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[#H=E]1 B#H 588 & RNA(short hairpin RNA, shRNA ) T 2k 45 I 4 #H %% 5% [F 72 (colon cancer associated
transcript 2, CCAT2) %A/ INAH il & 5 M5T46 (cisplatin, DDP) 41 fd ik (A549/DDP) B85 | 1222 FH T A KA N B 1 i
R, 7% shRNA-CCAT2(sh-CCAT2) S shRNA-FH X B (shRNA-NC) 54 4t A549/DDP A ffd (I 15 A 2 4b R 1Y)
A549/DDPAH Y% BEZH ) , 3 1 52} 965 5E 7 PCR (quantitative real-time PCR, qRT-PCR) #5134 A 549/DDP4H il CCAT2
mRNAZE; 38 i MTT 5660 320 A 549/DDPAH i 4553 AN [F] 7 &k J32 (0 ~ 8 mg/L) DDPARIE 5 (Y e g e ) 284k, IR I%
FE2 mg/L DDPHFT/E L5050 . SRATEMETE BiSC S0 . FaCANNEE | TranswellSE9 A2 mg/L DDPALHENT #5240 (G A
ZAL A ASA9/DDPAI N A X HRZH ) B4 . JAT- . (RZEAIFEIE, F Western blothrill 45 4 MMM bR ICE H (Ki67THEH | H45H
A% 4B (proliferating cell nuclear antigen, PCNA) J . A T-FRiC 8 (1 (Caspase-3 . Caspase-9) . i 28 bric A (MM E
H: K HF (vascular endothelial growth factor, VEGF) . %&£/ 4 J& 25 1 [iff- 14 (matrix metalloproteinase-14, MMP-14) ] 1Y
Feik, R T ESTAS49/DDPANN , 5 HeshRNA-NCHIHE Yesh-CCAT2 A549/DDPAN, 453 dif I3 SDDP 2 mg/kg, i
SEARTIR, Sy IR (B2 T T AS49/DDPAN, i s i A5 it AR B K ) o RS b iAFR, 3130 o 30 d)E AbFEIU R
204, RT-PCREGINCCAT2 mRNAZKTA, TUNELJL (A IR 40 T, S55R  SXT R FIshRNA-NCH YL AE LY, sh-CCAT2
YL A549/DDPALIG , 4l CCAT2 mRNAK B (P<0.01), 2 ~ 8 mg/L DDPAE 5 40 M 5 i) 58 B 2. (P<0.01) ., 5
Xf BEALAH L, DDPAE P 3 2H 4t A 5 TR i D, 3458 AR 1E 2 FIKi6 7FIPCNARIA I/ (P<0.01) ; AU T3 n, JH 14
L 8K [ Caspase-3 fllCaspase-93 53 £ (P<0.01) ; 1R 2240 B/, 1R FEFR 10 FI VEGFAIMMP- 1435 F# L (P<0.01);
DDPAL IR 3L AU, sh-CCAT 255 YL i ANAE IR RN B B (P<0.01) » RS B, 5XIRAUA EL, 3-7~DDPZ e
RO/, 30 diF 22 328 G135 L (P<0.01); ME41Z1CCAT2 mRNAZ L/ (P<0.01), 40 T8 (P<0.01) . 34~
DDPALH, HFhsh-CCAT25: Y4 1) AS49/DDPAIEAL iR R B i (P<0.01) . 51  sh-CCAT2W] LI AS49/DDP4H
LAY HESE . 5 20 ML TR AR AU A 1 1R 2868 00, AT AS49/ DDPAIARAE .
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[ Abstract] Objective To investigate the effects of short hairpin RNA (shRNA) on the proliferation, invasion,
apoptosis and tumor formation of non-small cell lung cancer cisplatin-resistant cell line (A549/DDP) via silencing of
colon cancer associated transcript 2 (CCAT2). Methods TA549/DDP cells were transfected with shRNA-CCAT2 (sh-
CCAT2) or shRNA-negative control (shRNA-NC), and untransfected A549/DDP cells were used as the control group.
CCAT2 mRNA expression in three groups of A549/DDP cells was detected by quantitative real-time PCR (qRT-PCR).
The proliferation of three groups of A549/DDP cells treated with different mass concentrations of DDP (0-8 mg/L) was
detected by MTT. According to the proliferation experiment results, 2 mg/L was selected as DDP concentration for
subsequent experiments. The effects of 2 mg/L DDP treatment on the proliferation, apoptosis, and invasion ability of each
group of cells (with untreated A549/DDP cells as the control group) were tested by clone formation experiments, flow
cytometry analysis and Transwell experiments. The expression levels of cell proliferation marker proteins (Ki67, PCNA),
apoptosis marker proteins (Caspase-3, Caspase-9) and invasion marker proteins (VEGF, MMP-14) were detected by
Western blot. Nude mice were injected subcutaneously with A549/DDP cells, A549/DDP cells transfected with shRNA-
NC or A549/DDP cells transfected with sh-CCAT2. DDP was intraperitoneally injected at the concentration of 2 mg per
kilogram of mice body weight totally for 7 times with an interval of 3 d. A control group was injected subcutaneously with
A549/DDP cells, and an equal volume of normal saline instead of DDP was injected intraperitoneally. The tumor volume

