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Histologic and Immunohistochemical Study of Cutaneous Vascular Disorders

Jai Hyang Go, M.D., Hoon Jin, M.D.", Dong-Hwan Shin, M.D. and Kwang Gil Lee, M.D.

Departiment of Pathology, Yonsei University College of Medicine
Department of Plastic Surgery, Inje University, Seoul Paik Hospital’

There is a wide array of designation for cutaneous vascular disorders based on clinical
characteristics, histology, embryology, cellular biology, and hemodynamics. The cutaneous
vascular disorders can be divided into hemangioma and vascular malformation according to the
biologic classification based on cell kinetics i.e. endothelial hyperplasia. There are clinical and
histologic differences between them. In this study, clinical, histologic and immunochistochemical
evaluations were attempted on 40 cases of cutaneous vascular disorders diagnosed the period
between 1985 and 1993.

The results are as follows:

I} Twenty-three out of forty gases were immunoreacive for proliferating cell nuclear
antigen(PCNA). The lesions composed of capillary-sized blood vessels with endothelial hyper-
plasia were diffusely reactive, whereas those composed largely of dilated blood vessels with or
without focal endothelial hyperplasia were only focally reactive.

2) Each groups of the classic classification contained both reactive and nonreactive cases
except nevus flammeus and juvenile hemangioma. ,

3) In contrast 1o the cases nonreactive for PCNA, those reactive for PCNA contained areas
of proliferating small vessels, which showed reactivity for PCNA.

In conclusion, the cutaneous vascular disorders diagnosed by the classic classification are
heterogeneous in the pattern of the endothelial hyperplasia and the PCNA staining. Therefore
it should be classified by the clinical and the histologic characteristics. (Korean J Pathol 1995;
29: 327-333)

Key Words: Cutaneous vascular disorders, Hemangioma, Vascular malformation, Endothelial
proliferation, PCNA
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Tahle 1. Diagnosis of the cutaneous vascular disorders
according to the classic classification

Diagnosis No. of cases

'

Venous hemangioma

Capillary hemangioma
Cavernous hemangioma

Nevus flammeus
Angiokeratoma

Juvenile hemangioma
Malformation

Unilateral nevoid telangiectasia
Angioma serpiginosum
Hemangioma NOS
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Total

MOS: not otherwise specified
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Fig. I. Immunohisrachomical stain-
ing for PCNA in
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PCNA

Diagnosis

+ -
Mevus flammeus 0 4
Anginkeraloina i I
Capillary hcmangioma 4 1
Cavermnous hemangioma 4 1
Juvenile hemangioms 3 (}
Venous hemangiomas T 7
Malformarion 1 L
Unilateral nevoid telangiectasia @ 0 1
Angioma scrpiginosum | (}
Hemangioma MNOS 0 1
Tonal 23 17
NS ol olherwdse speciliod, —; posative, - ealive

*Capillaty hemangiomas show  diffuse posthve  stain-
mg. but others show focal posidve staining
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Table 3. Classification of the cutaneous vascular disorders according to the endothelial hyperplasia and the results of

the PCNA stain

Original diagnosis Group 1

Group 4

g

Nevus flammeus
Angiokeratoma

Capillary hemangioma
Cavermous hemangioma
Juvenile hemangioma

Venous hemangioma
Malformation

Unilateral nevoid telangiectasia
Angioma serpiginosum '
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Hemangioma NOS
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0
7
1
|
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0

Tiotal
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NOS: not otherwise specified
Group 1: PCNA positive with endothelial hyperplasia

Group 2: PCNA positive without endothelial hyvperplasia

Group 3: PCNA negative with endothelial hyperplasia

Group 4: PCNA negative without endothelial hyperplasia
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