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SSTR2 mRNA expression and correlation with proliferating cell nuclear antigen in

human colorectal cancer
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Abstract: Objective To investigate somatostatin receptor subtype 2 (SSTR2) mRNA expression and its

correlation with proliferating cell nuclear antigen ( PCNA) in human colorectal cancer. Methods A total of 60
colorectal cancer sampies were analyzed. The SSTR2 mRNA expression was examined by in situ hybridization
(ISH) using multiphase oligoprobes. The PCNA were detected by immunohistochemical staining. A computer-
ized image analysis system was utilized to estimate the relative contents of SSTR2 mRNA. Results The posi-
tive rate of expression of SSTR2 mRNA and relative contents in early and well-differentiated colorectal cancer
were higher than those in advanced and poorly differentiated lesion. A negative correlation between SSTR2 mR-

Conclusion the

NA expression and PCNA was found in colorectal cancer. In the samples of colorectal cancer,

expression of SSTR2 mRNA is correlated with the degree of differentiation and clinical stage, and it plays an im-

portant role in reflecting the degree of malignancy and prognosis.
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Tab 1

SSTR2 mRNA SSTR2 mRNA

Dukes' staging  n PCNA + n(% )

+n(% ) MOD(x +5)
A 11 8(72.7) 0.48 £0, 15 5(45.5)
B 16 11(68.8) 0.41 +0.13 9(56.3)
C 28 14(50.0) 0.36 +0. 11 20(71.4)
1] 5 2(40.0) 0.26 0. 10 4(80.0)
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Tab 2 The expression of SSTR2 mRNA , PCNA in colorectal
cancer in different degree of differentiation

Degree of SSTR2 mRNA SSTR2 mRNA
[ PCNA + n(% )
differentiation +n(%) MOD(x £s)
Low 12 5(41.7) "™ 0.29 £0.11* 9(75.0) ™
Middle 20 12(60.0) 0.38 +0. 14 11(55.0)
High 14 11(78.6) ** 0.47 +0. 16 * 6(42.9) "

w3 P<0.05, %% P<0.01,vs middle
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Tab 3  Relationship between SSTR2 mRNA, PCNA expression

in colorectal cancer | case( % )

n SSTR2Z mRNA( + ) SSTR2 mRNA( - )
PCNA( +) 38 15(39.5) 23(60.5)
PCNA( -) 22 20(90.9) (1)
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