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Function and Regulatory Mechanism of Long Non-coding

RNA CASC2 in Cancers
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Abstract: Long non-coding RNA is a crucial member of ncRNA family,there is increasing evi-
dence that the dysregulated IncRNAs are involved in the occurrence and progression of malignant
tumors. The cancer susceptibility candidate 2 (CASC2) is a newly found IncRNA ,which is down-
regulated in many carcinomas,and may inhibit malignant biological behavior and might be used as
biomarker for cancer diagnosis and treatment. The knowledge of the regulatory mechanisms of
CASC2 in neoplasms will provide a theoretical basis for its clinical application. The effect and

regulatory mechanisms of CASC2 in neoplasms are summarized in this article.
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R S 5T 2 NSRRI A e (3
B BUR T RAERER | RIS ) e JF B
HHFFEARWITRA , EHE I 1 IncRNA 7 & 21 1)
HE PN FEZ LR

Jih 98 5 %A BE FE [H] 2 (cancer susceptibility can-
didate 2,CASC2) & T ARG AR 10q26.11 ()
KA AR i 5 RNA , K 3284bp, it W] & 16 T 5 i
BB P E ORI IRk i — D R B,
CASC2 £ Z i AR b g v 52 90 5 0 R 38 JF M
I 0 Z FOEMEAE Y AT, I PSR A R
KB E S RNA CASC2 £ 1l B8 H g 2 Wi iR I
A= ) 2 w5 W ST TR AR A, AR SO AT T yge
M CASC2 (VR FH B HE R4 AL AR — 1] AR |
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1 CASC2 5 #Z%5hhig

1.1 CASC2 5FF5E

Gan 55 81X} 50 {1 JF 4 Jid JH- 98 £8 55 o 98 2 40 A
X IO IE 28U CASC2 2635 1) 2 1 K 0 45 SR R
CASC2 £ 7 i 235 I H I 40 il 9 CASC2 1Y =ik
WA T 1E M, bR e %3k CASC2 J5 M- 4
Ji R HE 5 5 1R 22 5 R ve 2 2B B A, ik AR A
T 114 240 6 A1 3 o a2E— 25 I ML F 5 2% B, 9 v
CASC2 P33 VE H J2: 8 3 3 4% MAPK (mitogen-acti-
vated protein kinase )5 5 18 i 1% P SC LAY

Zeng 55 OIF G A UF ST g 2 2R i 7 20 i
P CASC2 11 3 3k 1 I8 T 1E & 41 2L 40 g, fi
miR-24-3p 2 5% BRIk I HAE Mg A 4 b
CASC2 5 miR-24-3p Wi & M Rk 2 B & A G, BF
FEHIAFE ) IncRNA BT LIAE Ay P 154 0 4 30 2 % o
miRNA i 45 g 11 & A= & e 1z 0k 5 1A BA ik — 25
A I 402 S ERIE 52 CASC2 AERE 17 1A] P51 45 miR-24-
3p Wik, b H miR-24-3p #Y % ik 5 BE 9% BH ¥
CASC2 X iz 248 i 1 365 B8 410 1) 5 06 12175 7 s B 58
Bt ik 52 5 R ik CASC2 RE W b 100 il 44 P9 % A 93 1)
AR R 1) PR A miR-24-3p, AT LAFE — g R L
B CASC2 Fy R 1E I

Wang &5 ORIFGEE— 25 K B, M S FNAE A6 2 % 1)
JHF 968 He 2 i 40 20 N CASC2 1Y 6 1k 7K S AR 441
it ik CASC2 At B K e 4 i 1) 12 78 5 1= 22 ik
J1IF 90 H A& A T Jz 8] 5 4R (epithelial-mesenchymal
transition , EMT) . Itt #b ,CASC2 1E & N IR 1 7% 4+
RNA (competing endogenous RNA ,ceRNA ) i & ¥ #%
miR-367 5% M T JiF #L JE K FBXW7(F-box and WD
repeat domain containing 7)) 3235 | T SE BLHT I
54 (CASC2/miR-367/FBXW7 454 ) . I R %k
P& M B, CASC2 Al miR-367 (1) 3k 7K -5 if i
R 2 YA G ,CASC2 R 3R 5 H miR-367 (R ik 4
JHF 988 F8 3 R T e 22

