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ABSTRACT Objective: To detect the protein expressions of reticulocalbin-2 (RCN2) and pseudopodium-enriched atypical kinase 1
(PEAKY1) in the colorectal cancer tissues, to evaluate their correlations with the clinicopathological characteristics and prognosis. Methods:
The immunohistochemistry assay was applied to detect the protein expressions of RCN2 and PEAK1 in 90 cases of the colorectal cancer
tissues and the adjacent normal colorectal tissues. The correlations of RCN2/PEAKI1 expression with the clinicopathological characteris-
tics were analyzed, and the Kaplan-Meier survival curve was utilized to analyze the influence of RCN2/PEAK1 expression on the prog-
nosis. Moreover, the Spearman was used to examine the correlation between the RCN2 and PEAKI expression. Results: The positive
rates of RCN2 and PEAK1 protein in the colorectal cancer tissues were higher than those in the adjacent normal colorectal tissues(P<0.05).
In the colorectal cancer tissues, the RCN2 expression was positively correlated with the tumor size, the depth of invasion and the TNM
stages (P<0.05), besides, the PEAK1 expression was positively correlated with the depth of invasion, the lymph node metastasis and the
TNM stages (P<0.05). The Log Rank results showed that the 5-year overall survival rates in the RCN2-positive group and the
PEAKI1-positive group were both lower than those in the RCN2-negative group and the PEAK1-negative group, respectively(P<0.05). In
the colorectal cancer tissues, there was a positive correlation between the RCN2 and PEAK1 expression (r=0.586, P=0.000). Conclusion:
The RCN2 and PEAK1 protein are up-regulated in the colorectal cancer tissues, which was correlated with progression and poor progno-
sis. RCN2 and PEAK may be the candidates for the therapeutic biomarkers of colorectal cancer.
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Table 1 Relationship between RCN2 and PEAK expression and clinicopathological characteristics of colorectal cancer patients[n(%)]

RCN2 PEAK1
Pathological features n x*value P value x*value P value
Positive(n=52) Negative(n=38) Positive(n=66) Negative(n=24)
Age(years)
<60 49 28(57.14) 21(42.86) 0.018 0.894 35(71.43) 14(28.57) 0.200 0.655
= 60 41 24(58.54) 17(41.46) 31(75.61) 10(24.39)
Gender
Male 50 31(62.00) 19(38.00) 0.822 0.365 36(72.00) 14(28.00) 0.102 0.749
Female 40 21(52.50) 19(47.50) 30(75.00) 10(25.00)
Tumor diameter(cm)
<5 42 18(42.86) 24(57.14) 7.187 0.007 31(73.81) 11(26.19) 0.009 0.924
25 48 34(70.83) 14(29.17) 35(72.20) 13(27.80)
Degree of
differentiation
Middle and high
differentiation 79 45(56.96) 34(43.04) 0.176 0.675 59(74.68) 20(25.32) 0.603 0.438
Poorly differentiated 11 7(63.64) 4(36.36) 7(63.64) 4(36.36)
Depth of infiltration
T1+T2 30 12(40.00) 18(60.00) 5.830 0.016 17(56.67) 13(43.33) 6.392 0.011
T3+T4 60 40(66.67) 20(33.33) 49(81.67) 11(18.33)
Lymph node
metastasis
Yes 35 18(51.43) 17(48.57) 0.946 0.331 31(88.57) 4(11.43) 6.800 0.009
No 55 34(61.82) 21(38.18) 35(63.64) 20(36.36)
Distant metastasis
Yes 65 36(55.38) 29(44.62) 0.549 0.459 45(69.23) 20(30.77) 2.014 0.156
No 25 16(64.00) 9(36.00) 21(84.00) 4(16.00)
TNM staging*
I+I1 47 16(34.04) 31(65.96) 22717 0.000 28(59.57) 19(40.43) 9.523 0.002
+1vV 43 36(83.72) 7(16.28) 38(88.37) 5(11.63)

Note: *According to the American Cancer Association (AJCC) Handbook of cancer staging(Seventh Edition).
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