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Roles of Long Noncoding RNAs and Glycolysis in Digestive System Tumors

HOU Xin-rui, WANG Xiao—ping
(Key Laboratory of High Altitude Hypoxia Environment and Life Health, School of Medicine, Xizang Minzu University,
Xianyang 712082, China)

Correspondence to: WANG Xiao—ping, E-mail: xpwang@xzmu.edu.cn

Abstract: Long noncoding RNAs (LncRNAs), a class of noncoding RNAs greater than 200 bases in length, are wide-
ly involved in the initiation, progression and glycolytic processes of many tumors, and can act as competitive endogenous
RNA sponges to absorb miRNAs. LncRNAs can also inhibit miRNA expression, thereby regulate the glycolysis of tumor
cells, affects cell proliferation, invasion and other biological activities. This review explores the roles of LncRNAs and gly-
colysis in digestive system tumors (DST) , a representative group of malignant tumors. Extending the LncRNA role in the
diagnosis, treatment and prognosis of other tumors, we conclude that LncRNAs have the potential to be new candidate
genes for tumorigenesis and serve as tumor biomarkers, which provides new insight into morbidity and mortality decrease
of DST and other tumors.
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S Fobe DR O AR B AT A G T - B A A7 A SR B
M, P, TR — Rl B R I T B A0 an . KA S
fih RNAs (long noncoding RNAs, IncRNA ) it = 4 fith 25 [ 14 fiE
T3 AETERE TR R SRR R VR s 4 IR RNA (com-
petitive endogenous RNA, ceRNA ) i 47 W Y 4% %€ miRNAs,
A1) X 28 miRNAs FUFI 28 To S92 1, IncRNA #8 7] LL i
it 58 H Tk RNAs A 7456 T8 R G 9 00 77 20 4 b ogg
240 H 9 e S8 o e Y €0 S A 2 (R YT R R A
AN IncRNA 36 2 5 4 i 58 Ak 08 T2 FOBAR I 24
Ayl B M AR A Ay R R A TR OB AR 1R
AR A B TR Ak, T M T A 6 o 988 240 i v 1) 22 BJC S 9% BK
20 122 50 4R AR, i [ Bl 2% & Otto Warburg & 3, /558 2
B, Ji e 240 B AN ) 1 T 48 I — FE AT S B R AL , T 2
W A A AU T A A T BB, B Warburg 200, In-
cRNA 1] DL 3 4 Ky ce RNA | 9] 12 48 19 M ity ok 285 5 45 P 15
5 PR 14 D7 2 0 A 4 P 98 AT R T A % B ), ) R
KRR AT W 1T A6 18 T (digestive system tumor,
DST) & e HA AR, Hobe 2 30 MR IT TS (= sET
R R G R LA Rp BOE 1 — ROMER . AR 23054 5 25
T IncRNA 5 Wiz fi 72 DST 91/, B B AT 4 J5 X4 F In-
cRNA 7EMRE 12 IR YT KIS J7 1 R RBOCRA T IR Z R
AR TA TR, A SR 8 & A 1 A S R P, Ay T 88 e
IR YT B LR B o SORMEER 18028 77843 IncRNA 5
T2 i X3 Al T P8 A A

1 IncRNA 5 4% 8 12 B J5 F 491 A
B 9% (gastric cancer, GC)JE 4 EKREE 5 K8 WAL , & T

L"‘j A qrmiRNA

SNHG7 —— miR-34a | LDHA |

—  HI9——miR-519-3p | —> LDHA | ——

LT PR 2 3 BB TS NS 2 . R GCHREIR AR 5
KB, BRI A RER B B2 F T e, R GC iR
KEBAIGEMAR L, HSENEFREEANBL
50%" (K1),
1.1 IncRNA 5#EE2f# X R BRI GC MEE 7

