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Abstract : Long non-coding RNA (IncRNA) is defined as a large class of non- protein-coding, regulatory
RNAs with molecules longer than 200 nucleotides, which play key roles in tumorigenesis and progres-
sion. Compared to normal cells,tumor cells exhibit distinct metabolic features,and IncRNAs are in-
volved in tumor metabolism. This article reviews the recent advances in the relationship between IncRNA
and tumor metabolism, particularly glucose, glutamine and lipid metabolism;and its application in the
development of new drugs targeting tumor metabolism.
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TE R i A A el e = A2 41 B AR R
SRR L SN NN E A €Y LS S e e S
Ik % T e Sy R R 8 S R PR ML A R DR 4 AR I 2 57
o R AL (OB R NLEE 3-3% B (phosphoinositide 3-
kinase, PI3K) i& 12 ; Qi ZLsh W H e R E A E
4% 1(mammalian rapemycin target protein complex 1,
mTORC 1) {5538 % ; @I BI/AMP 1% L 2 Akt
(liver kinase B1/AMP-activated protein kinase, LKB1/
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AMPK) [ ; (@FE20 5 20 i AF A AN 0 e s D
+,4n p53 AK4EF I+ 1 (hypoxia-inducible factor 1,
HIF1) il c-Mye %5431,

VLA A B, N DR 20 S ) R 2t A i 1)
RNA (non-coding RNA ,ncRNA), iX & RNA % 5 K
AN 2 BB R B WA e SR R T —
BB, ARG H DA RN AR i RNA $73 4 5
FEAE S RNA A EEAEZ % RNA (long non-coding
RNA,IncRNA), H 4% IncRNA 7£— R 51 A Y id 72
T BE T 2245 B UESE T AKX B A A iR A
FIAE B ARSI AT AR AR Iz b ol Tl
IR 8 A e O S ask R TR AR AR AR B AU O | LA A
AN A S T e A A 2 T | R B I i )
A DA R SRR D RE RS A6, ST AR S IRT B
AF K IncRNA 55 i3 £ 3 /9 B B IF 98, E 2
IncRINA 42 i 6 40 i v i) 5 2 W R 5 Af 28 2 I
(AN

1 LncRNA #EiR

LncRNA $5 [f)J& 8 2 200 4~ 4% H 2 14 25 K B 1
() RNA B A8 AR B o A i . SEABR
Y5 % % S ) AL, IncRNA %t RNA 4l 11 4%
S IRt 50 um e RNA BY 422 F1 £ 3 iR 1 R 1k 4%
WY AR E & NSRBI A P AEE T BT
(9 IncRNA ,  HES i W] tob 68 o0 2 1 Jo 4 i 5 I 1011
H T IncRNA 385 &= W1 5 09 )7 51 RHAE B — 207 )
Prsptk 2z, ARMESR AL T P 5045 B 1Y IncRNA 1943
Ko AT IncRNA #9730 28 J 3 2058 T LA X T fif
i S i R TR SO I VA - R o Bt
IncRNA (intronic IncRNA) : {7 T & [ 51 & 15 3[R 1)
W& T X381 IncRNA; JE K [B] IncRNA (intergenic
IncRNA) . A5 EAn[ 25 F1 B4 5L R HE & 19 IncRNA;
XL A] IneRNA (divergent IncRNA ) ;3 15 X 1] %% 5% 1)
L5 5 g F X AT IneRNA/mRNA B Xt 1E X
IncRNA (sense IncRNA) 1% 2 ¥ IncRNA (antisense
IncRNA) : 73515 75 — A 11 5 9 A% B PR 1F S B
A H S Y IncRNA

