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The Expression of p53 in Gastric Carcinoma

Won Sup Oho, Seon Ja Park and Ja Young Koo

Department of Internal Medicine, Kosin Medical College, Pusan, Korea

Background/Aims: This study was done to investigate the role of p53 in gastric carci-
noma development and progression. Method: The expression of p53 was studied by
immunohistochemical staining applied to paraffin-embedded tissue sections of endoscopic
biopsy materials of 71 cases of gastric carcinoma (24 early and 47 advanced), 22 intes-
tinal metaplasia and 11 dysplasia. Results: 1) pS3 was expressed in 23 cases of total
71 gastric carcinoma (32.4%), and immunopositivity of p53 of the advanced carcinoma
cases (34.0%) was not different from that of early carcinoma cases (29.2%). 2) The ex-
pression of p53 was not found in intestinal metaplasia, but 18.2% of dysplasia showed
p353 immunopositivity. 3) The immunopositivity of p53 in well/moderately differentiated
gastric carcinoma cases was 47.1% (16/34), and was significantly higher than 18.9%
(7/37) of poorly differentiated group (p < 0.05). 4) There was no correlation between the
expression of p53 and the degree of mononuclear cell infiltration in tumor area, the
elevation of serum CEA levels, the presence of distant metastses, and no difference was
found in p53 expression according to metastses sites. Conclusions: Above data suggest
that abnormalities of p53 may play an important role in the late stage of carcinogenesis,
especially in well/moderate differentiation group, permitting precancerous lesion to
change to carcinoma, and immunohistochemical staining of p53 can be used in the early
detection of gastric carcinoma.
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Fig. 1. The tumor cells forming anaplastic glands reveal immunoreactivity for p53 (ABC method, X 200).

Table 1. Expression of p53 in early gastric carcinoma (EGC) and advanced gastric carcinoma (AGC) cases

Immunopositivity

Positive/Total (%)

— + ++ +-++
EGC 17 5 2 7/24 (29.2)°
AGC 31 6 9 1 16/47 (34.0)°
Total 48 10 12 1 23/71 (32.4)

—: number of immunoreactive cells <10%, +: 10% to 40%, ++: 40% to 70%, +++: >70%, *

a and b=0.791
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Table 2. Expression of p53 in precancerous lesions and gastric carcinoma

Immunopositivity
Positive/Total (%)
— + ++ +++

Intestinal

Metaplasia 22 0/22 (0.0)
Dysplasia 9 2 2/11 (18.2)*
EGC 17 5 2 7/24 (29.2)°
AGC 31 6 9 1 16/47 (34.0)°

* p value between a and b=0.685, b and ¢=0.791, a and c=0.474

Table 3. Expression of p53 according to histologic differentiation

Immunopositivity (%)

Differentiation

EGC AGC Total
Moderate/Well 5/13 (38.5) 11/21 (52.4)° 16/34 (47.1)°
Poor 2/11 (18.2) 526 (19.2)" 7137 (18.9)°

p value between: a and b=0.029, ¢ and d=0.021

Table 4. Expression of p53 according to mononuclear cell infiltration

Immunopositivity (%)

Mononuclear cell infiltration

EGC AGC Total
Mild 7/18 (38.9) 12/34 (35.3) 19/52 (36.5)
Moderate/Marked 0/6 (0.0) 4/13 (30.8) 4/19 (21.1)"

p value between: a and b=0.263
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Table 5. Expression of p53 according to serum CEA, and
distant metastases in advanced gastric cancer (AGC)

Immunopositivity (%)

Serum CEA

<10 ng/ml (n=32)

>10 ng/ml (n=15)
Distant metastases

absent (n=22)

present (n=25)

9/32 (28.1)
7/15 @6.7)°

722 (31.8)°
925 (36.0)"

p value between: a and b=0.322, ¢ and d=1.000

Table 6. Expression of p53 according to metastatic sites
in AGC

Metastasis sites Immunopositivity (%)

Liver (n=17) 717 (41.2)°
Peritoneum (n=5) 2/5 (40.0)°
Nodes (n=6) 16 (16.7)°

p value between: a and b=0.962, b and c=0.545, a and
c=0.369
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