Sun %54 % B IncRNA H19 38 53 ¥ 55 miR-519d-3p/
LDHA Sl {2 3 GC 20 Ml 1) 41 46 W50 4  FLIR A ORI G 5 . A
GC (TG FAEAE ) B 1, Pei 250 % BL/MZ A~ RNA 15 2 4
(small nucleolar RNA host gene, SNHG)7 1 GC 1T 24
A I RBR SNHGT BEA R | LDHA 192835 J1 Bl
IEATH 25400 . miR-34a 5 SNHGT &2 A 56 , m] $IE i) 8 45
LDHA FIE R B IncRNA 2[5 38 GC 48 X AT 245 i) 2
AN GCBEREME , 5 SNHGT 1 A3 i miR-34a/LDHA i
T GC AR BRI Y BB . [RTRE Y, Hu %% 3 IncRNA
HAGLR 18 i3 ¥ 45 30 ] miR-338-3p/LDHA- Bl F¥% fift 4l i
GC5-Fu ffif 25 40 i B . Qian 557" & B, DLX6-AS1 AJ i3
O 1] ) miR-4290, 13 T S0 41 PDK 14 2% 35 i 1 42 ik
GC 41 it ) A= K I EORE AR o Deng 25 & 31 LINC00242
fiE fi% 45 miR-1-3P/GOPD i, 2 #F GC A S0l IE M o e
W58 &P, IncRNA VAL 7E GC W i 3 i, # 8 Wil A
K. DhREME B8 VALJESE GC A EELEE . HLfI L, VAL
W PKM2 B 454, 9 PKM2 9l E M A1 GC 41 i i
A ENEREAR , W B PKM2 5 Parkin B9 A0 B 4EH , 90§ PKM2
i RAEAL
1.2 IncRNA 51555 Fiiz GC HEEfE

Xu 2" % 1 IncRNA Hand2-AS1 i@ i IncRNA
HAND2-AS1/miR-184/fik 1% 7 I+ 3 (hypoxia—inducible
factor 3 alpha, HIF3A) {5 % il #% n LA [5] HIF3A 3 6] F i

HAGLR —— miR-338-3p| —— LDHA | — —

glycolytic enzyme

DLX6-AS1— miR-4290 | PDKI |
LINC00242 ——+ miR-1-3P | G6PD |
Val PKM2 |

< Hand2-AS] — miR-184 |

HIF3A |
IGF2-As —— miR-195 | ——CREBI| ——

STATE3|

Glycolysi @r%ﬂa
£ e

gastric cancer

NEATI —— miR-506 |
HEIH iR-4500 |
_LINC00665 miR-665 | MAPKI|
| : posiive Feedback

l : Negative Feedback

El1 IncRNA FOHEEEfE X B ERIER
Fig. 1 Role of IncRNA and glycolysis in gastric cancer
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miR-184 # 17 BH % B Jt 9 (gastric adenocarcinoma, AGS)4l
LRV B 1 W T A ok 2, 300 T R S5 1) AGS 40 B P 34
FEER AR ZERIRE S o Yan SR K IncRNA 5 4=
K72 )2 X (insulin growth factor 2 antisense, IGF2—As)
2 M W miR—-195 fiff cAMP JZ i JC A4 45 & 2 11 1 (cAMP re-
sponsive element binding protein 1, CREB1) {2535 [, {2
HE GC 20 Jf Fr) A 1 e BELAS 2 i 0 120 A WF 9806 R B, miR—
506 FJ 1 ) 410 i) STAT3 (3R , BT GC 4l My & 2B K T,
IncRNA-#% 35 BT 20 2% 5% 547K 1 (nuclear paraspeckle assembly
transeript 1, NEAT1) 5 miR-506 & 41 56, N JE 7 NEAT1
T 25 WYX miR-506 J5 7T 3 i NEAT1/miR—-506/STAT3 % Jin
TR GC 2 M 17 2 e RUBE A > 2881, HETH 65 4 W
e miR—4 500 J7 , i 13 P85 STAT3 A S 14 [ W i 2 GC
P R RO R . IncRNA CCAT2 i %35 5 B 3 il
Ji R K, Deng " HF 53 # 78 T IncRNA CCAT2 3 33 52 i 7
A5 35 % A 1 (glucose transporter type 1, GLUT1) FIHE 2
“H- i 2 75 57 1 ( phosphoglycerate mutase, PGAM) 1 B # ik,
ARHE G 200 B 0 M PR ik T A M S B RS . 7E GCZH ST
TN b B 22 BE 2 Ine RN A X AF 5628 1 3 ) 93
RAEAEM . Li % 0 5E & B P K AT 3E 5 LINCO0665/
miR—-665/MAPK 1 fli 1 i B 1125 J& 1iif 25 GC 20 Jig 1 14 7 1T
B (RZE RO, (L HE AR L T
1.3 IncRNAXt GC B2 #i & Fr R I 7 ERER
M BB T ARRIBREAL ST /2 I 4E R I R E T GC
LW GRYTE I WA R R T B R R S AR
ARG I LS 14 0 TS 3R 85 22, DRI R 1 4