16 _E IR SE B LRl | Zhao %5 UV 1 % 4H 416K
E R N A S B AL I ST A5 R, JF U — et
CASC2 5 miR-362-5p [H] £F 7& ¥ [a] 9 22 ¢ &, M
miR-362-5p ABHE A ¥ 301E NF-wB {5 55 38 H 19 6 1
e 2 SR KR A 1Y CASC2 2R & T X miR-
362-5p Wy A4, b H R A miR-362-5p i
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NF-kB {55 i, 104 2 g 49 4 A= 2 5 7% 25
YA 2 AT
1.2 CASC2 5%

Huang %5 "X} 68 1] 45 iz 92 b 88 41 20 F i 55 1E
WAL CASC2 FiA A qRT-PCR 2 A6 0 45 4 &
AREG IR CASC2 BT IE, Jf H CASC2 iR
R HA T S R A R R REA R
A AUE BRI 5 2B iR, CASC2 Y IRR A K5
S5 TNM 2033 DIAHOG . AR L TIE W 40, 45
i 9 iR A0 L P CASC2 Al 2 IR R IR i — 20
FR A S AS A SEBIESE i 3k CASC2 AT LA 25 410 il
it 968 24 it 8 B 1L 4 200 R 3B v e 3k CASC2 1y e
TR AN ML AE R N A 2 AR S0 AR o T A
SN A B CASC2 nl LAUAF DAy P 18 12 Vg 24 0% 4 4
miR-18a, M 7E 45798 ' miR-18a 12 ¥ & ik I H &
KK 5 CASC2 2 A ¢, miR-18a nf L EL 4% F 1]
P T AL PIAS3 (protein inhibitor of activated
STAT3) Y3k s BT ST A 15 th PIAS3 REASHE 7 4
W #] STAT3 (signal transducer and activator of tran-
scription 3) 15 5 8 F 19 16 14, 10 900G B9 STAT3 0] LA
M BelxI #1 eycling D1 5 5L [KI g 3ik , i fe #F
R A0 M R B A 25 b eSS i T R e B AR
(¥ CASC2 15 A 4 ceRNA il i miR-18a/PIAS3/
STAT3 signaling/proliferation-associated genes 4 il
e S 96 Y B 4
1.3 CASC2 5a#®E

Zhang %5 X 45 ) 9 A0 H IR 21 SR
I IEH HZUN CASC2 Ay 4521 /s, CASC2 [l A
SIS HARR IS, CASC2 M FRK A 5 & TNM
o330 B A AL A DIAROG , IS0 R AT bk 2 4 5
B (IR LA CASC2 B AR A9 238 M HL T IE %
20, T RE ARHL N CASC2 ARk . 3l ik i e 1%
BEAE A0 1o R IR B IR CASC2 J5 RE % 12 2% 1
i 9 4 ) M A SR R IF R S M T R A iR E
CASC2 YRR B N RS AR ) AR P sz B . 5
S B BLRI BT T & B, CASC2 AT LAAE g oA 8 1 1 44 9
¥ miR-18a-5p, 5 2 miR-18a-5p 2k 2 % H: F I 9 &
K PTEN(phosphatase and tensin homolog) i 44
PTEN 1% 2235 £ #E 1% £ PI3K/AKT/mTOR {5 *5 il
%, 484 5 A0 B 4 5 5 T RS E
14 CASC2 58/

Li 55 MR AIE 58 45 2R Won 7E 15 i IR 2 2R



AN CASC2 HARFARA . FIH pecDNA3.1 4
A 1) AR TG Y Sk AR L e TR 40 B P9 CASC2 1Y
5 I FT UL A M3 5E 2 B A0, Ab T GGy B A
JifL 5 EE i ELE 2 A i R AR PR T R RURS MR S
gk W] BRIk CASC2 B9 MGC-803 4 ity 7 14
A LERAER T T A O N 0 NS 2 0 i N S TR
CASC2 i i 42 #F ERK1/2 1 JNK f4 4% 3% 33 41 6 i
S YGEE B D IE R T R IR A M CASC2 &
22 LRI HIE FIN 8T MR kA R

Zhou “F"SITE L iR A 5% 1Y FE Al b X CASC2 1y 3%
K5 R 0 I PAC o B2 R AE 2R A7 AH 56 1k 43 #r R B
CASC2 Hy kK5 B TNM 20301, 1 & =290 &
S b B 4 DA 56 KSR I8 CASC2 41 & B AR 5 4%
A A= A7 ) B A 40 27 7K SE 6 7E TE S CASC2 fig
{0 <51 e 8 00 L B R AR 2R A, TN e Bk KAk
CASC2 Ji7 AT 8 ok P Bz 240 B 1% 6 4t i 45 4 285 44 1Y
AR AL R TN I Re Y et Y VI B R (1S
IR CASC2 FEE 1 a8 A 1048 T8 B, T 3 5 98
i %) 52 1 2 R B D AHL G
1.5 CASC2 5BERRE

