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Not all cases of retinitis pigmentosa are hereditary, and
there are many atypical forms, including those where the
clinical changes are limited to one eye, one sector ofthe fundus,
or present as a "retinitis pigmentosa sine pigmento." It has
been suggested that this disease may really be little more than
a syndrome, and that damage to the visual cells may be provoked
by quite disparate causes, since the specialized tissue of the
retina can react in only a limited way; and, furthermore, since
the antigenicity of the retinal photoreceptors has been gener-
ally established, an immunological injury might well be
responsible for such degenerative changes.
There have been several recent studies of the biochemical

features of retinitis pigmentosa, which generally indicate an
increase in the immunoglobulins,2 especially IgM, suggesting
an infective or autoallergic process. The histological appear-
ances rarely show any evidence of inflammatory reaction, but
the activity ofslow viruses has been known to provoke macular
damage, and such an occult virus infection might well underlie
some cases. Rahi2 concluded in a recent survey that the raised
IgM level might either cause the retinal degeneration directly
or through the intermediary of such an occult (? slow virus)
infection, or that individuals with a raised IgM (whose pro-
duction is genetically controlled) might be more prone to
retinal degeneration, or else that the high IgM level might
simply represent a further expression of the retinitis pig-
mentosa genetic anomaly.
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Cold and the Heart

The atmospheric climate of Britain, if not the financial,
appears to be improving. Lulled by two relatively mild Eng-
lish winters it may be salutory to remind ourselves of some
of the hardships of our cardiac patients in prolonged periods
of cold weather. Most doctors are familiar with the problems
that a patient's angina pectoris may become worse in cold
weather, and stepping out into the cold air first thing on a
winter morning may precipitate a sharp attack of chest
pain on minimal exercise. Physicians who see large numbers
of hypertensive patients have long had the impression that
the blood pressure of their patients tends to be higher on
cold winter days than in the balmy days of June, and this
has recently been confirmed.' The two observations have
been linked in a recent report from Portland, Oregon, which
suggests that there may be a correlation between exacerba-
tions of angina pectoris and this rise of blood pressure pro-
duced by exposure to cold.2

Neill et al.2 set out to find the mechanism of exacerbation
of angina by the cold. In an experiment there are many ways
of applying a cold stimulus-locally, diffusely to the skin,
or by the inhalation of cold air; but the haemodynamic res-
ponses appear to be similar in each instance.3 The method
chosen in this instance was to place, for either two or six
minutes, a damp towel filled with ice chips on the foreheads
of 19 patients with coronary heart disease and 6 control
patients, all ofwhom were undergoing left heart catheteriza-
tion for diagnostic purposes. All consented to the experi-
ments with cold as a separate risk. In the patients exposed to
cold for six minutes local discomfort and pain was maximal

between one and two minutes of exposure and subsequently
decreased. Five patients with ischaemic heart disease (all
of whom gave a history of cold intolerance) developed typical
angina pectoris after two to three minutes exposure. Parallel
with the local discomfort there was a marked increase in
both systolic and diastolic blood pressure and a slight in-
crease in heart rate, which was maximal after some six
minutes exposure. Coronary blood flow, measured by a
xenon disappearance technique, was also increased by the
cold and was greater at two minutes than six minutes. As
well as changes in systemic arterial pressure cold exposure
produced increases in left ventricular end diastolic pressure
and left ventricular myocardial oxygen consumption (cal-
culated as the product of coronary blood flow and coronary
arteriovenous oxygen difference). All these changes occurred
in both groups of patients studied-controls and those with
ischaemic heart disease. In seven of the latter exposure to
cold resulted in evidence of myocardial hypoxia-an increase
in the lactate/pyruvate ratio in coronary venous blood of
more than 15% over the resting level.4 These changes
suggestive of myocardial hypoxia were not, however, con-
fined to patients with a history of cold intolerance.
A different form of stress to the myocardial oxygen supply

-production of a tachycardia by atrial pacing-produced
the same evidence of myocardial hypoxia as did cold ex-
posure in the patients with ischaemic heart disease, sug-
gesting that their myocardial hypoxia seems not to be a
special response to cold but simply manifestation of dim-
inished coronary reserve.

So it seems that the increase in systemic arterial blood
pressure produced by exposure to cold causes an increase
in oxygen consumption by the heart. In patients whose
coronary circulation is already compromized this extra de-
mand produces myocardial hypoxia and angina pectoris
results. This explanation has a better physiological ring to it
than previous hypotheses such as "coronary artery spasm,"
for which there is little factual evidence.
What advice can we give patients with angina pec-

toris produced by cold exposure? Apart from the rather
impractical suggestion of moving to warmer climes, they
should be reminded to take their glyceryl trinitrite before
stepping out on a cold morning. Further, since 5-blocking
drugs help the patient with angina by diminishing myo-
cardial oxygen requirements a seasonal increase in the drug
dose might be appropriate.
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Squint
A squint simply means a deviation of the visual axes (not, as
people often imagine, eyes that look obliquely, are half-
closed, or inspect at a very close range); but not only is the
name confusing-hence the occasional use of that clumsy
classicism strabismus-but the subject is so complex that
international congresses and frequent symposia have be-
come regular features of the ophthalmological scene.

Such deviations are usually in the horizontal plane and
may be convergent or divergent. They may be obvious if
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