(et

prM2 |

HE B GC 1 & i ML AR 7 LAY . IncRNA H19''fiE
M S5 GCHRE SN Y yOT 41 T 40 ML FN TAMSs Ay I5 4,
Ir5 GC AN Ay S e 6 A T, yOT 4H i J& GC - 1 — 4>
ST UG PR 2%, AT LTSRN TNM 1T A0 I 48005 26 2l B Ak 7
(4 A AF 2 A TR H19 38 3k 0% GC Ao e A T 52 1) GG
A LY A 2 v FERT UPE S GC B B TS AN R ARk,
IE AT REVE R HSH A3 T GC B IR T R BUG M . 5
Hb AT EARJE B ETAYT G I FB (H2 HF GC 41
X AR ST 240 (T 24 M 1 R TR BRI T B T I AR A 1
SNHG7™ (HAGLR™ | LINC00665""* 45 fit % 3 i H 43 AL il
XF GC i 24 40 B AEAT IR 4 , 5% M) GC 290 JE 1y A 1 ik K i 2k 51
W GCCRBMHAM. B2, IncRNA I[{E N GC 2 Wi f i 5
(0 £ bR A W, AL AT B R BT A T SR R IR GC I R AR
B SR, % EE IneRNA 1E 2 GC 45 Sk A ibr 4
USRS — , AT R — R B R BT, il GC P In-
cRNA g% 5 R 7 A OCAR S 1 miRNA SAHZE & 1008
A PbR SR R GC 2R,

2 IncRNA X5 ¥ 8% 3 12 BT 4m B 9% P 64
Y A

411 H 952 (hepatocellular carcinoma, HCC) J2 tH %3 [l
P DL e i 2 — 1 BAT, AT IncRNA fER T
HCC AT 5 P2 A V8 9 968 A0 I 19 A JR JUT A0 A A 5 2 2
T(E2),

HOTAIR——miR-130a-3p | HIFIA

WFDC21p —————————>PFKP, PKM2 | ——

HULC —————=1DHA, PKM2 | ——

SLC2A1-AS| —————GLUTI, FOXMI| —>

IncENST ——Nkx2-5| —ErbB2, LDHA| ———

NEATI mTOR |

NPSRI:ASI—— —— MAPK, MEK|——

BCL2A1 |

PANTRI —— miR-587 |
e

hepatocellular carcinoma

|+ Positive Feedback

l : Negative Feedback

2 IncRNA Fn#EEf# 3T AT 40 B KO 1E A

Fig.2 Role of IncRNA and glycolysis in hepatocellular carcinoma
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2.1 IncRNA 5 1R 7 < g BgiE = HCC HEB %