R ZH IncRNA 1) 15 J2 i B L GURe SR 1Y
I 52 BIVF 22 A= BEAIRG BE AL AR A998 35, LncRNA ik
R GVFZ2 NFBAT I b L35 g > F T &
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W] IncRNA 1755 — R LWl #2604 240 I 35 4
b AT . LncRNA 38 1 5 H ALY K4 T 19
FHE AR R AEAEY) 2D Re ™, B0, IncRNA 3 i 45
E B L4 5T /DNA IR 2 1 T 5 DNA AH EAE
{14 7] 2 Tl AH 408 35 DR (4 38 5 F- . LncRNA 38 1 5 25
FAHEAEHT, 78 5 8 BT 5 8 H SO B S 4,
FHREME I 5] 4 % . LncRNA A{LAE#E i3 5 mRNA
BUHAD neRNA 256 KI5 mRNA 573% RNA etk |
L E TR, 00T LS HoAd /N RNA #7715 B A8
B0 miRNA 38 5% 4 N I RNA  (competitive en-
dogenous RNA ,ceRNA)HLHI", LncRNA 7] LUIAE K43
TG4, SR miRNA S5AHMH miRNA 888 [ 40 54
SRS G SR KR miRNA L8R 1Y
#ik, AL, IncRNA .miRNA #1455 2 11 5 59 RNA
ZIE P BRI B — > 52 2 I R I 4, & 08 4%
LY DRERAEH

2 LncRNA 4% B 35

HIEWE | A ST L R i 15 TR 350 S 4 e 38 4t it
R A rh A SR R R ROR TR AR R
— i B AR, AN A g i BRI A TR 4y
T AT A S kR B2 (LA W B B R 1 Al A
SR VF 22 B0 (5 5 30 R T R A A SR A
TR AR o i ik DAL J8 0 k4 8 5 PR ) 2k T A1 s
Jip g Fg A3, AR 1 TR 40 B A 2 RN A g e 3
ARl B B 22 O IF ST I, Inc RNA 75 g 40 3 i 72
TR FEE DGR E R S S AR WA S IR TR
2 e e A 5 2 AR AR Y AR SCES A I A Ok
HIBCHT ST, B8 IncRNA 5 Bh g A0 9 A 2 E & |
FE L IncRNA X0 . 25 2 Wk A S Bg A0 i

VR S AL

2.1 LncRNA BZEEE R 5

TGV 2 38 A0 A T R AN, R A R A
FEA IR UR Mg A el P 2 0 1 O X AN T
FAEH 4 M IEH A AR, R T A
BERR AL 7= A= ATP, AN TGRS0 T 3 3 W ik 26
ATP,, T K 255 b Je 20 1t 32 BEAR S 0 8 = A ATP,
FL B TEA EAA N WARTE VR, X AR A A
I fife 5 Warburg 200 7 iR 200 L LR 9% i 5 =0 A=
AL ATP 1 B B H AR 58 4 B, H iAokl A



MBS, AR K — 053 4 8 W Bl O3 D A HE A A=
WG AR LA A R iR | B R R 1R T sk 4
TE S PR IE b8 240 B A= 4 W AT A () B 3R Ly 1P 223U
P 0 B L B SR e B R SR B 1 A T XS 5 R
TR A (1) 25 R AR, T 20 2E T Warburg 0% 2,

TEECAZ AN M 5 26 W e 32 p 79 o R DG 28044
B ARG, B Nar-#5 %5 0% 34 £ 5% 15 2 11 (Na™-glucose
linked transporters,SGLTs) F1 7] %5 % ¥% iz 25 H (glu-
cose transporters, GLUTs ), GLUT £ JI 2 2 id 1+ 7] %
PR i EOCE EA/EH ™, 2 IncRNA AJ
DLl 456 GLUT SR ¥ I fift o 72 . B AR e X
dF 4% #% RNA (a novel large antisense non-coding
RNA,ANRIL) 7 &0 23k K7 T o 38 i 0
AKT/mTOR &5 ,ANRIL [-i% GLUT1 1 LDHA #Y
Feih, DT 4G 0 i 260 W5 RO AR 4 S MR i a0 e 120
HOTAIR 2 JFF 41 A g v /5 2R 345 19 IncRNA 38 2o 98 75
2 MO T A R g 5, i — 2B F SR R B HO-
TAIR i# i #3% mTOR &2 5 GLUT1 Kk ok B
5 GLUT1 MHEAEH™,

