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Expression of S6K1 and 4EBP1 in colorectal cancer tissues and its association
with clinicopathologic characteristics

Zhang Shaohua , Bi Jingwang( Departments of Oncology, The General Hospital of Jinan Military Command Ji” nan of PLA,
250031, Shandong, China )

[ Abstract ] Objective:To investigate the expression of protein S6 kinasel( S6K1 )and eukaryotic translation initiation
factor 4E binding protein 1( 4EBP1 )in colorectal cancers and their relationship with clinicopathologic characteristics.
Methods: The data of 100 patients diagnosed with colorectal cancer from January of 2007 to December of 2009 were col-
lection from the General Hospital of Jinhan Military Command of PLA. The specimens include 100 colorectal cancer tis-
sues, 40 normal tissues of the incisional edges, 30 metastatic lymph nodes, and 15 distant metastasis cancer tissues. Im-
munohistochemical S-P method was used to examine the expression of S6K1 and 4EBPI in these tissues. Results: The
positive rates of S6K1 and 4EBP1 were 17.50% ( 7/40 ) and 22.50% ( 9/40 ) respectively in normal colorectal tissues,
and they increased significantly to 74.00% ( 74/100 ) and 79.00% ( 79/100 ) in colorectal cancer tissues. The expres-
sion of 4EBP1 in colorectal cancer tissues was associated with its clinical stage and differentiation status ( P <0.05 ). Pa-
tients with colorectal cancers expressing high levels of S6K1 and 4EBP1 had shorter progression free survival ( PFS) ( P <
0.05 ), whereas S6K1 and 4EBP1 expression had no association with overall survival ( OS )( P>0.05). Further analysis
revealed that there was a direct correlation between the levels of S6K1 and 4EBP1 in colorectal cancer tissues ( r =0. 246,
P <0.05). Conclusion: The expression of S6K1 and 4EBP1 are related to the development, progress, and prognosis of

colorectal cancer. Therefore, they are potential therapeutic targets and informative prognostic biomarkers.
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Fig.1 Expression of S6K1 protein in different tissues( x200 )

A: Margin( - );B: Margin( + );C: Cancer( - );D: Cancer( + );E: Lymph node metastasis( - );

F: Lymph node metastasis( + );G: Ovarian metastasis( + );H: Liver metastasis( + )

*®1 S6K1 BH5IEKFERFENKXR
Tab.1 Relationship between S6K1 and clinicopathological features

Feature N S6K1 positive( nl % ) X2 P

Classification

Tumor 100 74 (74.00)
Normal 40 7(17.50) 37.407 0. 000
Lymph node metastasis 30 24 (180.00 ) 0.448 0.503
Distant metastases 15 13 (86.67) 1.136 0.286
Differentiation
Well and modetate 60 39 (65.00) 6.315 0.012
Poor 40 35(87.50)
TNM staging
I-1 55 34 (61.82) 9.427 0.002
m-v 45 40 (88.89)
Gender
Male 56 39 (69.64) 1.256 0.262
Female 44 35(79.55)
Age( t/a)
<60 58 42 (72.41) 0.181 0.671
=60 42 32(76.19)
Smoking
Yes 41 30 (73.17) 0.025 0.875

No 59 44 (74.57)
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Fig. 2 Expression of S6K1 protein in different tissues( x200 )
A:Margin( - );B:Margin( + );C:Cancer( - );D:Cancer( + );E:Lymph node metastasis( - );

F:Lymph node metastasis( + );G: Ovarian metastasis( + );H:Liver metastasis( + )

®2 4EBP1 EEMRZER SIEKRFREFENXR
Tab. 2 Relationship between 4EBP1 and clinicopathological features

Feature N 4EBPI1 Positive( n[ % 1) Xz P
Classification
Tumor 100 79 (79.00)
Normal 40 9(22.50) 39.066 0. 000
Lymph node metastasis 30 25(83.33) 0.271 0.603
Distant metastases 15 13 (:80.00 ) 0.008 0.929
Differentiation
Well and modetate 60 43 (71.67) 4.862 0.027
Poor 40 36 (190.00)
TNM staging
I-1 55 38 (69.09 ) 7.234 0.007
m-v 45 41 (91.11)
Gender
Male 56 41(73.21) 2.568 0.109
Female 44 38 (86.36)
Age( t/a)
<60 58 46 (79.31) 0.008 0.929
=60 42 33(78.57)
Smoking
Yes 41 32(78.05) 0.038 0.846
No 59 47 (79.66)
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Fig.3 Relationship between S6K1 expression and patients’ PFS and OS
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