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of whether the tendency to increased serum JgE is a result of a primary disturbance of the 

immune system or whether it is just secondary to the skin disease. 
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A case of pseudo-Kaposi sarcoma of the feet (acroangiodermatitis) is reported. The patient 
showed clinical and light-microscopical signs closely resembling Kaposi's sarcoma, but by 
electron microscopy of skin biopsies definite signs of degeneration of vascular walls and 
infillrating cells were demonstrated. Electron microscopy should be applied when conven­
tional histology is inconclusive or fits poorly to the anamnestic informatjon and/or clinical 
appearance of the lesions. Key words: Acroangiodermacicis: Kaposi's sarcoma. (Received 
October 7. I 983.) 
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The increasing incidence of Kaposi's sarcoma reported in recent years sharpens our 
attention towards possible signs of this disease in skin or mucous membranes. Thus, the 

need for reliable differential diagnostic criteria is enhanced. Pseudo-Kaposi sarcoma is an 
acroangiodermatitis. The clinical and histological findings mimic true Kaposi's sarcoma (I, 



Acta Derm Venereol (Stockh) 64 

Fig. I. Bluish-red nodular lesions 
aspect of the left ankle. 

Fig. 2. The papillary dermis shows proliferation of 
small vessels, extravasation of erythrocytes and a 
slight inflammatory reaction. The lower dermis 
contains pigment granules. X240. 
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2, 3). Electron microscopic investigations have characterized the ultrastructure of the cells 

in Kaposi's sarcoma (4, 5), especially the so-called spindle-cell (6). The aim of the present 
study is to describe the ultrastructure of the cells in pseudo-Kaposi sarcoma and to 

compare them with those of true Kaposi's sarcoma. 

CASE REPORT 

The patient was a 61-year-old male, who for more than a decade bad suffered from papular and 
nodular, bluish-red infiltrates on both feet (Fig. !). Phlebography verified venous insufficiency 
following deep thrombophlebitis, and in 1978 increased venous pressure of both legs was diagnosed. 
Resection of insufficient communicants in 1979 did not change the lesions on the feet, and the patient 
continued to complain of pain and soreness of the involved skin areas. There was little effect of anti­
inflammatory treatment with topical steroids and tar. and local X-ray therapy also left the lesions 
uncharged. Regular control for several years has ascertained that no dissemination of the disease bad 
taken place. 

MATERIAL AND METHODS 

Skin biopsies from the lesions on the feet was studied by conventional light microscopy. Specimens 

for electron microscopy were immediately fixed in ice-cooled 6% glutaraldehyde in 0.5 M cacodylate 
buffer pH 7.2 with 7.5% sucrose. The samples were osmicated, dehydrated in a series of alcohol 
solutions, and embedded in Epon 812. Ultratbin sections were stained by uranyl acetate and lead 
citrate and observed in a JEOL HlO CX electron microscope. 

RESULTS 

Light microscopy showed an atrophic epidermis. Localized in the upper part of the dermis 

was a well-defined cell infiltrate with mononuclear cells and eosinophils (Fig. 2). There 

was proliferation of small vessels and fibroblasts, but no atypical nuclei of endothelial cells 
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Fig. 3. Fractioo ofvessel wall 
with endothelial cell (E) showing 
an irregular sutiace. and peri­
cytes (P) with vacuoles and mul­
tiple. thickened basal laminae 
(asterisk). x I 2 000. 

or abnormal fibroblasts were found. In the deep layers of the dermis there were extravasa­

tion of red cells and hemosiderin deposits. 

Electron microscopic examination of the skin biopsy showed thickening of the vessel 
walls as a predominant featurc (Fig. 3). The thickening was due to several concentric 
layers of pericytes with irregularly thickened basal lamina. The pericytes contained 
vacuolized mitochondria, and the cell membranes were indistinct; there was no evidence 
of hypertrophy. The endothelial cells also had vacuoles, and their basal lamina was thin 

and partly interrupted. The cell surfaces were irregular (Fig. 3). No spindle cells were 
seen, and neither pericytes nor endothelial cells contained nuclear bodies. There was 

oedema of the perivascular area, and the cell inftltrate was dominated by lymphoid cells. 
Some of them had vacuoles in the cytoplasm, condensates of chromatin and indistinct cell 
membranes. No mast cells were seen. 

DISCUSSION 

Light microscopy of the nodular lesions on the feet of our 61-year-old patient with venous 
insufficiency showed histopathological changes as seen in acroangiodermatitis or pseudo­
Kaposi sarcoma (2). The pathogenesis of this condition is not known in all cases, but 
undoubtedly many cases are caused by congenital or acquired increase of the venous 
pressure of the lower extremities (1, 2). From the clinical appearance, Kaposi's sarcoma 

may be suspected. and histological examination may support this diagnosis. Ultrastruc­
tural investigations have established the spindle cell to be the characteri stic neoplastic cell 
in Kaposi's sarcoma (6). The origin of this cell is uncertain, but most authors believe it to 

be a pericyte. Hypertrophied endothelial cells with increased mitotic activity. often 

containing nuclear bodies, are also a common feature of Kaposi's sarcoma. 
Our investigation shows that no spindle cells or nuclear bodies are present in pseudo­

Kaposi sarcoma. The ultrastructure of the proliferating pericytes shows signs of degener-



Acta Derrn Venereol (Stockh) 64 Short reports 249 

ation, and they are not hypertrophic. Probably they are the result of chronic stasis and 

oedema. 

The importance of distinguishing the benign, chronic acroangiodermatitis or pseudo­
Kaposi sarcoma from the malignant Kaposi's sarcoma is obvious. Furthermore, irradia­
tion of the affected skin in pseudo-Kaposi sarcoma can increase the damage to blood 

vessels and thus add to the circulatory insufficiency believed to cause the skin changes. In 
cases, where conventional microscopy leaves doubt about the diagnosis, electron micro­
scopy can be of use in differentiating the t wo conditions. 
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A solitary case of Trichorhinophalangeal syndrome type I is described. Scanning electron 
microscopic examination revealed alterations of the cuticular pattern and hair shaft struc­
ture. These alterations have not been previously described and differ from those seen in 
other syndromes belonging to the group of the ectodermal dysplasias e.g. the Trichoonytic 
Hidrotic ectodermal dysplasia, autosomal recessive Anhidrotic ectodermal dysplasia and 
X-linked Anhidrotic ectodermal dysplasia. Key words: Alopecia; Ectodermal dysplasia:
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The Trichorhinophalangeal syndrome (TRP) type I is characterized by sparse, fine slow­

growing hair, a bulbous 'pear-shaped' nose with a long philtrum, a certain degree of 

dwartism and short fingers deviated at one or more interphalangeal joints, showing 'cone 

shaped' epiphyses on X-ray examination. Other associated symptoms are: thin lateral 
eyebrows, !umbar scoliosis or !ordosis, small supernumerary teeth, 'Perthes-like' altera­

tions of the femoral heads (I, 2, 3, 4). This syndrome was given its name by Giedion, who 
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