B T 5 GLUT 454 4h , IncRNA i 1 DL i 5 56
SHEE A5 5 R R OB TR A W I A - R SR M -2
PRI R -2, 6- — BRI 2 (PFKFB2)AE fy T AE 14 [H]
R RAK AL R -2, 6- B R IR (F-2,6-P2) I &
IAK AR . LINCO0092 48 CXCL14 H S #5534k
K, I B S 2R ik . CXCL14 J2 b AH 56 1l 2T 4
2 ifl (cancer-associated fibroblast, CAF) 7£ U 5. J& A7
ST AR RS T, R IR TR B b R R Y 4
|70 A ¢ o NP I R N A v S TR 2
LINC00092 5 PFKFB2 ELHz45 G, i0F 1M 34 o6 4 1 i |
{R BN I, IF AE+E M oA B b CAF X i
S8 ) JR R 3R SRR UG A LA U PR ) A R
Jre 21 O e 2 B A Y 5 — AR AT
B, DN o8 ATP A8 14 8] 45 W 5 1% 1 7= 25 4 2
BE-6-BE IR TEBE M T, IncRNA UCAL i 3Rk
IFa a1 R O G 2 (HK2) 4 R 4 15 A, LA
AR 3 — R & B, UCATL ml R 3E o
mTOR-STAT3/miR143 i& #2417 HK2 £ iK™, Lnc-
IGFBP4-1 J&—Fh e il Jf3 20 21 f 2 L JH 1% IncRNA
‘Bt FiH HK2 PDK1 FI LDHA 55 A% 35 g (9 3% 35
RIGHN ATP 772 38 5 A E 9% . Lne-IGFBP4-1
T 240 B 3 58 AN A R B AE T HE Inc-IGFBP4-1

I g A2 it B P TE A W0 bR iR W) BB 7

c-Myc Fl HIF1 FE R SCHERY 56 S R, 2 5 4%
W P fifp (2 R B PR A R 35 . 28 IncRNA J# 1 ¢-Mye
B HIFT 945 Jif 3 4 e rb 2 2 B Q85 be i 51 g
JE SN R ARG 1 (prostate cancer gene expression
marker 1,PCGEM1) Z&—Milit5 c-Myc 455, 14
P AR ) IncRNA™® ) PCGEMI 7EA eMye Y
PR N T 2 5 S R, X S Ik ] 171 57 G i
2 5 2 %) WE AR BORUBE T i A 8t . [5 IE , PCGEMT W] i
R A REE L AT A OB A, 5 Ol R 1K 4y
T AR ST R FUIR A AR A >, 5y — A5
F ] IncRNA-p21, W 9IA R & i p53 5 5 ™
A2 1 IneRNA ™) B J5 09 BF 58 45 78 1 IncRNA-p21
o AT D3 3o 5 S OF H LT HIF-1a A5 5%
ff ST 1P, LnecRNA-p21 A LA HIF-1a A1 VHL 5
H 454, B3R VHL 5 HIF-1a (A AR R, 0855 VHL
A0 HIF-1a 3Z RACFIREAR , FEHIF-1a & A
%, HIF-la Al IncRNA-p21 2 [a] ) 3% Fh 1E 52 5% 24 1]
RETE B S5 T i — 2D 1S sl A7