was detected every 5 d for a total of 30 d. Mice were sacrificed and tumor tissues were taken out 30 d later. CCAT2 mRNA
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expression level in tumor tissues was detected by RT-PCR, and tumor cell apoptosis was detected by TUNEL staining.
Results
mRNA was decreased in sh-CCAT2 transfected A549/DDP cells (P<0.01). The decrease degree of cell proliferation was
more pronounced after treating with 2 to 8 mg/L of DDP (P<0.01). Compared with the control group, in the three groups

Compared with the control group and the shRNA-NC transfection group, the expression level of CCAT2

that treated with DDP, the formation of clones and the expression of proliferation marker proteins Ki67 and PCNA were
reduce (P<0.01), while the rate of apoptosis and the expression of apoptosis marker proteins Caspase-3 and Caspase-9
were increased (P<0.01). Also, the number of invasion cell and the expression of invasion marker proteins VEGF and
MMP-14 were reduced in the three groups that treated with DDP (P<0.01). Among the three groups of DDP-treated cells,
the changes in sh-CCAT?2 transfected cells was the most obvious (P<0.01). Compared with the control group, the tumor
volume of the three DDP treatment groups was smaller and the differences were statistically significant at 30 d (P<0.01).
The expression of CCAT2 mRNA was decreased in tumor tissues (P<0.01), while apoptosis increased (P<0.01). Among
the three DDP treatment groups, the A549/DDP cell group transfected with sh-CCAT2 showed the most notable changes

(P<0.01). Conclusion

sh-CCAT?2 can inhibit the proliferation of A549/DDP cells, induce apoptosis and reduce the cell

invasion ability, thereby inhibiting the growth of A549/DDP cells.
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i e 1, HATIA YT O A B, 322k A (cisplatin,
DDP)#ATALST, (H i THIE LW 7E I PRAT ] EAFAER R
J B AT 24, 5 R e A T S0 PR, B9 S, AR/
0 L i S A A AR A 15 %, TR 22 Sl T 3 s il
S BYFUS, TFAHT Y 2590 G s AR /)N 20 B i i 200 B 1)
DDPEUSMEIC B Y] . KAEEE IR RN A —FioH 72 i e
AEWIBREY), TR REAE A FH2 WG T SR Ao o
W&, T 45 7 98 A0 5 F% S Rl 72 (colon cancer associated
transcript 2,CCAT2) /T4 i K A — DK BEIE S
RNA, 1 4 (0 {K8q243% — R~y X g sk, H 545 i
L A5 0 Y R A R AR R, A ISR,
CCAT2S&—FhAE/INAH b it 240 B e S ek I K B R
HMASRNA, AT LU HEE /N0 i it i 40 B 1S 58 A2 2%, OF B
LI/NFHERNA (small interfering RNA, siRNA) T3
CCAT2REMEH T =l /N 248 Jf0 Jit s 240 B 25 100 AR /1386 5 A2
287 HZDTER CCAT2RE A i AF /I8 i A 98 Td 245 248 i
PRAVHSTE AR ZBIRANTE HE . A5 R % & JERNA (short
hairpin RNA, sShRNA) LR CCA T2, W58 HXHHE /N ffa i
SRS 25 M LR PO 1 50 AR R T2, AR XA A fiob
T WL RE N, SRy I B3 /N A s e 14 167 AR 7
GRS