Yu 55 ORISR BRTE I AR R T CASC2 hy 5 {IK
Fik, JF HHRRAKCOE 5 TNM 20 8 5k O,
CASC2 IR 3R K 21 £ 3 1 B (A A= A7 B [R) T ) 2278 4t
A3 AT 7R CASC2 B 2 3K v] AR by i i 96 15 11 2k
SEHIWT R 2 PR AP 2 50 45 A UFE S8 CASC2 REfE 1 il
i M 9 200 L 7 144 58 9 #5278 PTEN 1] BB 5 3] CASC2
P AE R . A 25 A BA AR & 31, CASC2 ik
ZE A% ] F 1A (hepatocyte nuclear factor 1
alpha, HNF1A ) [ [7] 4 #5845 | b 83 21 218 HNF1A
5 CASC2 M#HMFRILEIEM K, K35 HNF1A 41
BHEMBUG A AR, 528 d 5 CHIP 5
¥ESE HNF1A 84955 CASC2 4wt N 1375 sh +
DX PN Y I B T A ARG 5 R B o 5 AR DT ER
CASC2 REREH 4100 HNF1A RIS sE/E R, ok —
A BT s HNF1A/CASC2 X 345 Aty 400 ol /6 FH 2
i L JE 5 PTEN/Akt {55 38 [ 76 4 17 S B0

2 CASC2 5hhE

Huang 217 F TCGA 3 %8 i i 1 552 9k

A (501 i) il i 3 A1 51 491 1F B FEAS) Ll GO Al
KEGG 43t H i IncRNA A9 B 1600 ; (e 5 90
FE R 27 50k B T COSMIC Fil TSGene dataset J:
FIFH GSEA T LUf#HT 5 IncRNA Al (i 3L £ A K & |
R WoR A 31 AT IREERE R 37 D LR ERIAR
IncRNA, Jf H & B CASC2 51 22 98 /30 J L A )
FREIEFRBCR, LB 5E 45 5 Ul B il 85 58
CASC2 mIREMC 3 T 2R ¥ VE T, il o P 4% 2 4~ 3
S AT s S5 TR 190 2% T R 5% e o e 1) R A R e

He 55 "SI GES R & 0 E /1 4 i Jidi 68 (NSCLC)
H1 IncRNA 19 235 48 fb JF & B CASC2 75 i Jg 41 41
5 i SRR A , i it qRT-PCR %} 67 5] NSCLC 41
U R AESE T LR gh R, it — 2 B 44T i
7 CASC2 (33K 7K1 5 g K/ TNM 43 191 &2 171
FHE,CASC2 mRIXAHBEMA G A AR HER A
CASC2 7] LIAE R NSCLC Wi st Hlig R, 5
SE AR SMA P S 55 N SR 1 ) 3R 58 CASC2 RE
5 90 I NSCLC Jib 987 41 ffa 1 3% 5 JF HL & & 38
CASC2 B BR FRFE AE I8 Y A 3

Jii Jit 9 fiok 93 2H 20 i 96 4 L PN CASC2 1Y K58
W 3 AT T %68 iz TE R 24U R 4, JF H CASC2 1Yy
FIRIKE5 Ik L 25 7% | I DR 23 39 e A= A7 B )
UG, st Rk AR 8 CASC2 &b Ja , I
AN AT R . 1R28 & EMT g 1 32 )05 8 9 6
Wang 55" () 6F 58 18 45 1, il 6 vh CASC2 it 34
2 SOX4 (sex determining region Y box 4) & ik 3k i)
il b 97 4 B % 2E EMIT,

3 CASC2 5ibiR #%5: by

Cao 552 5% & IAE B 41 g Mg 41 20 (32 1))
TR 40 B Y CASC2 R BE St T &k, i £k
CASC2 H1 & 3 1 i b 922 200 Jfd () 3% 58 5385, W9
i F8 H CASC2 143k 37 3] miR-21 (1) 7 1] I/ 5, IF:
Hab 3Rk miR-21 B 7E — & B b i % CASC2 Xt
i g S48 5 RN A AL 9 S0 A

Pei 552U 76 151 1% JbE 9 I g 2 2R 240 P )
Kl % B CASC2 M Ik KR A I H 5 Mg TNM 43
W UM G, ad Fe 1k CASC2 1T L Sk 2 00 il Jif 78 4 i
B mE | BE A AR O SR T R AR BRI RS R 2R
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AES1, HE—HBHFSE R CASC2 3l i % Wnt/B-
catenin 15 5 18 #1476 PR 9 S M Jea /5 F .