R Ay 1 7 88 B Y B B AL SR I e-Myc
A HIF A2 5] IncRNA (197 A% 2, 38 Al L 32
HoAth IncRNA 19 3R 3K TR 105 2% 0 8 42 19 45
5 G B A c-Myc/HIF #8755 /9 IncRNA 1) F¢1E K H 78
A A AR A AR A S A L, SR
RN, IncRNA i B8 ik H A B ok I8 92 W I A 1l
$ A W5 B (NRCP) J& 76 B 31 rp i B 2 3K 19 IncR-
NA ,NRCP i fi% -5 S48 M08 T b 2 5900 . 240 f 3 5
W RS ), E— L BFSE & B, NRCP %
413 STAT1 #1 RNA 54 1 22 6] 45 4 i {5 364 11
YEH, I-f22E STAT1 5 RNA R4 8 1AM A,
BT U R DR R 5K A B A A -6 R S A
ity EE4R G A RN 46 B C™', CRNDE JE1EZ5 W E
JiR R 5 4235 19 IncRNA Y 27 g B 2/ i B KA
F(IGK)fF5 43, A5 £ W] CRNDE {2 i# T
Warburg 2 , BARVETE 1 53T HLHIAT SR i AN TE A B
LN FE 78 T IncRNA 18 ¥ 4 40 B AR 35 00 32 22 07
R A T i 3% 20 v Sk PR A 5 S 1) TR 9
2.2 LncRNA A= & KB RRAK 1§

SRENE R, A SR X T2 bR A A
KA G IR A AR AR A 5 — 25
2% 24 Tk M 1 (glutminase , GLS ) 8 1k 4% 22 I e 7K i il
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BRRAMGATRA, A AR ARG I 1k
o S, A AR i A S R Mt U T B i PR e 7% T
HE— G A - N R (— T = R WA B b 1)
) s Uk, A &R A7 B T 08 A0 A% R R A AR 2 R
FILMRAW B TR A 5 A &2 R A0 4T
AL AW IR AT, GLS Sy 2 il 45 2 it
F A A B GA B, AT P RR R T8, 5390y GLS1
GLS2, M GLS1 A7 Z /b Wb 37 R | BRIV A5 2 ot M kg
SR (KGA) FIAT S WL B [ R L ¢ (GAC)™, I 4R
KA A B, IncRNA 18 328 98 42 A 7] 1) GLS A i 4
A% G W i AR B2 45 B R R DG B S ) 2 (colon-
cancer-associated transcript 2, CCAT2 )& 5 — 2% il i
P2 GLS Ay AT A% 5 432 1 10 8 458 4% 24 Ik i A 1y
IncRNA, 4 5% 2% 07 T 5 A7 i XURS: A G
156983267 SNP (175 FE AR ST (1 8q24 XK, 5 ZFhfib
TeA 1) 25 9 DRI R N O, AN AU i e e, it ELZE AR
HINFIAR P LA A5 7 35 DR R S P T ] 1 45 g s A e 7
A A AL P, CCAT2 5 CFIm &9 (—Fhid iy
mRNA BVHEEMZ IR TR E A B 5 Y)) nl 4
GLS I A8 35 3 LA & GLS mRNA poly (A ) {7 15 14 1%
774 B KCGA 1 BAZ 2 WM 87 35 K GAC, i
7 AT A2 3 1A 140 i 38 5 AN T A% LA S AR N e 7

UCAT BR 1 2 5 18 2 ) % B A5 20 27 o W] 33
P AWM AT, BT R UCAT 1 GLS2 3%
BEBEHEA S, Mt A UCAL Al GLS2 &£
ik JEAE HETE B e g 40 i b GLS By o i, ik — 20
BF5E A B, UCAT AT AR R 20 53 43 T4 miR-16 193]
fiE, M miR-16 AERLHE [ GLS2M, c-Myc & EHEM 4+
LA 7 Y A AR N s
FFAR FE A e 17) 4% TR B A Y AE 4 B I v
A B-1E A Y RIS TR c-Myce 1Y
ik ,IncRNA N-Myc F##35 B EH 2 (N-Myc down-
stream regulated gene 2,NDRG2) ] LI il B 1 A A1 4%
LN o3 At , I i geg A2 4G B UCAT 3l 3 [ AIG
1 R A I T e-Mye F9 2 3K 1 & #42 ik g 410 1 12
FHE

