IncRNA). X¥[fi] IncRNA
(bidirectional IncRNA). %[ 4] IncRNA (intronic IncRNA)
L% FE A 1] IncRNA (intergenic IncRNA) 5 fifi 7 10,
X TR KRS RNA, JEF R T
JURAp R K BEE 9w 10 RNA, B $5 58 55 1 RNA
(enhancer RNA, eRNA). 5% 5+ N I RNA (competing
endogenous RNA, ceRNA). ¥4 JEZ RNA (circular RNA,
circRNA) 2 [z 1] () K 4% JE 4w i RNAM", IncRNA
FEAE A AR B 2 AP B DL R B R AR R R i R
By EER AR, WA, MEKE.
9 JE A R e R e i 2% 12,

IncRNA 1] LLYE N 15 5 4 - (signal molecule)
FE1HS>T (decoy molecule). 5] 54)F (guide molecule)
FIE 32431 (scaffold molecule) 25 7E 55 5% /KT Al #% 55
Je ACE IR R R R 30 T B IEEE - (D fE
RS G 0 BB 1) SCHE 51 S R M A% 2 UK
Q) ZH5HWHE B . DNA H 4L AN Yo o4k &
95 (3) HRIL R L 5% 5 (4) I SR B R R 1)
STV 200 it s o7 A s L TR e 3t U2 ) SR R KT R A
(1) fF4/) RNA [FTA S, dE— BT RNA ;
(2) 25 mRNA K0 T (pre-mRNA [1) 3% $ 14 87 322 )
AR B 3) e mRNA
B4 B B % mRNA ; (4) % BB 3 5304 B 400 1) 89
e WEFURIL, — ¥4 ¥ mRNA () 3'UTR X &
H Alu JF3, XL Alu 540 DAAT— e jg e 5l 2 5%
BREFER ALY IncRNA BEATHRZE B AMEE X . XS H
¥ 1% dsRNA 25 4 it 6 75 1 B4 1) Alu 7 51 1
IncRNA # 54 1/2-sbsRNAs (half-STAU1-binding site
RNAs), B J5 1/2-sbsRNA 45 & 3 & 45 Alu 7t 2F 1
mRNA [#] 3'UTR 3, ¥R STAUL &5 547 /1, X4
mRNA B B8 2 ik “STAUL /1 511 RNA [ fif 41
b Ak P A U

K45 A 9% 75 RNA A microRNA (miRNA) 7] A
HAEHR : (1) IncRNA 78 24 “miRNA ¥ 45 7, [F1{K

miRNA 7K ; (2) miRNA 415 IncRNA [£f# ; (3) IncRNA
A miRNA 7] 35 4+ 454 mRNA", Jm ki 70 R0,
HE 2 IncRNA #1745 microRNA M 25 JG44 (microRNA
response element, MRE), RJi 5% 4+ 445 & miRNA,
RAEXTHE mRNA [ ZH0HIER, X 2E RNA FRA 5
41 N U5 RNA (ceRNA)™, IncRNA if 7] LA 5 Hifih
KT (DNAL RNA KA AR ) RAMEAEA,
MIGAEZ A Z W i A Thag

2 IncRNAX} 20 A B REAY R AE

IncRNA 75 41 i 73 1 1 45 X 2% 3 36 35 2 2 1)
A, IncRNA G40 F W 1 428 IR 26 14 i 78 A
ZI TR KK . AL FEW BAG ARSI R
1) IncRNA 73 A RIFAT N A - —FKNEAF IR
5 B DIRE IncRNA 7y 1, 53— N HA 7 m i
PEINREM) IncRNA 7y 7. B 1 845 75 AWRAHCH)
IncRNA 43 K FL i 4m i B e 48 F 7 =X
2.1 EEAEBEAIncRNASF
2.1.1 PTENPI

TR il S 5k 7 8 I AR PE R LD 1 (phosphatase
and tensin homolog pseudogene 1, PTENP1) & £ [ i
Yo B Kl PTEN R EE R, W% RNA 3'UTR & %
[FJ5 "', PTEN ZE 4 /& PI3K/AKT {3 5 i ik 5 51
G R 7, 325 boR i A K T P PIBKY
AKT {5 5 AT mTOR 73 F 1) bJiE, Je 2 MLt [
A K7, PTEN 0] gl id PIBK/AKT {5 5 i %
Z 5 H WA P, Chen 28 ) ¥, PTENPI 1 PTEN
1£ % Fh BT 40 i (hepatocellular carcinoma, HCC)
B EFEANR L  #£ HCC rhfa g i 274 PTENPI /5,
PTEN {3k ] 8 7t i, Jf H PI3BK/AKT/mTOR
5324, BEWRBIERFR AT LC3 11 RIEW
Wi, p62 FIEFHK. AN, PTENP1 fgifiit ceRNA
ML 5 5 0 A DG ik DR] ) 2 308 1T O 458 48 PR 1 e
Bl PTENPI 3% 4+ 1 45 & miRNA-17, miRNA-19b il
miRNA-20a, AT [A] 42 {2 i3t 3 Wi AH O¢ B X ULK T
ATG7. p62 il PHLPP W)#55%, {eskamf [ ug 2,
2.1.2 HULC