1 #MR5E7E

1.1 MEERFELF
iy DDP AT 41 il ik A549/DD P H - i 25 i A= 1y
B AR AT]; shRNA-CCAT2(sh-CCAT2) FIshRNATE X

Non-small cell lung cancer

Cisplatin

J7 51 BA 5 HE (sShRNA-NC) K AHKEB 751 B A T
WA R A R BT I G RORIE IR A5 . a5 | 6
% . RPMI-164055 57 W H 358 GibcoA H]; DDPIA H
VUL A B AR BR A W) 5 7% Je ik & lipofectamine
30000 H Thermo/A &); Trizol 7|y H € E Life
Technologies/A ], BCAIAH & . MT T &M A L&
FRHA PR F; Kie7 . HE5H 4 Ml A% 5T )5 (proliferating cell
nuclear antigen, PCNA), Caspase-3, Caspase-9. Il N}
H: K A F (vascular endothelial growth factor, VEGF) | 3&
J5i 4 B A - 14 (matrix metalloproteinase-14, MMP-14)
ikl A = RAEYRHA AR ECLASGRYIE A
b U RHEAT PR W] GIMESAY: (a3 W 1 b 5t
AR B ZE RO BR A 71, TNUELAS IR & [ i s
A T AR, AR [ D) TR R e R TR/ N
Hly . CEx965LHT 7 HPCRIUA [ Bio-Rad A
1.2 ‘HRatESER R

15 A549/DDP AL A IR B T-1% 10%: A I iR 2 1MiLi |
FH R (100 U/mL) , 5583 (100 U/mL) IYRPMI-1640%%
FEW T, TEARFR BN 5% CO,. 37 CHEAE TGS, ¥4
I BEHL S 2%t BEZH . shRNA-NCZH Flish-CCAT24H . 4l
524 him, M55 Ju it ) & 30 WK A8 2 i shRNA -
NC(20 ng/uL) Fish-CCAT2(20 ng/uL) 43 55 4 A
A549/DDPAHfI ., X RRZHAHMIAS EA T4 YL b B
1.3 F4HME CCAT2 mRNARIEHE T

