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Diagnostic Value of p53 Expression
in the Evaluation of Effusions
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The diagnostic accuracy of routine cytological preparations from effusions ranges
from 60% to 70%. Immunohistochemical markers, especially tumor-associated anti~
gens, have been successfully employed to increase diagnostic sensitivity in effusion
cytology. However, more than two different antibodies in diagnosis of effusions are
needed. '

In the view of prevalence of abnormalities of pS3 gene in human malignancies we
investigated the diagnostic usefulness of demonstration of p53 protein immunorea-
ctivity in distinguishing benign changes versus malignant processes in effusions. p33
protein expression was studied immunohistochemically in 76 effusions(28 malignant
and 48 benign) using anti-human p53 antibody. p53 immunoreactivity was identified
in 19 of 28(67.9%) malignant effusions. In contrast, no p53 immunoreactivity was ob-
served in all benign effusions. A specificity of 100% and a sensitivity of 67.9% were
observed.

These results suggest that immunochistochemical detection of p53 protein seems to
be helpful in distinguishing benign changes versus malignant processes in effusions,
although its principal limitation is its relatively low sensitivity.
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Fig. 1. Malignant pleural effusion from a pulmonary
adenocarcinoma(Papanicolaou, X 400).
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Fig. 2. Peritoneal effusion in cirrhosis. Many reactive
mesothelial cells and inflammatory cells are noted
(Papanicolaou, X 400).
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Table 1. Origin of malignant effusions and p53 expression

Origin No. of cases No. of cases of p53 expression(%)
Lung 12 9(75)

Gall bladder 1 0

Stomach 10 7(70)

Rectum 2 1(50)

Ovary 3 2(66.7)

Total 28 19(67.9)
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Fig. 3. Malignant pleural effusion from a pulmonary
adenocarcinoma. An intense and diffuse nuclear
staining pattern with p53 protein is demonstrated
(ABC, x200).
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Fig. 4. Malignant peritoneal effusion from a gastric
adenocarcinoma. A few carcinoma cells are positive
to p53 protein(fABC, X200).

Table 2. Final diagnosis and p53 expression

p53 expression

Final diagnosis

p53-positive p53-negative
Malignant 19 9
Benign 0 48
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