e 75 26 1K 3 3¢ A (highly upregulated in liver
cancer, HULC) 5€ {7 T 6p24.3, Al & X # & ILAE [T
A SR ERIEMA4 P, m#IE HULC [T
Y sG A Re o3 e, MR KL BNtk . Zhao
2 PR B, HULC 78 B ih i B EmRIE, I
58w A — AR BREAfk SGC7901
rhid ik HULC {38 5 54, 4]
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FLJ11812 /
TGFB2-0T1

Growth factor,ect.

ninindnieinininimieixin

ILCSI\I& 1cs |

¥G7(——— APF

EpCAM <—— LINC00152

@ miR-188-3p
a-g/bw&;@' B/ (rasth
BARE
LAMP1/2

MEG3

Ell 5BEEHEXHIncRNASF R EEEMEERAER AR

HRRIE T, [FIRS, EWREGERIL T LC3 11 3RIAH
W s M, MR HULC Rk JE, 4 3wk
BRA, TZRMIE TN B MR 3-MA T
AFEAN Ff, IR HULC 5] 0 I 12 410 il 250 N 98
55 24, B4k, PI3K/AKT/mTOR J2 5 5l 2 f [ W (1
A5, Zhu %5 P 45 HULC jfiid PIBK/AKT/mTOR
{55175 ESM-1 (endothelial cell specific molecule-1)
BRI, DT 5 M b 22 o 9w I/ P A o
2.1.3 BANCR

BRAF 30 1)K A5 4E 2 RNA (BRAF-activated
IncRNA, BANCR) 7 fii T N5 9 5 tufk, HKik
5 BRAF A Z VMK &YKL BANCR 7£
FRP SR, TR S ST R AR A
# 1, Wang 55 ®7 8, BANCR 767 KR R [
J& (papillary thyroid carcinoma, PTC) 2 21 Al IHH-4
g B RIS . 1R IA BANCR fg B R A2 3 4
MoEME, MR, mfk BANCR & HWESZ 2] BRAF
Al DL i ERK/mTOR i 148 75 5 40 i | Wi, H
BANCR # it W] & 5% BRAF i1, iXJ2x BANCR
XTI R 2 1 FI AT BE 55 BRAF 526 P,
2.1.4 APF

EI W (e 3t [ -1~ (autophagy promoting factor, APF)

I R I A — (2 R 400 1 W [ IncRNA 431 71,
Wang %5 2 YO B, 0 WLAH L 7E B I EE
5 15 (ischemic/reperfusion, I/R) AR Z& ', APF {J £
KR ET R, JEH, APF oL@ sade 45 &
miR-188-3p [A]#E {1 A WRFE K ATG7 Rk, MM
BEAAE B WK
2.1.5 FLJ11812 /TGFB2-OT1

FLJ11812 (TGFB2-OT1) #& 1 & 4 )5 4 i 3 [X]
AL A KT B2 (transforming growth factor B2, TGFB2)
[¥) 3'UTR [X %% 3¢ 7= Az (1) — R 55 4F 4 % RNARY,
Lu £ PO %3, H 3BDO (3- 5 -5-(2- I E KA
- T B, — 4R E RN A 2 )
Ab BN T B N B2 4E 1, 24 h JS 4H i Y FLI11812
(K2 K-F R BEAC ; Jf H., 3BDO ifiid mTOR i%
A2 330 241 ff B3 MR ORI AH 9< B2 F 1 (cytotoxic granule-
associated RNA binding protein 1/T-cell intracellular
antigen-1, TIA1) #8246, #E 041 FLI11812 19
A . S 4h, FLIISI2 A5 miR4459 38 Gr ik 45 &
ATG13 mRNA, MM 41 ] miR4459 %} ATGI13 ] fit
VAR IR, ] 3BDO AL AR T4 (human
embryonic stem cell, hESCs), 72 h J5 FLI11812 ffJ5&
KK AR R 2 2 B4 s FLI11812 nld it 3% 4 45
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4 miR4459 SR 35 ATGI3 I CDC20B W) #i5, I+
I 2852 hESCs [RI40 A 3 e Al & 1 B0