K 52 96 6 52 fe PCR(QRT-PCR) Kl CCA T2
mRNAZKIL, HUEY5 df5 19441 A549/DDPAIL, F
Trizol iR 7 $2 BUAH I S RN A, FH I 5% 58X 7 & &
cDNA, qRT-PCRALHATEEH F Bey 14 . PCRA T 51
CCAT2 F:5'- CCCTGGTCAAATTAACCT-3', R:5'-
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TTATTCGTCCCTCTGTTTTATGGAT-3", S 5tk
95 °C WiZEM:3 min, #8J595 °C 105,57 °C 30's, 65 °C 30 s,
SIE40 MBS, BJ572 CHEM2 min, DhH VIR -3-B52
i & (GAPDH) AN 2, T ACE L2 **“FIRCCAT2
mRNAZFRIL i, LN B4 CCAT2 mRNAEKIL ML, T
AL AT T IR ek
1.4 MTTH#illsh-CCAT23 A E = iRk EDDPAL 124 A
15 B RN
A549/DDPAIfl 53y DDPZH (A [R] it 1< JE DD P Ak 3
A549/DDPHfil) . DDP+shRNA-NCH (A [a] 5 2 vk Ji
DDP4EH#iIshRNA-NCH%4 Y4 1) A549/DDP4H fifd ) FIDDP+sh-
CCAT24H (R[] i i ¥ FE DD P AL B sh- CCA T2 5% Y
A549/DDP4HAE), A5 20240 i AR MDD PAL BRI [ B X
M, DDPAN[A TSV 5300 02, 4. 6. 8 mg/L, #4444
A549/DDPHI L (A549/DDP4IML . shRNA-NCH: L1
A549/DDPAIfI . sh-CCAT 25444 /) A549/DDPHIfL) L)%
£L1 000/~ 41 i 3 R T-96 FL AR, B3 3724 hJa A iR AR
Jit vk BEDDP, 15573 df5, BALN20 uL MTT# K (PBSAL
il 5 mg/mL, pH=7.4) 42207 H 4 h, L 1R 3%, 7 LI
EFLIN150 puL DMSO, $73% 10 min, BEARCH 2 490 nm
KAWOGEE (A, TR SLR3IK, 5 A AT
R, DUAAE H ) S B 4 A FE e ) . PSS A DDP
JoT v B AT IR 2 S
1.5 sh-CCAT23tA549/DDP4HAEIESE B ZFATH
£
1.5.1 FIoARAIE K A549/DDPAHI LS %t FEZH
(RALFEY A549/DDPAAffL) . DDPZH(DDP 2 mg/LAb #
A549/DDPZilfifd) . DDP+shRNA-NCZH (DDP 2 mg/LAb Bt
shRNA-NC# 7 ) A549/DDP4H fif] ) FIDDP+sh-CCAT24
(DDP 2 mg/LihFish-CCA T2 4L ) A549/DDPAfifd ) .
1.52 LM EE  BOTEIA K A549/DDPAII,
PO RN T o8 A R 3, 2004 /AL, FRM B0 5%
CO,, 37 CHiFE2JH, FlGimesalfe {f, 7£2001% . i85 N T
BRGNS R rh A R AL H
1.5.3 Western bloth#m|3g7i . AT . ZEAFILEOH LR
ik RHWestern bloth il 3 78 #1102 H (Kie 7 fll
PCNA) . {T-#RiCH 1 (Caspase-3fllCaspase-9) . {Z78F5
1A H (VEGFHIMMP-14) 31k . FIRIPAZY# I HE U
723 A AR . FHIBCATH &G I 6 2K vk
J¥, 10% SDS-PAGE/} 25 2 /i FI 2 36 AU R 2 1 ot
ZPVDFIE, HI5%MWihE 4032 i3t A 2 h, Bl A —
i (Ki67,1 : 1 000; PCNA, 1 : 1 000; cleaved Caspase-3,
1 : 10005 cleaved Caspase-9, 1 : 1 000; VEGF, 1 : 1 000;

MMP-14 1 : 1 000) F4 CEHRIR, 5 K AR —
PR E A1 h, G HECLEEG . LIGAPDH i N Z %}
M. EMECR HIBio-Rad e AR R G40 FEOF I & 45 65
Sl B IEEAE, DL B 1) 5% 5 GAPDH K EE(E /Y LU (B H
FAEE A Rk
1.5.4 AXMMA549/ DDPaetghsr AT H&
2] A549/ DDPANIR; %24 b, FBREHE 1L, 3 500 g 0>
5 min, PR T 100 A0 B R . A B o
A5 mL Annexin-V- FITCHI5 mLPI, 7£ 215 1) 53 8] B4k
15 min, R J5 A AL 5 B 40 M T Ol o At P o
T2 (%) = AR JE T3 (%) + e I 20 ML 0A 1232 (%) o
54541 A549/ DDPARMIIE 3724 Wi, JHERETN 1L, 3 500xg, BS
5 min, AR 1Ix10° mL MR E R . AR TP ImA
5 mL Annexin-V- FITCFI5 mL PI, 7 2 55 1Y 1] HLOE AL,
15 min, #RJ5 F R XA AL A B 20 M R T O . At e o
T3 %) = FLHAA I T2 (%) + BRI 2L PR T (% ) o
1.5.5 Transwell#-MA549%m 069K IMZ 22488 /) B4
A549/DDPAIifL LATC IfiL i K S 35 9724 hJs, H10.25%%
A T I 6 20 O A2 AR T F Matrigel B4 #1(Y
Transwell/NEH1, 410 A13x10° mL . /NE B2 AT
M3 R SR AN, 2 A, 05 04 1 B R
48 hfF I C M & /N L R4, T 2404,
Yot B R T B AL ERE S R A L
(HP, x400) 11, 715 4HP T RI4I AL, 50560 H 2 31K .
1.6 fKAXL