Li 520 5% % BLCASC2 15 1% b IR 8% b Jz g b
AR Ry S AR R AR, JF BARERIA A A2 B2 5 M TNM
A3 SR BRR /I DARR E a A R AR S AR O . B
A oR R CASC2 T i 12 W i &k i il 5
A ] DA 32 1 R S R R AU CASC2 = ik 4l i
BHHIARG 5 G RAAFF AL, R CASC2 7] LUIAE
R A2 e BN BRIATT W I e PR I - 1 s AR S 1Y
gLV TS

4 CASC2 5#Z A%y

4.1 CASC2 5K &

FLAE 2014 4 Wang 58 20T 58w & 0 DA 7R B
JO IR i Jed 2 R i A L e CASC2 2 F i 35 #%
Yo CASC2 3 F2 IR R A J5 mT LAtk 22 400 71 firb 9o 240 g 344
W S5 R BRI A ST &L HE— 20 R 4 M S
I 52 i S5 98 H CASC2 /E R ceRNA AT LA [ 3 458
FoEE miR-21 M3RiL, I H L8 miR-21 ARk 6E
g AEAR KA JE ik CASC2 P15 SR .

Wang 55 P 7EUE S B B o CASC2 myAIR Rk Ak
R IR TR KT 5 g 4y W U0 A OG ) IRk
CASC2 2H H8 & 1 A= A7 i [A] B 42 H CASC2 n] LLAE Ky
J2 JBT96R S8 N R TS W SE PEAG R 2 eAh, %
FETEWR E CASC2 i /E HIAY BL Al 138 45t CASC2
i A0 ] Wnt/B-catenin {5 538 H 1 1 4 R 55 B L
DI fe .

Liao 5% A1 BN > #2453 81 5 1R —BUW i 58 25
LR B3, B CASC2 3k Jm REAE 1 5 B 21
W 2 (temozolomide , TMZ ) X [t Je3 291 Jfg 144 5 A% $1 ] 4
FH 3275 CASC2 W] AR 3E firh 78 2 Hi XoF 5 B e i Sy
Bl B9 AT 245 W (0 U o 1 — 2D I PL I F 9T
CASC2 i 2o Py 95 7 v 25 W B miR-181a 4k 1 i 45
PTEN {5 5 i i #9 36 # , 5 Bl CASC2/miR-181a/
PTEN 345 % of 412 1 Jice Jo 83 Jieb 783 240 B % T™MZ 194697
TR

B X F IR X TMZ A J7 T 25 1 BIF 5%, Jiang
4 A 5% P BA 120038 5k 20 2 i A0 B A S IR S5
CASC2 i #F ceRNA J7 LW B miR-193a-5p #F i 4
2 UL mTOR (mechanistic target of rapamycin
kinase ) 4 23k ; 17 mTOR 1F A B W8 45 K 7 RE % 41
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il 20 A AW s 2B I S0 4 R R ] [
M BE NS TR IR A0 X TMZ 3697 19 R e
Z ., B P s IR R R Y CASC2 R £ T X
CASC2/miR-193a-5p/mTOR/Autophagy #1145 | T
bR A M % AR A WE TN TMZ IRYT I 2Y
4.2 CASC2 5EM4MMTE

5 LR A, Lin 55 20 5255 & 31, CASC2
1T MR ek B I BRIk Y CASC2 5
BV 40 MR8 Y 43 3 5 IE A OG . A siRNA DT 3k
CASC2 KKk J5 i Jed 4 A %) 3 58 52 B4 61, 55 2 1 4
HfL 8% BT E GG, T H LR 2B W B T
Bok 5 1 D % AL IR sh P A Ak 45 3 T A D 1 &5 5 L i —
A B ML 5 R CASC2 55498 P miR-101 [A] 47
FEAE H ¥ CASC2 38 i 55 4 PE 45 & miR-101 >k BH
WBr miR-101 X} T ¥iF 8 5 CPEBI (cytoplasmic
polyadenylation element binding protein 1) 4% | 1M
CPEB1 fy I 8 2 3k B 08 {2 1 I 96 1) 30 1 26 ) 22 45
o BEAM I R EE 53 BT B8 CASC2 Rk KT 5 A
RUAN R I R 43 30 S e B FE TR B UM O, ik
CASC2 HAKF3A miR-101 21 H & 09 A= 77 i 1) e Jd
It H CASC2 7] LAAE N 5% 40 M98 58 3 1005 i i 57
FIW R &