2014 #1 2015 4=, Miao [P\ Xk i& TGFB2-
OT1 BE Y ML P B 40 Mfd (vascular endothelial cell,
VSCs) H 1 F W FI 4 PE B sz B A AT R B, FH R
P 5 P SR 2 B (LPS) AR AL HOMR 3 5 i 2
(OX-LDL) 4t VSCs, 4fJff141 NUPR1 (nuclear protein 1)
FITIAL 1R IA T, 2 (2 ik TGFB2-OT1 ik B2,
[Ei, TGFB2-OT1 fig5 miR3960. miR4488 F1 miR4459
g4, 52 microRNA [ EREE K], 41 CERSI (ceramide
synthase 1). NATS (N-acetyltransferase 8 like). LARPI
(La ribonucleoprotein domain family member 1) %, M

S A e P

2.1.6 LINCO00152

LINC00152 /& — F 3£ [A [A] IncRNA (lincRNA),
CRILHAE Z g A A & RIE, HolfENE
T &5 L e DA RO i A bR ) R 2 T RR D o)
TP Li 5 PRI, ANIE 4141 LINC00152
5 p-mTOR KR IL K BAIEMHRNE ; FFE, 72
JeE A i HepG2 A1 MHCC-97H A R i LINC00152 )
FikJG, p-mTOR W FRILIKFFEAC. RIS, AS[FEH
J# 41 41k LINC00152 55 mTOR #H <3 [A 1 7 41 iy
At 53-F (epithelial cell adhesion molecule, EpCAM)
IR K B IEA 5G4 5 /£ HepG2 1 MHCC-97H
Y H A R i LINCO00152 ()& iE 5, EpCAM HZRik
A 35 1935 £ 3 %2 1 ] (EpCAM 5 LINC00152
78 3 R A b o B AR )Y, xR, PR g i
SR R IK (R LINCO00152 A A 38 i 5 28 3 5 1
fieidt EpCAM £k, g8 0% mTOR @42 1E
Ji e R o R R L T RE
2.1.7 MALATI1

B %% FH < 1 I IR g 3% 3 AR 1 (the metastasis-
associated lung adenocarcinoma transcript 1, MALAT1)
4% FR N 4l i % & 4R 1 % K 2 (nuclear-enriched
transcript 2, NEAT2), J2& Jilifig % # ) & Ehr & P,
MALAT 7EN§ LA T B (57, 55 2 Fh AL 32
AR, R ETRE R RIFRAA  FOEA A
45 1 MALATI 7E Jie iR 545 I g 20 93 i R,
Jf H 5 LC3B mRNA [ &35 7K 7 8 2k Pk 1 A1 5K
MALAT1 "] LAFI RNA 4548 [ HuR AHEAER, At
S EWERBGE, R R P,
2.1.8 PVTI

AN IR ARAR S 47 1 (plasmacytoma variant trans-
location 1, PVT1) & —/NHI A2 PYTT B[R mid i

HEARSRAD RNA, 00T T8 R E AR oS X 15 8q24°7,
PVT1 G 3 FhEZMIEANLE : 5 DNA HA. %%
i microRNAs, 5 MYC M TAER 7. [ 41 75
3-MA fef B3 R PVTL (K. 758 PR 7 155 7
/NERH, PVTL A 316 E AT DLER 3 5 4 48 0
2R AT SYE R TR, SN RS B
2.1.9 HOTAIR

HOX #3554 [z X RNA (HOX transcript antisense
RNA, HOTAIR) 7& — J5iJm £E ], 1% IncRNA [ 5%
WK A] DA e o A0 MR E S5 I 0 TS DA
5 P, HOTAIR 7EAP@A S hmaRiA, Al i
ATG3 F1ATG7 BRI FRWOEH H Wk, e 3k s 40 i
f g B
2.1.10 NBR2

BRCA1 K] 2 481 KB AE 9w TS RNA (neighbor
of BRCAI gene 2, NBR2) 7& — g & [k /1 15 & (1
IncRNA, NBR2 iJ LA 5 AMPK #H HAF FH, 7E#E&
JE 3 F 358 AMPK B35 B, NBR2 78 A 289 41
IR RIE . 7€ NBR2 JE[K SR HI40H, B
EPEF L5 S0 GFP-LC3 SRR EMIE AL, P62 (K]
B it A ULK (¥ 5% B8 A4 7K 1 46 2 35 B A, 30 0
NBR2 ] DU [ Wi 35 sk i (0 k2R R P
2.1.11 HNF1A-AS1

