Downloaded from bjo.bmj.com on February 12, 2012 - Published by
group.bmj.com



Downloaded from bjo.bmj.com on February 12, 2012 - Published by
group.bmj.com

380 ARNOLD LOEWENSTEIN

myopic retina, lifted by the exudate, may be injured and
perforated, while a normal one would resist, and, after re-absorp-
tion of the exudate, be re-attached. The occurrence of a peripheral
hole is the reason for progression in such a case of exudative
detachment of the retina.

The conditions for the occurrence of an exudative retinal detach-
ment are given when :

1. An angiospastic reaction in the sclera or choroid causes an
exudate. 2. The exudate finds its way between the choroid and
the retina. 3. There are no widespread adhesions between the
choroid and the retina. 4. The intra-ocular pressure is not high
enough, to press the retina on to the choroid.

A progressive retinal separation occurs when there is a tearable
spot in a senile or myopically degenerate retina.

Experiments with rabbits (Wessely, 1921, Weekers, 1925,
Loewenstein, 1926) have proved the fact that a detachment of the
retina can be produced by cauterisation of the sclera. It is very
easy to evoke by a slight touch with Wessely’ steam
cautery. The detached retina replaces itself again in a few days
in the majority of cases, but in some the detachment progresses
and becomes a total one. We produce here a blister in the interior
of the eye raised by burning—an exudate analogous to that which
accompanies an allergic inflammation.

Redslob (1931) describes a case of detachment of the retina
without a retinal defect, but with a congestion of all choroidal
vessels. Circulatory disturbances with physico-chemical variations
of the nourishing fluids are assumed to be the cause of the detach-
ment. Histological findings of Mawas (1935) confirm the descrip-
tion of Redslob, and stress the important role of the pigment
epithelium for the retinal function. Redslob and Nordmann (1938)
publish the histological picture of experimental retinal detachment
in a dog, produced by a ligature of the vortex veins according
to Koster. Extremely choked choroidal vessels with oedema of the
pigment epithelial cells are to be seen in the spots corresponding
to the detached retina. An upset in the choroidal vessel function
is able to provoke a retinal detachment with cystoid degeneration
even in a normal eye. Here we ignore intentionally the role of
pigment epithelium and its discharge (Koyanagi, 1937), and do
not mention how far damage of the qualitative and quantitative
filtering power of Bruch’s glass membrane influences the rise of
sub- and intra-retinal exudates. (Loewenstein, 1940.)

The importance of exudative inflammation in causing detach-
ment of the retina has been stressed very often by many authors
(Dor, Lauber, Dimmer, Meller, Schall, Loewenstein, Korarskaja
and Jorkima, Arruga). All these authors think that a tuberculous
or other chronic inflammation of the choroid must not be under-
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estimated in the aetiology of retinal detachment. Czillag’s, Steffen
Lund’s and my Case 4 are illustrations of this occurrence. The
course of the disorder will be different according to whether the
exudate meets a normal or a degenerate retinal tissue, in other
words whether it produces a hole or tear in the retina or not. The
well-known and not uncommon cases of spontaneous healing of
retinal detachment belong mostly to the second group. The cases
with retinal defect will be progressive, even if the primary process
is healed. A specific treatment in all cases suspected of a tuber-
culous aetiology should be recommended. * .

We do not know why in certain cases the exudative fluid oozes
into the anterior retinal tissue and in others remains in the deepest
layers or sub-retinal. That may depend on the chemical constitu-
tion of this exudate. The higher the content of albumen, of fibrin,
of cells, or debris, the more difficult will be the penetration of the
living retina. The condition of the retina must not be neglected.

There is no doubt that a central angio-neurotic retinopathy does
occur. The majority of published cases—it is a small part of
those observed, and a far smaller part of those actually occurring
—must convince everybody. The lability of the small vessels
plays a great rdle in its :aetiology.

There will always be the question whether spastic contraction
of the retinal vessels may produce the intra- or sub-retinal oedema
or exudate. I am not sure about this, and want to stress the point
that the choroidal vessel system is at least of the same importance
for retinal nourishment, and that far-reaching changes of the
ciliary (uveal) vascular system are detected in retinitis albumin-
urica (Koyanagi and many other authors). The cases described
here are in my opinion to be explained as a sequel of choroidal
reaction in the first place, even if I do not exclude the effect of
spastic contraction of the retinal vessels within the area round the
fovea. The retinal pictures published up till now do not seem to
be very convincing, but that may be due to nothing but a technical
difficulty in the reproduction of such slight changes.

