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Immunohistochemical Study of p53 and nm23}-H1
Protein in Gastric Carcinoma

Duck Hwan Kim, M.D., Yoen Ju Kim, M.D., Seong Eun Yang, M.D.
Sung Suk Paeng, M.D., Hee Jin Chang, M.D., Jung Il Suh, M.D.
and Hyo Scook Park, M.D.

Department of Pathology, MNational Medical Center

The pS3 gene, which resides on the short arm of chromosome 17, has been described as a tumor
suppressor gene playving a role of G1 checkpoint monitering DNA damage, but mutation of this
gene has been shown in numerous types of human cancers. The nm23-H1 gene encodes human
NDP(nucleotide diphosphate) kinase, The expression of nm23-H1 gene was postulated to inversely
correlate with metastatic potential of malignant mumors. We examined immunohistochemical
expression in 30 cases of stomach cancers including 10 cases each of early gastric cancers(EGC),
advanced gastric cancers without lymph node involvement, and advanced gastric cancers with
Iymph node involvement, which were stained with mouse monoclonal antibody of pS3(PB53-12)
and nm23-H1. Positive nuclear staining of p53 was frequently found in advanced gastric cancers
with lymph node involvement (80%). The lymph node positive group showed high expression of
p53(80%), and low expression of nm23-HI(30%) than lymph node negative group. There was no
significant correlation of p53 and nm23-H1 expression with tumor size, invasion depth, TNM
stages, distant metastasis and histologic differentiation. Based on the present swudy, the expression
of p53 and down regulation of nm23-H1 are thought to be comrelated with tumor progression and
lymph node involvement, and may be a useful prognostic factor in gastric cancers. (Korean J
Pathol 1996: 30: 587 ~594)
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Fig, 1. Intanuclear immunosiain
for p53 gene product[ABCO).

Fig. 2. Cytoplasmic immuoncstpin
for nm?3 H1l promein{ ABC).
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Table 2. Association of p53 and nm23 staining with clini-
copathologic parameters(n=30)

Parameters pS3 staining(%) nm23 staining| %)
Tumor size{cm)
<3 of 530 0) 3 S(60)
10~50 L1/16(69) TI16(44)
=5.0 5/ 9(56) 5/ 956)
NS NS
Differentiation
well 2/ 4(50) I/ 4(25)
Moderate T/12{58) 6/ 12(50)
Poorly TI14(50) BI145T)
NS NS
Deapth of tumor invasion
Mucosa 2/ 6(33) 3f6(50)
Submucosa 1/ 4(25) 4f4(100)
Muscle 2/ 4(50) 2/4(50)
Serosa 3 4(75) 3A4TH
Omentum 1267 31227
NS NS
TNM stage
1 4/14(29) 0/ 14(64)
Il 50 7(71) 4 T(57)
11 4f 5(80) 1/ 5(20)
v 3/ 4(75) 1/ 4(25)
NS NS
Lymph node involvement
Negative &200(40) 12/20060)
Positive & 10(80) 3M10030)
(p<0.05) (p=0.057)
Distant metasiasis
Negative 11f23(48) 12/23(5T)
Positive 3 7T 3 T4
NS NS
Bormmann tvpe
| 1) 2(50) 1/ 2( 50)
11 o 20 o 2 2(100)
11 8 12(67) 3120 25)
IV 4 4(100) 2/4 [ 50)
NS NS

MNS; not significant
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