HNF1A-ASI & — N K 2 455 nt () 51 4 B 1
IncRNA, &N F4eiik 12q24.31", % IncRNA [1]
s AR AL AL T I AZ B S K1 1 (hepatic nuclear
factor 1 alpha, HNF1A) 3' (/] 5 kb &b *, HNF1A- AS1
TERHm AL R s RIE, EMEAE K RE
J5 g6 PR 4 B« miR-30b ] LLEE 5] i 55 ATGS5 ()
F 15, 1 HNF1A-AS1 0] DUAE N 56 4 P P9 U RNA
(ceRNA) 5 i g2 47| 12 ) hsa-miR-30b-5p (miR-30b)
MIEAEH, #tmfedt reris s ",
2.1.12 HI9

K B 9F 9% 5 RNA H19 = % % ik T ik s T,
IncRNA H19 [ A F B . 320
9% T A A o< . IncRNA H19 78 ik - 1fi F1
P T KRR DA B 200 340 <5 4 i R R (1 08 B R 1Y
B, IncRNA H19 ) b 8 3k — 5 3@ i # i) DUSP5-
ERK1/2 % o 435 B W 76 O WL K BB AL o,
IncRNA H19 7] Ld i B #: 5 EZH2 A BAE HAE R
M3E AL 27K F-ITER DIRAS3 (DIRAS family GTP-binding
RAS-like 3) fIZ&3A, #Emi#mdl g *,
2.1.13 HOTAIRMI

HOX J SCHE R[] R B A RNA 5 4% 1 (HOX
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antisense intergenic RNA myeloid 1, HOTAIRM1) &
HOXA R 1) ) UG s A, e or T34 K HOXAT 1
HOXA2 2 18], & —FhRe 5 11 3855 188 2 40 1 1)
IncRNA, 7£ 5 I 41 M 1 111995 40 ffd NB4 (1 43 fk.
REBET(ER ™. 7E4EHRRIFE S I NB4 41
Jit 7, HOTAIRMI1 % CD11b Fil CD18 ] % % & 1
T WL bWt R B, HOTAIRMI ] LLAE
microRNA i 47 A1 miR-20a/106b. miR-125b #H H.{E
H, AT ULK]L 3Rk, 4o E W, 188 R 400
o3, S5 R .
2.2 fAaEEIE BERIncRNA S T
2.2.1 MEG3

B RENICFRIE LA 3 (maternally expressed gene
3, MEG3) sEfir T 14932.2, J& T-EiC A, fEANAH
Uz ik M, MEG3 ££ A iR 41 43R0 e 40 i
R AR, o e R I LA iR 0 ) T e 1)
IncRNA™', Ying &5 ¥R 5L, 87% [ ek i 41 21
MEG3 ik 7K1 BH & bb 15 5 55 e 2 2L, T e
BOE bR IC s> 7 LC3 11 /KF B i T R B e 4 21,
I HRBL 31 B e 41 21k MEG3 5 LC3 11 3%
KK R E A s TEREE AN T24 1, T
Wl MEG3 ik J5, LC3 II3Ri&Hm, LC3 II /LC3-1
ELME K, HBEAKE ETE. BR T BRI4IE, IncRNA
PR 7E 55 A e o R v th 5 2 EE A 1, 4
¥ o B AT T B S I A i L JS 25 51 S IncRNA
MEG3 [ 53 R 7. MEG3 ik 7K (1) A%t —
Al ik mTOR/AKT 155 1@ B4 75 5 B W, 3% 55X i
P KT B BRI B 7
2.2.2 GAS5

A K B ViR S % S X 5 (growth arrest-specific
transcript 5, GAS5) EALTE 1925.1, HAIHRHAEAEK
{53 F A0 i P s R IA T R B Y GASS 15 £ b i
TS BARR IR, R RN AR
GASS5 J& T 5'TOP RNA 2§, 5 %314 & [ 1) 5'TOP
mRNA — £, H £k %Z F mTOR 15 5 i 4% i 4%,
ZHEWMEK. b, RESERED. EL R
R4 R, N GASS n4H]E A R FE S P
JifRg s, XK GASS "I RES 57T mTOR 55
W B BRI, TE ST 4 O AN o Rk
GAS5 J&, 40 & W FH 9% 8 [ Beclin 1. ATG7 Fl
LC3 11 FRIA WA B B4, 40 e sz 20 md) 0 e,
miRNA21 RE{E i ATG3. ATGS5. ATGI2 A1 LC3 II
FKIL, T GASS N EE R E ] miRNA21 ik, Xfg
7~ GASS A AEIEE 1 miRNA21 4] [ g B0,