% 1 % (reactive oxygen species, ROS)E A 2l Jfd
TR R =8, AT A7 S I e A st i M 3R ast A%
A e SRR A0 N 1 A A AN SRR TR I A R R
T AW AR, A 2 e A8 7E 2 455 i g 20 g v
() 48 Ak 38 J5SF 5 AT ROS 7K F H k2 G B 77,
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TUGL il /E 2~ ceRNA , i i 45 5T miR-145, 7] I
VA sirtuin 3 (Sirt3) F14F 2 12 B U (GDH ) 36 3k ok 14
oA 2 e AR, X ud W TE T P9 A 4 i
(ICC) H i 44 AR I
2.3 LncRNA AT RE B K15

R TS5 0 AR R AT SR AR AN, R
KA R R A Rl B S A 2 R Bl B4R
I 2 A 5 SN RE BT E A NR I Al S A
PRI 12 LA KA A T R Hh T 10 40 A v i s 1 8 25
JERRE AP, IRITR (FA) M) 2 A LR =ML G
JI o S5 e 240 T LR 38 g o S Ak Dy 2
RO YR 1T AN 2 348 A A BRI 51 i 4 B
6P RS 2 3 2 S BRI A B A B

FA TE3E A A A sk o3 i A 2 A e 225 1k
ok S G A AR H AR AR 7 IR Y B B RE A AR
5 R % Ak oM G U R -CoA 1 BE L Bl E A & Bt 7] 43
WA BE T S B B A G T (ACSVL) K5 15 ik Al ity
A G F (ACSL) | H ik BE L4 i A 5 0B (ACSM) il
S BT LG A A B (ACSS) ™, ACSLI J& ACSL %
JEE ) FEL R A AL — R LA R 40 FA
I, I HLAT LL3E o 45 % 5k [ F PPARac 2 5 iFIE
Hh I = R IR R R Y S R, HULC 2 %8 —ME
JH 4 M98 (HCC) e S i 3R ) IncRNA, 7EHCC
Y h  HULC 3 42 51 & miR-9 Ji 8 T X CpG & 1
FHBE Ak >k 31 il miR-9 #8 [] PPARa MY UCER, Jf H
PPARa % ACSLI #% 5%, 7eiXFiE# T ,HULC i
1t JHF 98 40 i o A9 miR-9/PPAR/ACSLI {5 5 i % il
TR 98 A0 B P H I = R A IR R AR S EUIR R
RIS BFFE IR & B HULC 1895 58 OB AR
AR A P i A

FA 2561 (FA-binding protein, FABP) 1E°H
FA SHUMEEE b AT /D 3R, B IEI 2 FA
AR ) S B i 422 X 7 FABPS J& FABP 5 (19 i 51
I H A BE B A R 26 M 454510 FA L et (18 53 — 30
T IE , miR-190 1) EHHE2 L FR IncRNA LNMICC 7£
BHUE T LR AR SR I TS AR, A
BLH EYF, LNMICCH #% F - NPM1 2% 48 %] FABPS
B 5 B F X I 48 58 FABPS A9 % 5%, Ik Ah, @it
FABP5 /- 51 FA 1R, LNMICC {2 #F & 5% 1 Ik
M EEHERS %A FT 38 H LNMICC 25 #5008 1) 46 1k i
Jei FE W R R YT S

