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NCAPG and CDK1 promote bladder cancer cell proliferation
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Abstract Objective: To investigate the role of the non—SMC condensin I complex subunit G (NCAPG) and cyclin dependent ki—
nase 1 (CDK1) in bladder cancer cells and bladder cancer tissues. Methods: Bioinformatics analysis was used to compare the expres—
sion of NCAPG and CDK1 in bladder cancer and normal tissues. The correlation between NCAPG and CDK1 was analyzed ,and im—
munohistochemical staining was performed on the pathological tissues of 72 patients with bladder cancer after surgery in our hospital to
further verify their correlation. Bladder cancer cells T24 and 5637 were selected and divided into two groups. The control group was the
one that did not knock down NCAPG, and the shRNA group was the one that transfected shRNA to knock down NCAPG. QRT-PCR
and Western blotting were used to verify the knockdown effect, clone formation and CCK8 assay were used to detect the effect of
NCAPG on bladder cancer cell proliferation, and the cell cycle experiment was used to detect the effect on the cell cycle of bladder
cancer. Results: NCAPG and CDK1 were up-regulated in bladder cancer tissues compared with normal bladder tissues. And the corre—
lation analysis of NCAPG and CDK1 immunohistochemical staining further confirmed that NCAPG was related to CDK1(x*=10.286,

P<0.001). Combined with clinical data, it was further found that the expression of NCAPG was closely related to tumor size (*=6.675,

P=0.010). QRT-PCR and Western blotting results showed that NCAPG shRNA significantly inhibited the expression of NCAPG mR-

NA (1=5.422,5.238 , both P<0.05) and protein (1=4.756,4.122 ,both P<0.05). Meanwhile , knockdown of NCAPG inhibited the pro—
liferation of bladder cancer cells according to colony formation and CCK8 assay (1=5.886,4.147,3.102,3.745, all P<0.05). Cell cy—
cle results showed that NCAPG knockdown blocked the G2/M phase of bladder cancer cells (¢=2.566,2.926,both P<0.05). Conclu—

sion: NCAPG and CDK1 are highly expressed in bladder cancer cells and can promote the proliferation of bladder cancer cells.
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MTT 10 pL, 4621555 5 d. B HNA CCK-8 iR,
WEZ 570 nm WO,

1.9 H£HFmXE 5 Y NCAPG shRNA ) 3x
10° 5 e T24 F1 5637 YU PRk 3/ 5 6 FLAR H
Uilo $5e)e FH 4% 2 5 F 11 2 4L, 45 d 2 e £
110 Zape B e XA KRG 40 i i 4k
FRE G, FHFSCECAY 95%1) 2B 2 41, 4°C
TR B0, H Ak A M e A B e A iR
B A 500 WL MU RE A 7 A SR
1.11 %t 5 &2 R Graphpad #4175 42
SN AR A B T PEORER ] was R, 2
6] 5 50 LU 3SR FH o K 56 3T BORERE R n (9% ) 3
7 AR EERCR A R, R xR 36434 CDK1

ENCAPG 196 2 LU M NCAPG %355 i e s o Il
Il A B S BRI G . P<0.05 MR A Gt
2 #R

2.1 NCAPG EJEMEAL T s Ak @ AdwE
BRI, ABFSE LA T NCAPG 78 B2 s 2 23 AN
IEH B A SRR, LSt 432 IR IRFEA
(175 404 /N85 edm e A R 28 A 1E 8 B4 20),
RN, SIEWENAZUH L, NCAPG TEBs Mt
HAP A E EI R 1A) AR TR B by
L 7R, NCAPG ik 5% i o A AR % V)
A% (P<0.05, K 1B).,

A

6 =
51 ,
4 -
3r —_—
b
2 % 4
1+ e
-5
ot —=
BLCA
(num(T)=404; num(N )=28)
B Disease Free Survival
1.0 ~— Low NCAPG TPM
e, — High NCAPG TPM
08+ . Logrank p=0.017
= : HR(high)=19
>
i< i P(HR)=0.0£9
5 06r iChigh y=101
z n(low)=101
=
04+
= o2t
0 C 1 1 1
0 50 100 150

Months
7. A: GEPIA ¥4 b NCAPG 78 5 e RIE 3 4 41 h i35k
750 s B« S s F 56 NCAPG FIiE38ik NCAPG MITCHsEFER
NCAPG:3E SMC 84 HH [ Z5W3 G

1 NCAPG WFRIZKTESEMELFEEIEHEX
Fig.1 The expression level of NCAPG was positively correlated
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Fig.3 Correlation between NCAPG and CDKI1 protein expression detected by immunohistochemical staining
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