2.2.3 POU3F3

HE A 18] 9F 2% % RNA POU3F3 (long intergenic
noncoding RNA POU3F3, linc-POU3E3) #&— /MK 2 874
nt, FiET YAk 2q12.1 BEEFA, EALT POUSF3
BB B PV, linc-POUBF3 2 £ % i b — AN i JiF
TR ThREFE A, (R4 E R SRk B,
EEHEMB AT, T line-POU3F3 I RiL 4L
5% ATG5.ATG7 il Beclin 1 {1361 7K1 538 5,
S AR FP AR (TR I L 2 B
2.2.4 ROR

w15 T2 A [A] 9B S ES RNA (long intergenic
non-protein coding RNA, regulator of reprogramming,
linc-ROR) tH 4 MNIMEFARL, i T4tk 18q21.31,
E 40 A G AR T R AR P R FE B MEA B line-
ROR fEFL M4 R s Ris, HO N ARG 2 m
LC3 I /B-actin #1 Beclin 1 [¥) %35 7K F LA K 41 g
F 9 ) B0 B, line-ROR A L4101 ] miR-34a J3
¥ XA EE H3 OB KF, 4] 75 miR-34a
(i, HEimmE] E %S 5
225 CTA

IncRNA CTA 758 W 4L 2 Hh ik K1 i 3 [
%, FRER A AN E AR B R R T DL R B B 2
FirE 2 5 B, IncRNA CTA J& miR-210 [ EL %
B g, AT DI I ) SR v R PR R 4T T o 7
IR B,

3 N

Zi LR, IncRNA 541 i H Wi (i 78 O 4 B
7 —ErtE (KB 1. £ 1), IncRNA B PLIE [H)
VA 20 P W PR E R, T DR e R 4 A
RAEKRE, XNTTREXT B WA IR G ST 240
FRAL TR I, O T AR T R T
B BB ALER s (H2, H AT IncRNA X4 jd [ 1
WM IR AR B IR 26—, IncRNA FI{ER
NEFE. B, HETEN IncRNA 26 K550 i 52
HI A T T g AR, T L A AT e T A TR
RAE BIH. KEET A P8R, =,
Al miRNA X} 5 B8 15 0T 7 BN RN, 2 500t
FHFERTT IncRNA X 5 W 1910 757 LTI, 3
T IncRNA J8 3T ceRNA @42 01 8:/E T miRNA
X g AH G HE PR R A R Y 5 {22, IncRNA [y
TR, WHE R IE TN ATG 5 H 2R W 15
fEBM S & ATG 8 H M| — L8 08 2 & T8 i
SSRAETER, XELHHA Fridt— PR T
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#1 IncRNAS BRERIEE X &
B/ IncRNA 44 T W L
i PTENPI FUIAKT/mTOR(S 30 ; B4 ATGTAIULKIIE; 345+ MEZ: A miRNA-17.
miRNA-19bFImiRNA-20a"*"*
HULC HABILC3 11/LC3 T Eeils I 45PIBK/AKT/mTOR{E 53 ™
BANCR BINLC3 11/LC3 1 Euffils T ERK/mTORIHE # g 421% *
APF 354+ PE 45 £rmiR-188-3pifl [ (L ATG 722541
FLI11812 /TGFB2-OT1 TE PSS frmiRA459 K HTATG 13 3A0
LINC00152 BEMTOR & 7214
MALATI HLC3B#IEAKT RIEMIE: FIHuRAA HAF
PVTI YL E R R
HOTAIR FHATG3FIATG71f) 355
NBR2 W 2 AMPK ™
HNF1A-AS] {EHEATGI2E A MY ;S miR-30bAR HLAF ™
H19 HIHIDUSPS-ERK 1/2 38 % 4"
HOTAIRMI 5miR-20a/106b. miR-125bAEAEH], JFULKI s
ik MEG3 HLC3FIE R AR (2 AKT/mTOR(E 5 il
GASS MHImIRNA2 1351
POU3F3 51 % ATGS. ATG7H1Beclin 113145 7KF B .48 Y
ROR MilmiR-34a J5 3 X 48 (TH3 ZBEAL KPS
CTA 5miR-2103% 4+ 45 & #E A7 21
HI9 L% S EZH2AA FAE I 7E R WAL 5K P BRDIRAS3™

MEBEE IncRNA 5 40 B WERT T A WA, H
FH SR 25 i A T 4 A e, IncRNA A D48 ) — 2K
PAIRIZWARL 7> T 5167 H A8 1 AR APRE H 22
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