#24 L RGN/ W DDPZ . DDP+shRNA-NC#
DDP+sh-CCAT241 FIXf B4, Fp416 H . DDPAL AL
TS R AN FE A A549/ DD PN L I 45 25 DD P;
DDP+shRNA-NCZL A #R R T 13 4 shRNA-NCH UL iy
A549/DDPAII I i 445 25DDP; DDP+sh-CCAT24H M fi2
T S sh-CCAT25% YL ) AS49 40 g - I JK 45 25 DDP; Xif I
ZH AR R T 1 S AR AL B A549/DD PR, AH )W At 7]
i 1 S A AR PR K o A AR B T TS A549/DDPAH
Ji0 %8 B 2% 10° mL, M I VR S 25 2 M B3 dZR 25 1K, BRIR
H:4IDDP 2 mg/kg, ELLA 257K, H:S5 A& 10 IR A
H, V=Kx5i/2(mm’) . 2l A4, 30 dfE Akt
RRE, BUMR 2R AR, #2051 TqRT-PCREEIN CCA T2
mRNAZ K, T/ PEATTUNELYL (A6 A 4N 7=

CCAT2 mRNAZFGAKGN: $2HUIMIEH LS RNA, 471
FE UL . FEMIIEO pg A RNAJEFTDNAse T Ab#E,
W SR G BB HRAE . 4% 13817 CCAT2 mRNAF
AR . TUNELY: . g gl 2VE FLE & . U1, 3% R 1
Je 2 R IRALFE AR LR o U0 R TS A K 5 i
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R & AT U484, DABYL @, HFLBEK . &0 B,
b7 N e 1 R S =~ N B 1 118
= AT E A < 100%
1.7 ZitFEH*E

BHE LA xxsFon o 2 IR) FE R H o6 56 53 A1, P< 0.05
HESAGIFE L

2 #R

2.1 shRNAIEKCCAT24&

WL, S5 RFW]: XA L, shRNA-NCA
A549/DDPAIIECCAT2 mRNAK)FILE F LI 2FE L,
TMiish-CCAT22H AN CCAT2 mRNA R FIAFEAR (P<0.01),
FHEE YL R, SARNATTER T CCAT2 mRNAFKRIA .

—
v
1

—_
(=)

I
wn

i : o
e R
: g

Relative expression of CCAT2 mRNA

(=]

Control shRNA-NC sh-CCAT2
group group group

E 1 qRT-PCR#&| CCAT2 mRNARIFRIE(n=3)
Fig1 CCAT2 mRNA expression was detected by qRT-PCR (n=3)
** P<0.01, vs. control group and shRNA-NC group

2.2 MTT#illsh-CCAT233 R [E) B = DDPAL 12 i £ R 1
SERE ST

MTTEEE A5 (F2) 7R, DA INDDPHT G JED 24 jif
FEI% 0 100%, 220 40 M bl DDP 3t & v 9 -, 4
IAF TG R B W AR, U DDPA] LA A549/DD P,
H, 2 mg/L DDPALERAH IR, %} DDPZ FMIDDP+shRNA-
NCHI Y A549/DDP A g A7 1% < T W W 520, {Hsh-
CCAT24H ANMIAE TS H TR (P< 0.01), I, J52e 520 e
FH2 mg/L DDPACEE4JifL; AH[W DDPJJ ik & T, DDP4 Al
DDP+shRNA-NCH L3z, 4I i AE 1 R 2 F LGt ==
X, MDDP+sh-CCAT241 5 DDPZ4 HIDDP+shRNA-
NCHH L, A A5 R (P< 0.01), W shRNATLER
CCAT2n] i 40 o H5 5
2.3 sh-CCAT23tA549/DDPLARILTE M IEEIRIZER
FiEWR M