WF9E &I, PKM2 & A48 I VE AT E2F 1 30E (19 SNHG
P95 miR-326/PKM2 Bl {2 #F PKM2 B 36 15 , 112 1M 9% A A
HCC 41 A 3 517 o R )L A% A2 1 Nur77 %% 53 05 IncRNA
WAP DU A% 0 25 F9 358 21 B3 P (W AP four—disulfide core
domain 21 pseudogene, WFDC21P) 3@ i ¥4 #% Nur77-
WFDC21P-PFKP/PKM?2 %l 3171 ] 4 % %™ . IncRNA HULC
MR —ANIE A4 T, H9 38 LDHA F1 PKM2 5 J8 2T 4 4 i 21
KW FZ K 1 B(FGFR1) M5 G, 5 B0X W FI g 1Y BE R 1L
AT A I A . STAT3 B T 8 miR—506 $I2 1] 30 1 45
IncRNA SLC2A1-AS1 0 f8 38 i 5§ STAT3 32 4+ 45 &, XF
GLUT1 A8 /5, ok nf LUiE i STAT3 0 il FOXM1 fy
A, FEFOXMI/GLUTL #1463 , 76 HCC 41 h 33k
VR AR A
2.2 IncRNA 5559 FiA#E HCC 1R g

RAWFFE R, N3 A 4 H 324 (human epider-
mal growth factor receptor, ErbB)2 3 i i #k 7o 8 1 1,
FEI V8 LDHA 2 & 4% Warburg 500 , g o 7] 554 7% A
T NKX2-5 45 & . 5 % i 4% 4/E ] . IncRNA
ENST00000570843.1 (IncENST) i 1 NKX2-5/ErbB2 il & £
G FEUO s 5 L NKX2-5 , 0 1 35 ExbB2 5L iy 4%
S, N A ErbB2 8 [ By 3k, DT 0 1 555 4503 il (radiofre-
quency ablation, RFA)J5 5% 8 HCC 4l i ) Warburg 2%
HOTAIR & A i B Ji5 77 38 2 98 35 S 4 5 =2 19 HCC 21 i
miR~130a-3p/HIF1A %l 1 IR /% > . mTOR 7E HCC
T P43 IncRNA % 540, NEAT1 J2& mTOR (1) 3= 55 54 45,
9 BTG B, mTORC 1) il NEAT1_2 1% 5% 35 [8] i 30 3%
mRNA B $5 R G SHAE % 7 6 00 22 2 20 117 412 30 FLC.COME P e A0
MR s> DRI R ARE S S A IncRNA M2 Ik S 32
4 1 5 L RNA 1(neuropeptide S receptor 1 antisense RNA 1,
NPSR1-AS1 )3l 1 3435 MAPK/ERK il # ] L2 7E HCC 20 ity
(A G AR > 5340, IncRNA PANTR1 3 42 V4 miR—
587 P15 BCL2A1 (st rl 2 #E HCC iy i e ™
2.3 IncRNA X HCC W2 i . igfr R ¥ /g 77 E HY
ER

JOELEL WA YT 7 TS T HE R (8 i T Y
SRR RLAL R A FURR TS AR AR 3 1%, -4 80
VRIS R R T Y 5 2 A, IncRNA KZ 2
30 g R A DR 3Rk R HEAE I, Bl R RS S HCC A W)
PR P RA IS (05 F S KB, IncRNA WFDC21P"!
S5 13 5 PFKP A1 PKM2 [R] B AH B AR FH SR il HCC 41 At A A
T , HULC!"™ 5 12 LDHA F1 PKM2 A1 H.AF FHAE #E4 SO
fiff, A IncRNA R ik B4 8 45 0 221 W 15 ik DG S il A 1.
YRR, 520 HCC 4 00 A i, itk — 2L i B T IncRNA i

P HCC RIS 10 2 22 ME R RGPk o BT XX — 2538, FRAT1%%
I IncRNA 22 [8] A G s A7 76 25 52 i 2% 9K 0 JH B ) 81 42
T 7 O BT , T HE LUAE BAAS Ine RN A 8 15 W B e e 1 5, G
A B I Aok I M e 5 S YV T B ) 45 203 HCC 1R
JY RIS | 3X — IS 5 2 0 2R SCRe 7 ZE X AR W L
IncRNA- 7 11 0 AH B AE FH#E AT IR AR BE9E o 3 4,
RFAPJE—FAYT HCC MBI AR | BARRERS A 2L DIBR
rC DX SR R (FJE 5t X sk ) HCC 40 I 1 A BB iC
HRBR B2 HCC 20 J 15 4 23 38 3 Warburg 500 #5548 , In-
cENST W ] LA 8 B8 5% [ ExbB2, 410 il 13 38 X 3549 HCC
200 0 ) B T i, BELTS HLC.C 199 2 JR , Ti] o JHL S e v A Sy
HCC 43 F FEE RIATT RV AE B M8 o5 0 4211 T % IncRNA
RFPEFITETEAN A R FRATT R 8 78 70 R T E AT R L 5F:
TE T — R R 1 IF & Th R e AT )i .

