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The immunohistochemical localization of p33 protein was
examined in skin tissue sections, including normal vascular
endothelial cells and the skin tissue sections from lesions of
granuloma telangiectaticum with proliferation of wvascular
endothelial cells and maligant hemangioendothelioma, a malig-
nant tumor originated from vascular endothelial cells. It was
found that p53 protein was positive in 2 out of 4 cases of
malignant hemangioendothelioma. Thus, immunohistochemical
detection of p53 protein proved useful in the diagnosis of malig-
nant hemangioendothelioma.
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Mutations of the p53 tumor suppressor gene have been reported
in many kinds of human malignant tumors (1). Mutant p53
protein has a greatly extended intracellular half-life and so
accumulates to much higher concentrations in cells (2). This has
made it possible to conduct immunohistochemical examinations
using a monoclonal antibody against p53 protein (2).

There has been no report on the abnormality of p53 in malig-
nant tumors originated from vascular endothelial cells. In this
study, immunohistochemical localization of p33 protein was
examined in skin tissue sections, including normal vascular
endothelial cells and the skin tissue sections from lesions of
granuloma telangiectaticum with proliferation of vascular endo-
thelial cells and malignant hemangioendothelioma, a malignant
tumor originated from vascular endothelial cells.

MATERIALS AND METHODS

Normal skin of 5 healthy subjects, skin lesions of 5 cases of granuloma
telangiectaticum and 4 cases of angiosarcoma were excised surgically.
Specimens were formalin-fixed and subsequently embedded in paraffin
wax prior to sectioning. 5-pm sections from the specimens were
mounted on glass slides, air-dried. then de-waxed and rehydrated
through graded ethanol. After hydration in phosphate-buffered saline
(PBS), the sections were incubated with anti-p53 protein monoclonal
antibody (BP53-12(2): Japan Tanner, Kobe, Japan, 1:20 dilution) for | h
at room temperature. The sections were washed in PBS and visualized
by the avidin-biotin detection system (Dakopatts Japan. Kyoto, Japan).

RESULTS

p33 protein positivity was not detected in the specimens of
normal individuals and patients with granuloma telangiec-
taticum (Fig. la,b). However, p53 protein-positive cells were
found in 2 out of 4 cases of malignant hemangioendothelioma.
p33 protein-positive nuclear staining was seen in some of the
tumor cells (Fig. lc).
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DISCUSSION

It has been made clear by the present study that p33 protein can
serve as a tumor marker for malignant hemangioendothelioma.
p33 protein has already been shown immunohistochemically in

Fig. 1. Immunohistochemical localization of p33 in normal capillaries
(@), granuloma telangiectaticum (b) and malignant hemangioendothe-
lioma (c) (x200).
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many kinds of human malignant tumors (2). In addition, p53
protein has been confirmed immunohistochemically in various
kinds of skin cancer (4-6). However, the positivity rate and the
number of positive cells differ according to the kinds of skin
cancer. In the present study, p53 protein was positive in 2 out of
4 cases of malignant hemangioendothelioma, and p33 protein
was present in only some of the tumor cells in the cases where
p53 protein was positive (Fig. 1c). As to the positivity ratz of
p53 protein in malignant hemangioendothelioma, it cannot be
discussed, since the number of cases is limited. However, the
number of p53 protein-positive cells in the cases where p33
protein was positive seems to be smaller than the number al-
ready reported concerning squamous cell carcinoma (SCC) of
the epidermis. The same was true when compared with our
examination of SCC (7). So the reason why the positivity rate of
p53 protein and the number of p53 protein-positive cells in the
cases where p53 protein is positive are different according tc the
kind of malignant tumor remains obscure.

Recently, however, a possibility has been suggested that p53
protein is concerned with the later stage of development in
colorectal cancer (8) and with the early stage in SCC of the
epidermis (4). Therefore it is also possible that the time at which
p53 protein becomes positive differs according to the kind of
malignant tumor. As concerns the role of p533 protein in the
development of malignant hemangioendothelioma, further in-
vestigations are needed.
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