TERETE B4 R (3A) 2B, DDPA S5t R4 e

120

—8— DDP group
-~ DDP+shRNA-NC group

100 —i— DDP+sh-CCAT2 group
g 80
Y
5 60
& *
= 4 =
S

20 L Kk

0 2 4 6 8 10

p(DDP)/(mg/mL)

Bl 2 sh-CCAT23$DDPACIE iy 4B BT 5E B8 F7 B9 B4 M (n=3)
Fig 2 Effect of sh-CCAT?2 on cell proliferation of DDP-treated cells
(n=3)
* P<0.05, ** P<0.01, vs. control (DDP 0 mg/L); ## P<0.01, vs. DDP group
and DDP+shRNA-NC group

B, A549/DDP 4 ifd 5e B JE ik /b (P< 0.01), DDPZL
DDP+shRNA-NCHI H#%, FebEIE szt AU i (P> 0.05),
DDP+sh-CCAT24 5 & JE i DDPZ FIDDP+shRNA-NC
ZHIE /0 (P<0.01), BLIAShRNA T4 CCA T2 i 40 fg 3 5,
EMTTRMZS R —3L

Western blotkill 45 5 ([€13B) {7~ DDPZH- 5% BR4H He
&%, MR AR O R A Ki67FIPCNATE FH #1408/ (P< 0.01),
DDPZ AIDDP+shRNA-NCZH A }fiKi67HIPCNAZE H ik
£ R TCG 1T L, DDP+sh-CCAT24H % DDPZH HIDDP+
shRNA-NC Ki67FIPCNAZE [1 #1508 /0 (P< 0.01) .
2.4 sh-CCAT2X{DDPRMEMMAMAT R ATHRIZEER
FRiZHI R

A (F14A) & B, DDPL 5 %F B 2H He %%, 20
T3 M4 (P<0.01), DDP4] HIDDP+shRNA-NC4] H 4%,
4 TR L AE L (P> 0.05), DDP+sh-CCAT24H ¢
DDP4| FIDDP+shRNA-NCZ A i J8 -4 /i1 (P< 0.01),
UiMsh-CCAT27] /53 DDPALBE Y A549/DDPAI I T- .

Western blotka il (5148 ) 25 5 .7~ , DDPZH -5 X+ B2
FbAs, FET-HRICEE H Caspase-3F1Caspase- 93 5122 (P< 0.01),
DDPZH HIDDP+shRNA-NC4] A%, YA T-H5ic 8 [ Caspase-3
HlCaspase-97ih 1 22 7 F 21k (P> 0.05), DDP+sh-CCAT2
| 5DDP4]. DDP+shRNA-NC# [t 4%, Caspase-3 £l
Caspase-9% IR IAREHIZ (P<0.01)
2.5 sh-CCAT23IDDPAMEMEEEE N RIFIEEAR
XHIRNE

Transwell 5 I 5L 5345 5 (K]5A) 7R, DDPAL 5 %R
H HLHR, 4R 22 %0 H 982> (P< 0.01), DDP4 FIDDP+
shRNA-NCZH LA, A= 2855 H AR (P> 0.05), DDP+sh-
CCAT24H 5 DDPA HIDDP+shRNA-NCA [ 4%, 4 fifif=4%
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- Control group DI?P_g-rqup ) [ Control group
3 B e E=5 DDP group
E=1DDP+shRNA-NC group

