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lymphocytes per mM3, protein of 43 mg/100 ml. The
Wassermann reaction was positive and the Lange colloidal
gold curve showed a "mid-zone" reaction. He was given a
course of penicillin for 20 days. The cerebrospinal fluid had
returned to normal six months later and there was some
improvement in his hearing; the blood reagin tests were
negative within 20 months.
These cases illustrate the importance of adequate under-

graduate teaching by experts on the subject of the venereal
diseases if doctors in practice are to be fully equipped to
diagnose it despite its deceptive appearance in many cases.

I Parker, J. D. J., British Yournal of Venereal Diseases, 1972, 48, 32.

Platelet Embolism
Emboli of cardiac origin, by occluding either the cerebral
or carotid arteries, are a common cause of cerebral in-
farction.' 2 These emboli are due to a variety of cardiac
lesions, the commonest being rheumatic and arterio-sclerotic
diseases, especially when associated with cardiac dysrhythmia.

Strokes so caused were found to have been ushered in by
seizures in 40% of a recently published series.3 Other
workers have also reported a high incidence of seizures in
cerebral embolism.4 As a result of increasing tendency to
resort to cardiac valve replacements by prosthesis, this is
now a common source of cerebral embolism.3 Two types of
emboli from prosthetic replacements were recognized. Large
emboli believed to be due to dislodged fragments of red
thrombus from the cage of the artificial valve or its seating
in the myocardium most commonly arise during the
immediate postoperative period. Smaller emboli, fibrino-
platelet in nature, are liable to arise three to five years after
insertion of the prosthesis, especially of a ball valve fabricated
from Silastic material. A double-blind study suggests that
the frequency of this type of embolism can be lowered by
combining the customary anticoagulant therapy with
dipyridamole 400 mg daily.5 Platelet emboli can produce
cerebral and retinal lesions, and a fundus photograph from
a case of aortic prosthesis shows a typical cotton-wool spot
lesion in every way similar to that produced by experimental
embolization of retinal arterioles by means of small glass
spheres.6 In view of the widely held view that platelet
embolism plays an important part in the causation of uni-
lateral amaurosis fugax, it is noteworthy that this pheno-
menon was not mentioned among the thromboembolic com-
plications following cardiac valve replacement in these two
large series.

Platelet aggregates have been shown to be of two types-
namely, irreversible and reversible.7 The platelet aggregates
seen during attacks of amaurosis fugax as "white bodies"
in retinal arteries, in association with segmentation of blood
column in retinal veins, are probably of the latter type.
These retinal circulatory phenomena provide the basis for
the embolic theory of unilateral amaurosis fugax.8-12

In the normal circulation the formed elements of the
blood remain discrete and showing no tendency to adhere
to each other. Using a technique which renders possible in
vivo microscopy of the retinal vessels in experimental
animals, K. Thuranszky13 has obtained photographs to show
that the suspension stability of the blood elements judged
by segmentation of blood column is quantitatively related to
perfusion pressure. Normal platelets are capable of adhering
to each other (aggregation) and to foreign surfaces such as

glass (adhesion). These two properties appear to be identical,
since in the so-called Glanzmann-Naegeli type of inherited
thrombasthenia the platelets fail to clump and also do not
adhere. There is now evidence that platelet adhesiveness,
and therefore clumping, becomes greatly increased under
conditions of reduced blood flow.14 The retinal intravascular
phenomena observed during attacks of unilateral amaurosis
can therefore be regarded as resulting from a fall in perfusion
pressure. Ischaemia causes blindness, and diminished velocity
of blood flow leads to varying degrees of fragmentation of the
blood column in some retinal vessels, as also to clumping of
platelets. The opposing intraocular pressure is an important
factor in magnifying the effect of the fall of perfusion pres-
sure on the retinal circulation.15 Blood flow may cease en-
tirely and arteries become empty of blood or "white bodies,"
and individual segments of intravascular blood columns may
show varying degrees of to-and-fro or centrifugal movements.
E. M. Fisher has concluded that "symptomatic retinal
ischaemia" can, however, occur in the absence of these
ophthalmoscopic abnormalities "merely as a result of slowing
of the blood flow".8 The facility with which segmentation
of the blood column occurs when velocity of blood flow
is reduced, is related to the sedimentation rate.1617 Uni-
lateral amaurosis fugax can therefore be regarded as a variant
of a "transient stroke" of the type discussed in these columns
recently.18 The concept that unilateral amaurosis fugax was
due to transient fall of carotid perfusion pressure was,
according to H. P. Wagener, first formulated in 1951.19-21
It accounts for cases in which ipsilateral blindness appears
suddenly some days after surgical constriction of one carotid
artery, and can be promptly relieved by release of the artery.
It also explains a rare but well-documented syndrome in
which unilateral amaurosis can be provoked at will by a
stereotyped manoeuvre.22

E. G. Loring was among the first to question the validity
of embolism as a cause of unilateral amaurosis fugax. He
wrote nearly a century ago: "If it were embolism how could
it be possible that precisely similar attacks had occurred over
and over again. It would certainly seem to pass belief that
such a thing could occur over and over again for the space
of 25 years".23 Fisher, though accepting platelet embolism
as cause of this syndrome, voiced his misgivings in almost
similar terms: "That a kind of secondary microembolism
could cause the same clinical picture on more than 700
occasions tests the imagination".8
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