3 IncRNA 5AEBsEAE2E A Ja b oy
YE A

45 198 (colorectal cancer, CRC) 42 tH 53t il N fc
UL T AL TE TR E 22— , TE G IR v ) R RSB TR oy
AR 3ALANGE 282 AE P, CRC & KB 12 Al
JEMIIET RN 2 —. T ZMES B A IR T CRC YK
R, HTIRIT Tk ISl RS A VIBR AR AT i
TRYT G I SR I AR S AR R A AR R Ry 64% ., K
5T 2 W, IncRINA R0 TR i %) 45 1 i (0 3235 7 A T
B (F3)
3.1 IncRNA 5 ¥EE:fi# K B 15 CRC VEEf#

HK1.HK2.,PKM1 Fl PKM2 4 5 5 i 19 2 1% %} CRC 24
MOEREfRE R HE T, MRIBHMIRITHCBUREAFAR,
MIR17HG 7E 4 ceRNA 5 miR-138-5p 45 &1 47 AR Ll 1
(HK1) 3Rk , 5: 3 CRC JF 4% %% (colorectal cancer liver me-
tastasis, CRLM ) 4H BWH 7 A | 200 B0 12 T, S5 3 i e i B 8
{14 LR TG p38/ELK—1 il , J Ji IF S5 157 1] % {12 1 CRC 4 it
MIR17HG (%% 5 25k FREe o CRCHEJR™" . BFgE R,
HK2 7E CRC dL Z H 323k 18 , KCNQ1OT1 5 HK2 &£ 1E 4
&, KCNQTOT1 A HK2 £ 412 ilF CRC A5 404 T2 A F1 200 it 344
B2 [RIRERY ,SLCCT 5 HK2 2 1F G . SNP 156695584
DRI 45 {5 A R 30 3o 408 ] 2% s Xl BATF SR A2 i SLCC1 3Kk,
I SLCC1 5 AHR AHEAE T, #% skt HK2 1) 3R A ik
CRCHYFEE™ . %3 4h, miR-125b-5p 5 IncRNA Sk 5414k
#ifh RNA(DANCR) 2 R ¢, ELEE ] 9847 HK2 $1 ] CRC Y
HER , R DANCR 38 33 miR—125b-5p/HK2 1 3 4+ 1 31
i HK2 B9 3"UTR #% miR—125b-5p ¥ i) 94452, JBd S0 11 it 25
240 M % re AR R A T R BF SR B IneRNA 348 RT3 2o 1 K
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= IndRNA,

SLCCl ————————H ](2' —
DANCR — miR-125b-5p| —HK2]

| : Positive Feedback

MIRI7HG| —miR-138- Spl——'HKl‘MP% T | Negative Feedback

KCNQIOT1 ———HKZI ————————————

SNHG6 PKM2]

XIST ——miR-137 | —PKM2| ——————————
IncRNA 495810 PKM2 |
PTTG3p=——1ll4 YAPI |

7 4

LINC00265—miR-216B-5P | —TRIM44 |

GLCCl ———c-Myc| —=LDHA|
ZEB2-ASI —— mi-188 | ——TAB3|

HNF1a-AS] ——miR-124 | —MyO6 |

e -APNCded ppp Ap —TALDOI |

et

e

——

MCF2L-AS| ——miR-874-3P | —FOXM1]

