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Fig. 5 Electron micrograph of a bicuspid aortic valve. Small areas of microfibrillary substance are disseminated in
a matrix composed of collagenous fibres and elastic membranes. The microfibrils are short, haphazardly stacked up,
and have a mean diar:eter of 9-5 nm (x 54 00).

electron microscopy was performed on the heavily fibrils with ultrastructural features specific for
calcified bicuspid aortic valve of a S54-year-old amyloid (Shirahama and Cohen, 1967) (Fig. 5).

individual. Examination of iodine and Congo red The characteristic green dichroism under polarised
positive areas confirmed the presence of micro- light was unaffected by prior treatment with
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potassium permanganate. According to Wright
et al. (1977), this method allows an easy distinction
between different chemical types of amyloid.
Secondary amyloid, with protein AA as its major
component, is the only one to be permanganate-
sensitive. The amyloids of immunoglobulin or
endocrine origin are permanganate-resistant. The
same is true for the senile type of cardiac amyloid,
in which Westermark et al. (1977) have recently
established the presence of a specific protein subunit.
A point that deserves further consideration is
whether dystrophic amyloidosis could affect struc-
tures other than the heart valves. The question
arises for atheromatous lesions, whether situated at
the base of the heart valve as was observed in one of
our surgical specimens or in the aortae as was
described by Wright et al. (1969). These authors
were, however, unable to demonstrate any significant
relationship between the presence of amyloid and
the degree of atherosclerosis.

With regard to the pathogenesis of this condition,
one can only speculate as to the respective roles of
three possible factors: (a) the presence in the
circulating plasma of amyloid precursors; (b) an
increased permeability of the damaged valvular
surface; and (c¢) the local appearance, within the
altered ground substance of the valvular connective
tissue, of abnormal substances with a strong
capacity to bind the amyloid precursors, which have
premeated this tissue.

Sincere thanks are offered to Professor P Potvliege,
who made the electron microscopic observation,
to Professor W Hijmans for helpful criticism, to
Mr V Van Cleerhout for skilful technical assistance,
and to Mrs S Pieters for typing the manuscript.
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