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Expression and clinical significance of NIMA-related kinase

Abstract

2 protein in colon cancer

CHEN Yisi', YI Wei’

(1. Department of Gastroenterology, First Hospital of Wuhan, Wuhan 430022; 2. Department of General, Tongji Hospital,

Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430030, China)

Objective: To assess the expression profile of NIMA-related kinase 2 (NEK2) in colon cancer and its clinical
significance. Methods: One hundred and twenty patients with colon cancer were retrospectively collected in the
First Hospital of Wuhan from January 2012 to May 2015. Immunohistochemical staining was used to measure
the expression of NEK2 protein in colon cancer tissues and paratumor tissues. The patients were divided into an
NEK2 over-express group and an NEK2 low-express group, according to the express level of NEK2 in colon cancer

tissue. Chi-square test was performed to reveal the relationship between NEK2 expression and clinicopathological

K F5 HHB (Date of reception): 2018-05-29
HE{S1E#& (Corresponding author): 54, Email: yiwei6660@126.com



AR AR DGR 11 2 TREE I T A MR B, 4 1835

features. COX proportional hazard models were used to estimate the univariate and multivariate analyses. The
Kaplan-Meier (K-M) curve was used to describe the overall survival. Results: NEK2 expression level was
obviously higher in colorectal cancer tissues than paratumor tissues. NEK2 high express group was not correlated
with age (P=0.260), sex (P=0.580), tumor diameter (P=0.522), serosal invasion (P=0.116), while significantly
correlate with tumor differentiation (P=0.021), lymphatic metastasis (P=0.017), AJCC staging (P=0.018). AJCC
staging and NEK2 expression was independent influence factor of overall survival rate and cumulative recurrence
rate. The 1- and 3-year overall survival rate of the NEK2 high-express group was 33.4% and 19%, respectively,
while 70.3% and 35% in the NEK2 low-express group, the 1- and 3-year overall survival rate of NEK2 high-express
group was significantly lower than that in the NEK2 low-express group (P<0.0S). The 1- and 3-year cumulative
recurrence rate of NEK2 high-express group was 69.7% and 84.3%, respectively, while 35.8% and 72.4% in NEK2
low-express group, the 1- and 3-year cumulative recurrence rate of the NEK2 high-express group was significantly
higher than that in the NEK2 low-express group (P<0.05). Conclusion: NEK2 is high expressed in colorectal

cancer tissues. Over-expression of NEK2 is closely related to malignant clinicopathological factors. NEK2 can act

as an independent risk factor for prognosis in patients with colon cancer.
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Figure 1 Expression of NEK2 in colon cancer tissues and paratumor tissues (x200)
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A) Expression of NEK2 in colon cancer tissue; (B) Expression of NEK2 in paratumor tissues.
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Table 1 Relationship between NEK2 expression and clinicopathological characteristics in colon carcinoma patients (7=60)
- AL % £ g o4k IR AR/ cm IR N2 AJCCH
<65 =65 B & Mt e <3 >3 H T H X I, I I, IV
NEK2{RFRiE 20 40 36 24 4 56 16 44 37 23 21 39 37 23
NEK2[H#ik 26 34 33 27 20 40 13 47 45 15 34 26 25 35
e 1.127 0.554 3.661 0.640 1.570 2.382 2.192
P 0.260 0.580 0.021 0.522 0.116 0.017 0.018
R EHEREGEMRITELARNERENST
Table 2 Univariate analyses of overall survival rate and cumulative recurrence rate
T BAR Rt k%
HR (95%CI) P HR (95%CI) P
% (<655 vs >66%7) 0.804 (0.544~1.189) 0.395 0.938 (0.697~2.365) 0.414
M5 (Hvs L) 1.109 (0.767~1.603) 0.782 1.326 (0.673~1.830) 0.816
Jigd oAb (s ) 1.786 (0.360~2.716) 0.032 1.583 (0.478~4.930) 0.029
AR 542 (<3 cm vs >3 cm) 1.141 (0.772~1.687) 0.258 1.264 (0.839~2.387) 0.376
WM (Hvs o) 1.341 (0.945~1.905) 0.316 1.593 (0.813~2.836) 0.417
WREL LS (B vs ) 1.571 (1.063~2.322) 0.007 1.327 (0.929~2.157) 0.013
AJCC A (L, vvs1, 1I) 1.505 (1.031~2.196) 0.005 1.358 (1.031~2.196) 0.001
NEK2(1Fvsfik) 1.976 (1.192~2.487) 0.015 1.825 (1.037~2.229) 0.018
FIEEENMBEBEEMRITELR
Table 3 Multivariate analyses of overall survival rate and cumulative recurrence rate
T SRR Rt k*
HR(95%CI) P HR(95%CI) P
WL LS (B vs ) 3.331 (1.153~6.842) 0.382 4.305 (1.831~8.352) 0.475
Jied Ak (s i ) 5.716 (3.140~11.613) 0.497 3.251 (1.218~5.150) 0.249
AJCC Ar#i(1ir, 1vvsI, II) 7.505 (3.035~12.596) 0.005 5.430 (1.330~8.117) 0.022
NEK22 1A (fHvsfik) 4.976 (1.192~16.487) 0.015 3.718 (2.132~7.407) 0.011
A 100 — NEK2 k4l s oo p
= T — NEK2 f#iA41 % 0 |
= 60 | g
% =T NEK2 {541
oot g » L —  NEK2 IS4
0 oy P S 0 L P=0.032

0 10 20

30 40 SO 60

Time after surgury/months

B2 NEKR2 SRR IENEFH L

0 10 20 30 40 50 60

Time after surgury/months

70

Figure 2 Survival curve of NEK2 over-express group and NEK2 low-express group
(ANEK2 = IRAIE LAY B AT I L (B)NER2S IRFIAAL Y S A A7 Hh 2 A
(A) Comparison of overall survival curve between the NEK2 over-express group and the NEK2 low-express group; (B) Comparison of

cumulative recurrence curve between the NEK2 over-express group and the NEK2 low-express group.
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