< COLAA2-AS| — miR-20b-5p [—HIF1A] = Glycolysi (@4 n:%
PR

LINRIS————IGE2BPs|—MYCl—

/

pentose /
phosphate pathwa

RAD51-AS|——miR-29b/c-3p | —NDRG2|

colorectal cancer

3 IncRNA F#ER 53 45 B = i 1E A

Fig. 3 Role of IncRNA and glucose metabolism in colorectal cancer

PKM2/PKM 1 9 lb g i CRC Y . 41 SNHG6 7E CRC 41
Zlrf 35 B, PKM 19 mRNA $ SNHG6 75 5 ) hnRNPA 1
R BT § 3 PKM2/PKM1 1 LA RS A, CRC 4 il A 4
W A 1 5 o )RR B9, miR—137 ] i 1 B PKM MK
PKM 1 [1] PKM2 5 A8 55 CRC 40 A e e 334 B S-F U/
it 25 40 Jfd , T IncRNA XIST ¥ 28 T 4% miR-137 J5 , i i
XIST/miR—137/PKM i BH 11 PKM2 [i] PKM 1 ()% £k i $2 155
PKM2/PKM 1 Lb {538 58 % % % Al CRC A9 AL 7 R 32 4. o
24 0] P45 IncRINA U % ik O S B 400 g 0 1 o g
BIR (FA) FIX 5% (P-CA) &4 #5419 32 2909 AT,
T BA B FEIVE AT, PKM2 (1% 15 5 IncRNA 495810
FLFEAH S, FA 1 P-CA jil 3 IncRNA 495810/PKM2 %l 1)
IncRNA 495810 1 PKM2 B CRC étﬂﬂ’aﬁﬁ/ﬁ"iﬁﬁ@ﬁ@ . H
CRC I EF T BURIRY PR AL T — Rk ik 42
3.2 IncRNA 55549 FiA#= CRC HEE %
WFFE R, IncRNA T {4 [l 96 5% £k 3, {BE A (PTTG3P)
T3 45 HIF1A/PTTG3P/Y AP 4t oF He 5 s 20 i s i A
T fige , 5 5 L G 400 L M2 A B LINC00265 V6 4 41 il
miR-216B-5P J& i 13 #4 5 miR-216B-5P/TRIM44 % it i
TRIM44 22 3k , 7F 11 42 5 CRC B M i o R . R ARy,
COL4A2-AS1 i 11 miR-20b-5p/HIF1A MV 513 %l -ty 7] 42 i
CRC 2 0 3 58 FIOWERE AR o Myc Ji 5L R BT A S 155 3 %
5 CRC A1 AT 43, L 40 IncRNA LINRIS 5 2 92 1 2k
A K F 2 mRNA 45 4 & [ (IGF2BPs) 1Y 2 22 7 BH W7
IGF2BP2 [ , Hon] i@ i3 LINRIS/IGF2BP2/MYC 4l i RE MY C
A5 1 i 1% it 412 3#E CRC emﬂ@m:m% MREAE"" . IncRNA
GLCC1 5 HSP90 45 4 )5 # 13 GLCC1/e~Myc/LDHA il #4 &
c—Myc 2 FH#E T4 = LDHA A% /K 300G CRC 417 4

MEREAR . RADS1-AS1 i 2 # il miR-29b/c—3p/N-myc T
Ui 98 35 5L 1 2 (NDRG2) %l e 30 1) CRC 4 Jfg 1) A= ) 2 3%
PER S BFSE A & I MCF2L-AS] i 47 miR-874-3P Ji 8 i
miR-874-3P/FOXM 1 fili 38 5 FOXM1 1% 3 35 3 i {2 1 CRC
0B I A AR 2SR RE AR . 53 4h  HNFla—-AS1,ZEB2-
AS1 7] 43 513 53 miR—124/My06 %l . mi—188/TAB3 %l {i 1
CRC 4B ity (222 FOBEIBE AR . CRC i 25 B YD )40
(oxaliplatin, L-OHP)J& I /R b Y — K ME-T, G DFFEIEW] In-
cRNA 7] 4 2K (A4 JF [l X5 CRC TR 2572 A2 VR T o Ine—AP i
fih%5 JIk PEP-AP 1] il it PEP-AP/TALDO1 #4541 TALDO1
FE 1A % 3k Ik 55 85 R S A 34 72 (pentose phosphate pathway
PPP) , ¥ L-OHP i 25 CRC, A Itk PEP-AP 1] R 8% I & A
AR PR IATT L-OHPif 25 CRCH,
3.3 IncRNAXf CRCHJiZ T RF KRG A ER
ER