289 R

.
G

74

#* &




JIE 5 I 2 — s LI, 5 D i M 9 T
EHECR SR, B 105 I 10 58 205 R, Aoy |8 5%
AN P R Y S A G, R,
iR e R B 2 = S o R o E 5 W ]
LncRNA W] 58 508 105 A2 A O o 2o A0 Wy i K 1 7l
W) WG 3% -y (peroxisome proloferator - activated
receptor-vy , PPARy) &5 j A5 i i 32 B4 s i 5
T B ZE i E N MAPKs 5 i 5 40 i oAk, 2
i ERK1/2 (p44/p42) .p38 Hl c-Jun % F & Sty 3
(JNK) 0! 25 [ i 37 & RNA (IncRNA-SRA)/E A JE 3
Mo #% 32 AR B RNA L3800 B 7 i AR T, 3l i 0
PPARy il P38/ JNK B 1k, e kA 1y 4= n JF 3% fin
B & ZEBORAE T SR il 9% 3 3k B 1= Bl I Ok B
S04 I SR 0B I JEE SR T 0 B 7 A A /N I o e
WH S DA I 4 SRA-PPARy-P38/JNK 3428t ]
it 5 HCC AHCH MR BAI A ¢,

3 LncRNA F#=gE =5

ATP fiff 77 % %5 0% LA S Ho At 8 % 5= ARy k2
fig, N ATP 7K fiff B il i) i & FH 9K 8h LT B A 40 i
FAEF . PR AR PR, AT DhaE A e I A e
ATP K2k T i HACHHE O, XA B b A A i 2 %2
HH BB HE AL IR A AMP BT 1 2 (1 34 A (AMP-activated
protein kinase, AMPK) , Bl Ser/Thr 8§52 G951,
TR AN ML R BB R ), BN ATP WRER
W AR L AMP ¥R B - 7F, AMP 5 AMPK 4547
S5 AMPK A5 #3005 . AMPK g b i 3 LKB1
WAL, S8 AMPK 1y — 2805 . — H AMPK #%
5, AMPK i Z2 %0 T i #E A5 2 6, AT &2 e 1
Sy LA K R 5t T [ S0 ) 2K 5 R A
[y ik 26 A s AR B AR KRR R, TR
JoT F1 A BT 2 e A= K i 4 7 19, LKB1-AMPK
A1 14 B8 it BN IR AR 4 A 22 PR ) A= K0, LKB
JETE Z R g A TA S A8 B IR A IR Y B
R FEHE 7R T IncRNA 25175 AMPK #0396 DL
X BE 5 R I HLE

BRCAT1 (¥l 48 % [ 2 (neighbour of BRCAI
gene 2,NBR2) J& — F i 5 4 B UL 75 5 3 o
LKB1-AMPK {5 5 1% 377 4 ) IncRNA, IL4h, T g
52 2 W NBR2 H 4% 5 AMPK (%) i i 45 #4) 385 A 5.

YEHITAE 3 AMPK P45 . g3 40 i NBR2 /Y
1 3K T3 AMPK #00E A A4 ] 1 NBR2 mAIG
MR AMPK 306, 5 30H /AT sk = 42
HET g (4 A 5 NBR2 S50 B i 2 S W 408 e 317
il 3 P BRCAT Ay 3E G fish 3 PR 207 1 o 35k PR 8 S 3 3
X[ 5 ) AT 19 )7 3l sk i >k 54 NBR2 {3
e el e B AT DL ELEE Y S D) RE Y IncRNA 2
— BRI NBR2 i i o] 7 22 3 AMPK B0 75 7
() B VT AIL AT 75 28— 250 5% AEAS 1 R, a1
R R VF 2 I EFRE A% 5 RNA AH BRI K
I, AT LUK NBR2-AMPK #2 B4R S —Fh A S HE AL,
T 9 I Al 7T LA 422 R Y U A 3 I O A 1 S 2R
IncRNA {4 %

4  LncRNA 5E&R{EThEERI X &

TEE AL AN SRR B A A A | 2% 2 e LA
KR AR 45 EZACH o B S (I E B A, ZkE
AEAER R S PR 2/, Bk ATPA),
LRI 23 77 T AR A L TR R ROS K
b 2P ARG 5 . ZekithDaE e )8 5 i 2 aL A
JH R AT 5 T AR SRS S BRI 2R A 5 DR 2 T LA
i IncRNA ;IncRNA W] DUTE 20 I #% o &% St H A7 AE
TR, R IncRNA 78 45 £ ki 14 1) fiE
RAEVERT . X BB 9 JC SE K Inc RNA J PR 42 1)
R, I 7 DTS I S AL N

