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Clinical Significance of p53 Gene and nm23 Gene Expression in Esophageal Cancer

Kuhn Park, M.D.*, Jong Ho Lee, M.D.*, Young Jo Sa, M.D.*, Ung Jin, M.D.*
Jong Bum Kwon, M.D.*, Jae Gil Park, M.D.*, Sun He Lee, M.D.*, Moon Sub Kwak, M.D.*

Background. Although significant progress has been made in the surgical treatment of esophageal carcinoma as
well as in the detection of early stage esophageal carcinoma by diagnostic techniques, the prognosis of the
esophageal carcinoma patients remain poor. The p53 gene product is known to regulate cell growth and
proliferation. And the nm23 gene was identified originally as an anti-metastatic influence whose expression was
correlated inversely with tumor metastatic potential in murine melanoma cell lines. This experiment was intended to
know the relationship among the p53 and nm23 gene expression versus clinicopahologic characteristics of the
esophageal cancer. Material and Method: Total 40 cases were collected from patients who had undergone
esophagectomy at St. Mary's Hospital, Catholic university of Korea. Immunohistochemical stain for p53 mutant-type
protein and nm23 proein was graded as <10% positive tumor cells: negative; 10~30% positive tumor cells: +; 30
~50% positive tumor cells: + +, and >50% positive tumor ceils: ++ +. The tumor invasion was grades as
none:— ; mild:+ ; moderate:+ + ; severe: + + +. Result. Overexpression of p53 protein and nm23 was not
associated with the survival and cliniocopathologic characteristics of the esophageal cancer. Moreover, the
combination analysis of p53 and nm23 revealed that there was no relationship between the gene expression and
the clinicopatholic characteristics of the esophageal cancer.

(Korean J Thorac Cardiovasc Surg 2004;37:261-266)
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Table 1. Esophageal carcinoma: patients and tumor character-
istics

Characteristics No. of patients Percentage
Total patients 40 100
Age (years) Range 56~75
Sex
Male 31 77.5
Female 9 225
Histologic type
Squamous cell carcinoma 38 95
Adenocarcinoma 1 2.5
Carcinosarcoma 1 25
Tumor invasion
Lymphatic 35 87.5
Vein 9 225
Perineural 16 40
Immunohistochemical status
p53 (n=40)
Negative 20 50
Positive 20 50
nm23(n=40)
Negative 8 20
Positive 32 80
Stage
I 3 7.5
I - 13 325
m 24 60
Treatment offered
Surgery and preoperative therapy 8 20
Chemotherapy 3 7.5
Radiation therapy 2 5
Chemo-and radiation therapy 3 75
Surgery only 12 30
Surgery and postoperative therapy 20 50
Chemotherapy 10 25
Radiation therapy 7 17.5
Chemo-and radiation therapy 3 7.5

4e FLAAHT. AREE TBS AHT ¥ 24 )
(supersensitive multllmk blotmylated IgG, Biogenex, San
Ramon, CA) % 3} 3}lA|(supersensitive peroxidase conju-
gated streptavidin, Biogenex)ol] 7} 4084 AF2o]| 4] w24
At

005 M Tri-HCI (pH 7.6) &Holl chromogeng! 3°, 3-
diaminobenzidine tetrahydrochloride (Sigma, St. Louis, MO)
I 0.1% H:0.5 H7hste] WESAA L3R, THTE
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Fig. 1. Immunohistochemical staining for p53 mutant-type pro- Fig. 2. Immunohistochemical staining for nm23 protein in esoph-
tein in esophageal squamous cell carcinoma. P53 mutant-type ageal squamous cell carcinoma. Nm23 protein was detected in
protein was detected in the nucleus of cancer cells (X 100). the cytoplasm of cancer cells (x 100).

Table 2. Combined analysis of pb3 and nm23 protein expression

Variable p53 —/nm23 + p53 —/nm23 — p53+/nm23 + p53 +/nm23 — p-value
Differentiation (n=40) 0.990
Well 4 2 3
Moderately 9 4 14 1
Poorly 2 1 2
pTNM stage (n=40)
pT 0.435
pT1 2 3
pT2 3 3
pT3 8 3 9 2
pT4 1 2 3
pN 0.618
pNO 4 1 6 1
pN1 10 5 12 1
Tumor invasion
Lymphatic (n=35) 12 6 15 2 0.855
Vein (n=9) 3 2 4 0.752
Perineura 1(n=16) 5 3 8 0.608
A E = Mayer’'s hematoxyline 2. 2 thz gslod glyc- kA E: negative; 10~30% A FRAZ: +; 30~50% <
erol gelatine & 2}t & g Huj7dozg Wt A FORME: ++; T8l >50% YA FEAE: ++
(Fig. 1, 2). el Foko]l A< AL = none: negative; mild:  +;
479 Pohe WAz QAo Qo] B B moderater 1+ severe: +++ 2 BHT

@) EAXME: FAA $JA S ZAZZTY(SPSS for
windows® Ver. 8.0, SPSS, Chicago, Illinois)& A48},
7t Hpg Arold] AJEES] Kolrt AdeTtE 4V A

2 (nuclear: p53, cytoplasmic: nm23)E 7}l d4=
E9] HlgS TAIEA. FHLE Eht HAEE
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Log-Rank test& A]3¥&}9lx
Kaplan-Meier method-2 A}38s}9 5, 7} w9} X<rle
Ak A= Spearman’s correlation 9 partial correlation
coefficients S AL-&3lo] BEAs g Fol4EL p<0.052
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