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A Study on the Expression of p53 and nm23 Protein in
the Colorectal Adenoma and Carcinoma

Jin Hee Sohn, M.D., Eun Ha Jung, M.D., Hye Rim Park, M.D.
and Young Eui Park, M.D.

Department of Pathology, Hallym University, College of Medicine

The expression of the nuclear phos ein p53, a product of tumor suppressor gene, has
been noted in a number of human tumors as a tumor suppressor, nm23 is a pene associated with
low tumor metastatic potential and has been proposed 1o be a metastasis suppressor gene., To
assess the role of p53 and nm23 expression in colorectal tumorigenesis and the association with
clinicopathological parameters, an immunohistochemical study for mutant p53 and nm23 was
done using mouse monoclonal antibodies in 43 colorectal carcinomas, 55 tubular adenomas and
commesponding normal mucosa. In the tubular adenomas, pS3 expression was significantly correlated
with the degree of atypism(p < 0.05) but not with other variables as well as with nm23. In the
colorectal carcinoma, there were evidence of some correlation between metastasis, laterality and
p53; laterality, depth of invasion and nm23 expression, but without statistical significance. (nher
clinicopathologic features were not significantly correlated. In the aspect of “adenoma-carcinoma
sequence’, normal mucosa was iotally negative for both p53 and nm23, and they were increasingly
expressed through tubular adenoma to carcinoma with statistical significance(p < 0.05). Therefore,
it is suggested that both p53 and nm23 expressions occur in and around the time of transition o
carcinoma from adenoma but are not significantly associated with the infiltrative behavior and
metastasis. (Korean J Pathol 1997; 31: 508 ~516)
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Table 1. Relationship between nm23, p53 expressions and clinicopathologic parameters in whular adenomas of colon

p53 stainingi %) nm23 staining( %) p value
Parameters No.(5) = - —
- + + + - =+ pad nm23
Site
colon{ATD)  19{34.6) 152.6) B(42.1) I{ 5.3) 16(84.2) H15.8) (HO.0) NS NS
rectosigmoid  36(65.5)  23(63.9) H25.00 {11.1) 21(38.3)  13(36.1) 2(5.6)
Atypism
il o, 45(81.8) 29(64.4)  14031.1) 2( 44 AN6ET) 13289 3i4.4) p<005 NS
severs 10(18.2) 4(40.0) 330,00 3(30.0) TC70.00 3030.0) 0.0y

A; ascending colon T, rransverse colon D; descending colon Mod. ;moderate
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Table 2. Relationship between p53, nm23 expressions and clinicopathologic parameters in colorectal carcinoma

P33 staining( %) nm23 staining(%) p value
Parameters No.(%) :
4 + 4+ — + o pa3 nm23

Type
mbular(W M) 41(95.4)  17(41.5)  T7(17.1)  17(41.5) 170 41.5)  14(34.2) 124.4) NS NS
diffuse(P.Mu)  2( 4.6) 1(50.07 0 0.0 1(50.00) 20100.0) O 0.0 o 0.0)
Site
colon(ATD)  14(32.6) T(30.07 4(28.6) 321.4) 9 64.3) 2(14.3) 3(21.4) 0.08 NS
reclosigmoid  29(67.4)  11(37.9) 310.3)  15(51.7) 100 34.5) 12(41.4) T(24.1)
LN meta.

— 206740 15517y 501720 9(3L3) 120 41.4)  10(34.5)  T7(24.1)  0.09 NS

+ 14(32.6) 3214 2014.3) O{64.3) T 50.09 4(28.6) 3(21.4)
Depth of invasion
muscle 11{25.6) 2{45.5) 1 2.1) S(45.5) 4 36.4) 3(27.3) 4(36.4)
SErosa 11{25.6)  4(364)  4(364)  3(27.3) 4 36.4) 2(18.2)  5(45.5) NS 0.08
sl 21(48.8) Q(42.9) 2{ 9.5) 1N47.6) 11{ 52.4) 9(42.9) I 4.8)
Siage

A B(41.9) (50.0) 4(22.2) 3(27.8) T 38.9) 4(22.2) T(38.9)

B 11(25.6) Gl 34.6) If 9.1} 4(36.4) 5 45.5) 6 54.6) o 0.0y M5 NS
C+D 14(32.6) 3(21.4) 2(14.3) 0(64.3) 75000 4(28.6) 3(21.4)

W; well differentiated M; moderately differentiated P; poorly differentiated
A; ascending colon T, transverse colon D descending colon Mu; mucinous carcinoma

LMN; lymph node si; over the serosa

NS not significant
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