%% & CRC B FH TG AN R F BRI 2 —  f5tk
CRC ZR ALY Ry 3 B3R Y7 S s , W58 & B MIR17HG 7]
YE R CRC JIF55 B £ 35 HCC 41 A5 5005 I8 A A0S AS B 119
AR R 24 P Y BRI ] CRC H R
BUR . WS &I, IncRNA XiF—28 CRC i 245 21 i AT i Ak
YEHT, 14 CRCHEBEfR KT FRAK LT?E%%?%W%#
Ji7 FH 3% CRC 1 245 210 (432 B T, IncRNA XIST"™ BE 4% 38
b PR CRC e A 9 A 52 ) CRC ALY ¥ it 32 r@ i
IncRNA XIST i % %4 CRCALITBUR G 2I4E T, 5340, In-
cRNA 38 33 5 45 0 miRINA J5 412 226 A e At G it il 2 35 o
ﬂ%‘f’%ﬁﬂéﬁzﬁ@zﬁﬂﬁ%u 5 CRCHE P i, #E 1 i CRC
i e A= 2 0 PR L X — VR FIAIL R & BLRE A%l CRC &
%‘ﬁ@tﬁaﬁwﬁﬁfﬁ%ﬁm IncRNA FHEE A R B MR R 2
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LA FIRT R VL SR 06 A T4
ST CRC R AU B 900 BV AR T 7 %

4 IncRNA 5 ¥ 8% fg f2 L A4d 4 AL i
9 o a9 4F

459 (esophageal cancer, EC) 538 B A WL 8912
ZE Wk IR W PRI AU o D341, BE R 9 (pancreatic
cancer, PC)J&— 7l = B B i MR 2 Wi, TS 22,
S S AEA AR RN T 8% L HETIIN , 8] 2030 45, PC LK
e AH AT I 28 KRR, O B X K 2 B0A 7 Rk H 2
METR Y o FE R AR IR o S 1 B REAE s R HLVE ZE ML R AH
A PR IneRNA Ko Hi 5 DST R B A (00 V5 7 19 20 ALK
AT A TR ABSE o
4.1 IncRNA 5 1EEsfif X 2 B /4= E f DST #& 8%
f#

PTPRG-AS1 it i PTPRG-AS1/miR~599/PA il % i & 1t
W 1 (PDK 1) 17 45 miR—-599 i PDK1 Y2508 o &4
1% R 240 Jfd 98 (Esophageal squamous cell carcinoma, ESCC) [
W TERS FOBEREMR . IncRNA JL3HZE 1 y1 2 A (actin
gamma 1 pseudogene, AGPG ) JE Ml e fift Al ifIRg & A= 14 il i
KT, AGPG T 45 6 M -2 i/ Rt -2, 6- XL 1R
M 3 (6-phosphofructo—2-kinase/fructose—2, 6-biphosphatase
3, PFKFB3), [AlA 5 P53 5 AR CHE P53 % 55 K1 1 a4
X P25 Ty 2 () S Ml 1 e 0 200 ) S0 3 e, 3K A [
W T3 A Tl 5 B 3% DR~ 295 6 SR ) R 4 g 4 i 1) 4 FH AL T
fE 1 A Sk ESCC 1y — Bl A MR TR 97 O 5. IncRNA
MIR210HG 1 PC 1 3, & PC AR 28 FIBREE A Y A B0
WA F . MIR210HG 36 4+ 1 45 & miR-125b-5p 38 i
MIR210HG/miR-125b-5p/HK2/PKM2 % ¥ [i1] i 5 HK2/
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