5 CASC2 5BHE

Ba 5B 9Y K BAE 1 A H CASC2 2 3L T i
Fik HHFRKKFH TNM 2030 25 VI 56 7 i s 20
L PN A0 3 e 3k CASC2 RE % 9tk 40 o 4% 58 5 4
7 JE— s 4E B CASC2 i i W Bff miR-181a
FE PR R UEAR L ] RASSF6(ras association domain
family member 6) ) 323k , Ifi RASSF6 7E & A & H 2
TR E MM NEM, WA
CASC2 5 RASSF6 i # ] ) 45 1K 5 1 #H 3¢ (CASC2/
miR-181a/RASSF6 454 .

X 96 i B A JE A A i 21 218 qRT-PCR &
WU — A UE S CASC2 A # AR A, Rk K
-5 b g A3 Ak /N TNM 23 3 38 BT M 56 | 3R
ik CASC2 ‘5 R 8 8 B B AR AR AR Tl 4 AR
1235 CASC2 RE % b 22 100 il b 92 400 B 1 14 4 3B
228, BH Vi 240 it J8 10 5 A P S 56 v ik 3R 58 CASC2 7%
L JRE 1) F B /N HL Ki-67 Rk B,

451 EGl

74

#* &




6 CASC2 5 EmiE

Feng %5 PO 5% 48 H 76 B U8 T CASC2 b 22 3
FHZEIA I H 5 M TNM 4330 8 i R/ & Rl
AL YIAH G | CASC2 I 35 41 f8 & 1) AE A7 I [R] 1
B4 J6 s 1L 3k CASC2 RE NS 10 25 4% 5 G471 X e 73 41
3G FE AN G AN AR TE A BAGE A B S AT
i 245 21 H 3 21 20 h CASC2 (19 #3541 e T sk 4 &
BH 2 [, O ELGUAA i 24 /480U 4N 28 PNt 77 7 4 )
eIk AR ML, R S5 UL CASC2 W] LAKS e Hije
IS8 240 Jt e AN Ay 5 il 1) 25 03 7 W U L TR
SLRHLHIIT IR E— 248 CASC2 RS 8 Gk 45 &
miR-21, 1 miR-21 7] LAV PTEN {5 5 3 % /9 75
P, BIVEr 808 th CASC2/miR-21/PTEN #1445 i e 40
X A7 ) R

7 CASC2 5HURBREE

Xiong %5 VUF| H] TCGA Database 3 12 £ 4 70 #
R, HUR B vh SR KR IA B CASC2 5t 24t
K TNM - B VI G, fl3Rik CASC2 4 & B AT
T2 AR AR A I 40 L N CASC2 [R]FE 2 BRAR R
ik #E— 53T CASC2 13Kk 7K - 5 It R 40 8] 1)
KR, BRI IR CASC2 1Y ZRIK AT LIRS HAR e 1
AW AT R RN B TS kS H E R, A A
A ] DA 32 1 R S e R R AR

8 & i&

2 4 H  IncRNA AS 12 35 R S o 2 b i
“BEE, WO FEUE DNA 558 H 2 6] i1k % | bl
ek 22 1 BIF 5 92 4 B E 4 A RNA 2 A48 4 i
Je v 5 B S SRR O VR IR A R A R R, g v
IncRNA BT R 1 2 52 24 10 2 DIRe Y | W 45 1611
PEEAEFMLE . CASC2 J2 8 9 & BN 7E 24~ R 40E
PE bR b 3 SR KA 1Y IneRNA, W 58 & 3
CASC2 75 K43 b I8 N A IR RIS | B 4% 4100 i
T ) Z RO E W e AT Dy (A R T A
M EMT %), Jf H CASC2 Y235 /K F 5 i Jeg 4 I
PR L2 R AE B DA OG . L iR A 9 485 SR AU i Jg Y
CASC2 AFAE I vk Il — 1, B 20 VR J2 1T 1 5 2% 7]

PEOLRIA 15 Tt — PR SCR b . S 2 IR 2y
RAMEIE ,CASC2 A1 Bl N IR 1236 (1 LE W) A hm
P LI B YR T R T B A
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