SnemtRNA 5= 5 4l A 2B AR 45 65 17 IncRNA |
T HZRR 16S A RNA 19 57 K deih 25 &
() 820nt 1Y 52 1] B 52 JF 41 (IR ) S H WA~ s S s A
(ASnemtRNA-1 F1 ASnemtRNA-2), Fr & = Fh
IncRNA #B M ZA 40 Hh 2 4l iz , I 5 w] DLAE IE
S48 200 LR R A B b e ik H G T Ok AR G A
) IncRNA BB e mz &0, HELme T
DB R R AR G 5 1Y IneRNA 7] LLFE 2 R4 o % 1
FAVEH® . LncRNA SAMMSON 3= % 5 fif T A 8
0 25 40 i R P €0 3R AN G Y A PR B, R — 3 Ao
FLRR, RBERARKRMAIGTLFR, p32 N
SAMMSON M FZEEGHEH, B 5L RRs
FR AR G /Y T ZJE P2 T T4 FE SAMMSON 0 sk
T p32 WL R P, TR TR R T
G, A kM T, E S p32 AR EAE,
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SAMMSON JFr £k 16S rRNA i 2k 1A 2 i
N FAB I RO R I B FL AL RN AR AL

ARL2 fA7E FERLAR N JF H 2 ATP/
ADP #5328 FH WG 7 UCAT AT LIYE R ceRNA il
It 10 JB fE g8 P B9 miR-195-5p K #IE ARL2 i &
(1) 26 R AR 6 P, PPARy 576 B F o (PPARYy
coactivator «,PGC-1a) H1 Ppargela g %, j& — Ff 52
O3 ZEAE N 7 S JL TS PR, 3 ek e N TS B A R R
WMEES, FEAEFFRE RS MR R A YA B 1t
FEh R AEA AR, PGC-1o il it A 3l 14
IR H Bt S B S PGC-1a 1Y
CTD B & & R/S A9 IX 3, IncRNA TUG1 ¥ PGC-1a
A5 F] Ppargela A 8 1, HH 5% PGC-1a #Ri5,
FECERR S RGN ORI ISR | BG4 i
ATP /K F Il 2R ki i ROS B ®), Bel2 7E4E Rk 1k
PR SCHEVE F, 38 Ao 4 il 2 A B 17 3 75 1 ok
WATAMIET . MEG3 Al a3 T Bel2 235 M il
PRI 2175 S 200 R 9 20 L O 1 R BHL DB
HOTAIR J2 38 i 8 45 2 b AR AH OC 4 B AL 12 35 428 (Bel-
2 BAX .caspase-3 AR ¢), 5 FLPAREGHEE 1
(MICU ) A H5 14 200 16 B 1~ I w5 A8 S A 4k S e 7 17
LncRNA NDRG2 i i 34 fit Bad 9 2 5 1] >k BH 1E
P53 JE A0 R AL U P53 AE L RiAR P LR
7 76 7L B 98 240 B rP L P53 0 T A a0 400 i
72100 LnecRNA % 4 45 26 by I e Fa 285 ok 4 2
FERT, R e 548 5 67 T R4 1 FE Al IncRNA , I
5% FLAE IR AR 38 v (4 D 8 R AL AR AT 2 5L

5 HAESREE

LncRNA BE % i i 22 Fh AL 3 19 3 o R 3k, JF
H2 5 A R i 45 1) R 2 S 5%  LncRNA
(IR 45 S s e 2 AR B, R AE MR & 2R
R R RS I SR e e S A e A 3RS
g 1) 8 SR M RE B T 9 B JC R 3G 5 M R A i, 1K
Bt 8 B 45 5 B R 53 R 5% (tumor microenviroment )
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