
Labrador retriever breeding. Unfortunately, the breed-
ing trials and pedigree analysis required to determine if
this is a case of cerebellar abiotrophy were not possible.
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CROSS-CANADA DISEASE REPORT

RAPPORT DES MALADIES DIAGNOSTIQUEES AU CANADA

Ontario
Mechanobullous disease in a Belgian
foal in eastern Ontario
A mechanobullous disease with a suspected inherited

etiology has been reported in Belgian foals in the
United States (1). Affected foals develop bullae of the
skin, and mucosal and mucocutaneous membranes that
progress to irregular and asymmetrical erosions and
ulcers following minor trauma. Corneal ulcers and dys-
trophic teeth are also described. Lesions may be present
at birth or develop in the neonate. Death results from sec-
ondary bacterial infections and reduced feed intake due
to oral lesions. Anecdotal reports of this disease have
existed in Ontario for several years.

In May 1992, formalin-fixed tissues from a 7-day-old,
purebred, female, Belgian foal were submitted to the
Kemptville Regional Veterinary Laboratory, Ontario
Ministry of Agriculture, Food and Rural Affairs, for his-
tological evaluation. The foal had been normal at
birth and had nursed aggressively. By 2 d of age, large
irregular erosions and ulcers of the skin over pressure
points were observed; similar defects appeared at the
oral mucocutaneous junction, and on the tongue, hard
palate and mucosa over the erupted incisor teeth. Ulcers
of the coronary band were present on both front feet,
resulting in sloughing of 1 hoof wall by 6 d of age. A
clinical diagnosis of mechanobullous disease of
Belgian foals was made and the foal was euthanized at
7 d of age.

Histopathology of the skin was characterized by
subepidermal clefts. The basal cell layer was intact and
attached to the epidermis, and there was intracellular
edema of rare basal cells. Simple cleft formation was
unaccompanied by inflammation; where this had pro-
gressed to epidermal sloughing and ulceration, the der-
mal surface consisted of granulation tissue covered

with fibrin, neutrophils, and bacteria. At the periphery
of ulcers, there was marked, irregular, epidermal hyper-
plasia; fibrin and neutrophils from the ulcer extended into
the adjacent exposed subepidermal clefts, accompa-
nied by an intense superficial dermal perivascular neu-
trophilic infiltrate. Lesions of the buccal, gingival, and
glossal mucosae and the mucocutaneous junction were
similar to those in the skin.

In a published study (2), electron microscopic exam-
ination has shown that separation of the dermoepidermal
junction occurs through the lamina lucida with destruc-
tion of basilar hemodesmosomes. This and other ultra-
structural morphology was interpreted by the authors of
that study as being similar to human epidermolysis
bullosa of the junctional type. An autosomal recessive
mode of inheritance is suspected.
The histopathology of this case is being reported

because anecdotal reports of mechanobullous disease
of Belgian foals in eastern Ontario are rarely sub-
stantiated by laboratory tests; clinical signs are usu-
ally considered diagnostic.
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