250 1 [T DDP+sh-CCAT2 group
I
200 F
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Z 150 _X
> 7
"8 o)
€ 100 H :
'C)o " sk
50 .
o 0 :
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~ < 15
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o\% 0300 SR S R g E=1DDP+shRNA-NC group
& KT & < 3 I [ DDP+sh-CCAT2 group
(¢} AR 9 &
=010 b
Ki67 o o o— g
a" sk
3 0.05
PCNA o . om— Q _
b EER
o)
- M i
GAPDH < 0
(B ) Ki67 PCNA

3 BAMMEERA (A, x200) F1Western blothe UKi67 . PCNAE A HIKIX (B)
Fig 3 Cellular clone formation (A, x200) and the expression of Ki67 and PCNA proteins (B) in each group by Western blot assay
** P<0.01, vs. control group; ## P<0.01, vs. DDP+shRNA-NC group and DDP group

Group 3( [ Control group o
Control DDP DDP+shRNA-NC ~ DDP+sh-CCAT2 £ DDP group T
] q q E=] DDP+shRNA-NCgroup _| __
PI 17 10°3 -, 10°4 10°4 [TTT] DDP+sh-CCAT2 group
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10%4 o~ -
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Cell apoptosis rate/%

10 10° 10* 10°

10 10° 10* 10° 10? 10° 14 10°
e —_—— - Annexin V

10> 10° 10* 10°

y:éc} ?L{" 04 r okt 1 Control group
S e & 23 DDP grou
¢ & T8 e B
O D S P 03 | ##,# E=3 DDP+shRNA-NC grou
< N N\ R & group
&P P T8
& 9 9 < [0 DDP+sh-CCAT2 group

CASPASE-3 o — — —

e
=
T
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Relative expression of protein
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9 GAPDH i S S S

B 4 FRAEENEAEIAT (A) FWestern blotllCaspase-3. Caspase-9F HIRL (B)
Fig 4 Apoptosis rate detected by flow cytometry (A) and protein expressions of Caspase-3 and Caspase-9 by Western blot (B)
** P<0.01, vs. control group; ## P<0.01, vs. DDP+shRNA-NC group and DDP group

BH D (P<0.01), BB sh-CCA T2 7] BRI T4 A5494H Western blotfel| 52 56:4% 5 (E5B) B, DDPZH 5%
MERYIRZERE S . MEZH LA, 1228 FRiC 78 1 VEGFHIMMP- 143 3k 2 [ A%
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(P<0.01), DDPZH HIDDP+shRNA-NC#H L. #%, 4 fi VEGF
FIMMP-14% #5225 /NP> 0.05), DDP+sh-CCAT241
5DDPZH HIDDP+shRNA-NCZ H. 4, VEGFHIMMP-147E
HZFRAW D (P<0.01), YW sh-CCAT27] [k A549/
DDPHY{RZERET]
2.6 sh-CCAT23t4RA1A549/DDP{E BBk R 216

PR SEg s AR UM A Rt e UL IFl6 A, A5 R 3R
A« B A 2 A sl (184 0, 25 AR AR PN e e AR B

Group

DDPZH 5%F FRZH LA, BRI (48080 N(P< 0.01), DDPZH
MDDP+shRNA-NCAL FL e, Mg UL (P> 0.05),
DDP+sh-CCAT24] 5 DDPZ FIDDP+shRNA-NC# b 5%,
Jigeg AR B /1N (P< 0.01), B HHsh-CCA T2 1] Jils& DD P il
i a N

qRT-PCRAGIMER ERUIIE 4H 211 CCAT2 mRNAK AL,
R(#l6B) /v, DDPAL S5 X HAZ LA, CCAT2 mRNAZFR A,
/B (P<0.01), DDP4L FIDDP+shRNA-NCZ b4, CCAT2#
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Fig 6 In vivo experiment of the effect of sh-CCAT2 on cell A549/DDP (n=6)

A: Tumor growth curve in mice; B: Expression of CCAT2 mRNA in tumor tissues of mice in each group by RT-PCR; C: Apoptosis in mice tumor tissue in each group

by TUNEL staining, x200. ** P<0.01, vs. control group; ## P<0.01, vs. DDP+shRNA-NC group and DDP group
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