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A 54-year-old woman presented with purple-red
vessels on.the lower legs of 15 years’ duration
with gradual proximal progression to involve the
thighs; breasts, and forearms. A punch biopsy
of the inner thigh was obtained for histopatho-
logic evaluation.

THE BEST DIAGNOSIS IS:

a. cutaneous collagenous vasculopathy
b. generalized essential telangiectasia
c. livedoid vasculopathy

d. primary systemic amyloidosis

e. stasis dermatitis

H&E, original magnification X200 (clinical appearance of telangiectatic
rash on the left leg [inset]).

PLEASE TURN TO PAGE 125 FOR THE DIAGNOSIS

From the Medical University of South Carolina, Charleston. Drs. Hannay and Forcucci are from the Department of Pathology and Laboratory
Medicine, and Dr. Mazza-McCrann is from the Department of Dermatology and Dermatologic Surgery.

The authors report no conflict of interest.

Correspondence: Madison E. Hannay, DO, 165 Ashley Ave, CH236E, Charleston, SC 29425 (hannay@musc.edu).

doi:10.12788/cutis.0202

WWW.MDEDGE.COM/DERMATOLOGY VOL. 107 NO. 3 | MARCH 2021 119
Copyright Cutis 2021. No part of this publication may be reproduced, stored, or transmitted without the prior written permission of the Publisher.



THE DIAGNOSIS:

DERMATOPATHOLOGY DIAGNOSIS DISCUSSION

Cutaneous Collagenous Vasculopathy

utaneous collagenous vasculopathy (CCV) is an

idiopathic microangiopathy of the small vessels in

the superficial dermis. A condition first identified
by Salama and Rosenthal' in 2000, CCV likely is under-
reported, as its clinical mimickers are not routinely biop-
sied.” It presents as asymptomatic telangiectatic macules,
initially on the lower extremities and often spreading to
the trunk. Cutaneous collagenous vasculopathy often
is seen in middle-aged adults, and most patients have
comorbidities such as hypertension, diabetes mellitus, or
cardiovascular disease. The exact etiology of this disease
is unknown.**

Histopathologically, CCV is characterized by dilated
superficial vessels with thickened eosinophilic walls.
The eosinophilic material is composed of hyalinized
type IV collagen, which is periodic acid—Schiff positive
and diastase resistant (Figure 1).** Stains for amyloid
are negative.

Generalized essential telangiectasia (GET) is a condi-
tion that presents with symmetric, blanchable, erythema-
tous telangiectases.” These lesions can occur alone or
can accompany systemic diseases. Similar to CCV, the
telangiectases tend to begin on the legs before gradu-
ally spreading to the trunk; however, this process.more
often is seen in females and occurs at an earlier age.
Unlike CCV, GET can occur on mucosal surfaces, with
cases of conjunctival and oral involvement reported.®
Generalized essential telangiectasia usually is a diagnosis
of exclusion.”® It is thought that many CCV-lesions have
been misclassified clinically as GET, which highlights the
importance of biopsy. Micrescopically, GET is distinct
from CCV in that the superficial dermis lacks thick-walled
vessels.>” Although usually not associated with systemic

diseases or progressive morbidity, treatment options
are limited.?

Livedoid vasculopathy, also known as atrophie
blanche, is caused by fibrin thrombi occlusion of dermal
vessels. Clinically, patients have recurrent telangiectatic
papules and painful ulcers on the lower extremities
that gradually heal, leaving behind white stellate scars.
It is caused by an underlying prothrombotic state with
a superimposed inflammatory response.’ Livedoid vas-
culopathy primarily affects middle-aged women, and
many patients have comorbidities'such as scleroderma or
systemic lupus erythematosus. Histologically, the epider-
mis often is ulcerated, and thrombi are visualized within
small vessels. Eosinophiliefibrinoid material is deposited
in vessel walls, in¢cluding but not confined to vessels at
the base of the epidermal ulcer (Figure 2). The fibrinoid
material is periodic acid-Schiff positive and diastase
resistant .and can be highlighted with immunofluores-
cence, which may help to distinguish this entity from
CCV.*? "As the disease progresses, vessels are diffusely
hyalinized, and there is epidermal atrophy and dermal

FIGURE 1. Cutaneous collagenous vasculopathy. Periodic acid—
Schiff staining demonstrated hyalinized vessel walls (original magni-
fication X200).
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FIGURE 2. Livedoid vasculopathy (atrophie blanche). Fibrin thrombi
within small vessels and vessel walls with adjacent stasis changes due
to the anatomic site (H&E, original magnification X 100).
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DERMATOPATHOLOGY DIAGNOSIS DISCUSSION

FIGURE 3. Amyloidosis. A, Amorphous eosinophilic_material within
the vessel walls (H&E, original magnification.X200). B, Waxy red-
orange material involving vessel walls (Congo red,«original magnifica-

tion X200).

sclerosis. Treatment options include antiplatelet and fibri-
nolytic drugs with a multidisciplinary approach to resolve
pain and scarrings

Primary systemic.amyloidosis is a rare condition, and
cutaneous manifestations are seen in approximately one-
third of affected individuals. Amyloid deposition results
in waxy papules that predominantly affect the face and
periorbital areas but also may occur on the neck, flexural
areas, and genitalia.” Because the amyloid deposits also
can be found within vessel walls, hemorrhagic lesions
may occur. Microscopically, amorphous eosinophilic
material can be found within the vessel walls, similar to
CCV (Figure 3A); however, when stained with Congo red,
cutaneous amyloidosis shows waxy red-orange mate-
rial involving the vessel walls and exhibits apple green
birefringence under polarization (Figure 3B)." Amyloid
also will be negative for type IV collagen, fibronectin, and
laminin, whereas CCV will be positive.®

126 | CUTIS®

FIGURE 4. Stasis dermatitis. Thickened vessel walls with superfi-
cial dermal angioplasia, hemorrhage, and hemosiderin deposition
(H&E, original magnification %.100).

Stasis dermatitis 'is a result of chronic venous
insufficiency ‘and causes characteristic clinical and
histopathelogic findings. In contrast to CCV, where
hyalinized type IV collagen is deposited within the ves-
sel wall, plasma and fibrin are deposited around the walls
of capillaries in stasis dermatitis."! Additional microscopic
findings of stasis dermatitis include superficial dermal angio-
plasia, hemorrhage, and hemosiderin deposition (Figure 4).
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