In analogy with migraine we have to emphasise the tendency
(usually hereditary) of the capillaries to react to a certain stimulus
with spasm, causing disturbance of nutrition within the area of
distribution and serous imbibition of the surrounding tissue. The
nature of this stimulus is unknown in the majority of cases. The
importance of the vegetative nervous system is apparent, and its
connection with the endoctrine secretion. Toxic influences are
possible, e.g., quinine, alcohol, nicotine, ergotin, mercury, etc.
But the significance of allergic capillary spasm is not to be
doubted. The commonest infection of an eye tissue is the tuber-
culous one, which is closely connected with the production of an
allergic state of the infected tissue. Exudation is the essence of
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this allergic response. (A. K. Krause.) Our Cases 2 and 3 belong
to the group of retinopathia serosa allergica tuberculosa. The
importance of spasm of the small macular vessels of previously
unknown origin is stressed by Horniker, Gifford and Marquart,
Bailliart, Paterakis and other authors. It is very difficult to say
from the long list of published cases how many are allergic. I
believe that there is a great number of them. But we cannot prove
this assumption. We are much better informed about the allergic
origin of the Cases 2 and 3, especially in Case 3, with the typical
tuberculous changes in the iris tissue.

So I come to the conclusion that the deep cleavage between the
opinions of Horniker and Gifford on the one hand and Kitahara
and Riehm on the other, is more fictitious than it seems to be on
first impression. It is just possible that we may be able in a short
time to prove many of the central angio-spastic retinopathies to be
allergic.

Summary

One case of a central retinal process is understood to be an
angio-neurotic retinopathy of unknown, probably allergic, origin.
A second case with exophthalmos and limitation of eye movements
with sub- or intra-macular exudate is diagnosed as posterior scleritis
with exudation both into the orbital tissues and sub-retinally. A
third case shows a central fundus picture analogous to the second
one in connection with a typical tuberculous iridocyclitis. A fourth
shows a chemotic sub-conjunctival bleb with, later on, corres-
ponding retinal detachment in a myopic eye. The author empha-
sises the fact that the allergic inflammatory reaction—tuberculous
or non-tuberculous—is always characterised by a primary narrow-
ing of the smallest vessels with an oedematous imbibition of the
surrounding tissue. The allergic spasm of the retinal and choroidal
vessels plays a dominant part in the development of the central
retinopathy. Specific processes in the choroid and sclera with
exudation cause retinal detachment. In the myopic or senile retina,
the occurrence of exudate in the presence of cystic degeneration
may easily lead to the production of a tear in the retina and a
detachment of progressive character.
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A CASE OF BLUE SCLEROTICS

BY
J. P. SPENCER WALKER

HOVE

THIs case of blue sclerotics may be of interest to your readers.
The association of deafness and liability to fracture of bones is well
known, but there is some doubt as to whether the sclera is thin
and so the choroid shows through, or is of normal thickness but
transparent.

There was a history of deafness of the left ear of long standing,
and of recent fracture of the femur on stepping off an omnibus. As
far as she knows, none of her relatives is deaf, has blue sclerotics,
or has sustained fractures. The patient was brought to me by her
doctor, as she had almost lost the vision of the left eye. On exam-
ination the blue sclerotics in both eyes were very noticeable, the
vision of the right eye was 6/6, and of the left perception of light
only. The tension of the right eye was normal, but that of the left
was raised considerably. The field of vision of the right eye was
normal. The patient is aged 46 years.

As the tension did not lessen with the use of miotics, I decided to
trephine the left eye. Though I expected the sclera might be thin,
I was surprised to find how very thin it proved to be. One complete
turn of the Elliot’s trephine was sufficient to cut through.

My object in reporting this case is not to discuss the treatment of
the glaucoma, but to draw attention to the thinness of the sclera,
and to the absence of stretching of the sclera with such an increased
tension in an eye with so thin an outer coat.
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