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Birth season and schizophrenia
"In the Spring a young man's fancy lightly turns to thoughts
of love."' Whether for this biological reason or for some other,
in many European countries the number of births is maximal
in the first half-indeed, in the first quarter-of the year. In
addition, in some of the Scandinavian countries, as Professor
0rnulf 0degArd has lately reminded us,2 there is a secondary
sharp peak in September-obviously the consequence, he
says, of festivities at Christmas and the New Year. In the
southern hemisphere the birth peak remains in winter, and any
possible secondary peak there in September caused by jollifica-
tion at the turn of the year would be concealed.
An association has been put forward between season of birth

and an assortment of conditions, such as anencephaly,3 Down's
syndrome,4 and twin births,5 but with few exceptions these
suggestions so far remain tentative. The main exception is
schizophrenia. Since interest first arose in the season of birth
nearly all reliable large-scale studies have shown that more
schizophrenic patients are born in the first four months of the
year than would be expected; the excess is about 700 in the first
quarter. The earlier investigators did not always avoid statis-
tical man-traps, particularly in choosing control figures, but
schizophrenia and January-April birth do seem to be associa-
ted, at least in Norway,6 England and Wales,7 8 Denmark,9
Sweden,10 11 and perhaps elsewhere. In New South Wales
there is an excess of winter-born among women with schizo-
phrenia but not men.12
What are we to make of this curious finding ? It has certainly

already generated fresh theories about the causes ofthe disease.
At least one of these, that schizophrenics tend to be born after
hot rather than cool summers,13 has already fallen by the way-
side and been shown not to be true of New South Wales.'2
Others, such as that mothers of schizophrenics suffer from a
deficiency of ascorbic acid in the antenatal and postnatal
months,14 or that winter birth and winter infections lead to a
specific risk of later schizophrenia, lack much evidence in
support. They merely replace one mystery by another.
Two other theories are more attractive. Schizophrenic

people have reduced fertility-about 70%, of that in compar-
able normal people.15 How do the genes causing or predispos-
ing to schizophrenia survive unless schizophrenia confers some
compensating advantage ?16 What this advantage might be is
unknown-resistance to surgical and wound shock, to allergy
and to infection have been suggested-but it could well be
associated with winter birth. One possibility is increased
robustness and reduced sensitivity to cold, as suggested by

Hare and Price7; another is a higher resistance specifically to
winter respiratory infections, as suggested by Huxley and
others.16 Neither ofthese propositions can be readily confirmed
or refuted.
Do the mothers of schizophrenic patients, perhaps, have a

special tendency to conceive in spring? As an explanation for
an excess of winter births this hypothesis is almost self-
evident, but not quite: there might, for example, be a different
risk of abortion. But it is testable by studying the birth months
of the siblings of schizophrenic patients. McNeil and others'
noted the birth dates of 288 full sibs and 44 half-sibs of schizo-
phrenic patients in Swedish hospitals. Five per cent of the
siblings were themselves schizophrenic and were excluded.
The findings tended to confirm the theory of a parental con-
ception habit. Hare showed17 that excess births of manic-
depressive patients also occurred in the early months of the
year in England and Wales; a similar excess has been reported
in Sweden, but not for Norway or Denmark. To provide a
large sample Hare therefore felt justified in combining manic-
depressive with schizophrenic patients in his study of birth
dates of siblings.18 He collected 670 mentally well siblings of
patients with these two psychoses. The results gave qualified
support to the theory that the season of conception for mothers
of patients with these illnesses is peculiarly distributed. To
clear up doubts the work will need replication on a larger
scale.
Meanwhile news has come from outside Europe. In a con-

trolled, but not perfectly matched, study on 3500 schizo-
phrenic patients born in the Philippines there was a 15%
excess of those born from December to February, the cold
season.'9 Another recent important large and well-designed
study has come from 19 of the United States20; and here the
controls used cannot be faulted-the authors took the general
births from the same states for the same years. They established
the birth months of over 50 000 schizophrenic patients born in
the years 1920-55. There was a highly significant peak of
schizophrenic births in the months December to May, par-
ticularly in New England and the mid-west. Although the
peak of schizophrenic births is in the cold months nearly
everywhere, the peak of ordinary births (in Europe usually also
highest in winter) in the United States is reached in August
and September-another puzzle that needs looking into.
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Traumatic tenosynovitis
of the wrist
Unaccustomed and repetitive movements of a joint may
lead to inflammation of the surrounding tendons and their
synovial sheaths.1 Though often termed tenosynovitis, in
many cases the lesion is proximal to the synovial sheath
in the region of the musculotendinous junction.2 Traumatic
tenosynovitis of the wrist is common in golfers, tennis players,
oarsmen, or canoeists,3 4 whose activities strain the wrist and
forearm, and in industrial workers doing light assembly work
which requires rapid finger and hand movement.5 The con-
dition should be differentiated from inflammation ofthe fibrous
tendon sheath, tendovaginitis, though the two may coexist.

Tenosynovitis is characterised by pain and swelling in the
line of the tendons, often accompanied by crepitus on move-
ment-hence the alternative name peritendinitis crepitans.
It appears to be an inflammatory response to strain occurring
in susceptible people.2 5 Pain, though moderate, is disabling
-and in economic terms expensive. One factory lost 2000
working days in a year because of tenosynovitis affecting its
workers.5
The objectives of treatment today are the same as they were

a hundred years ago, when John Morgan6 described them as
"the allaying of pain and prevention of other structures from
becoming implicated by the inflammation." Pain should be
relieved by analgesics and the wrist rested in plaster or a
splint. Once an infective cause has been excluded anti-
inflammatory drugs and steroid injections may be used. Ultra-
sound has been shown recently to be beneficial and is certainly
quicker and more comfortable for the patient than physio-
therapy using deep friction.7 Once the pain has been relieved
treatment should be aimed at preventing joint stiffness and
muscle wasting by unduly prolonged immobility. When the
patient returns to work his job may need some modifications
to prevent a recurrence, but whereas this may be possible in
industry the athlete is often unwilling or unable to compromise.
In these circumstances surgery may prove necessary.
Hypertrophy of forearm muscles is believed often to be the

underlying cause of tenosynovitis in athletes.4 8 Surgical
decompression of the restricted tendons leads to rapid relief
of symptoms. The extensor indicis proprius syndrome8 is

characterised by pain over the fourth dorsal compartment of
the wrist and is associated with a synovitis of the extensor
indicis proprius muscle. The musculotendinous junction
frequently passes deep to the extensor retinaculum, and when
the muscle is hypertrophied the compartment may be tightly
compressed, causing pain and disability. Division of the exten-
sor retinaculum relieves the symptoms.

Williams4 has described tenosynovitis affecting the radial
extensor tendons of the wrist where they are crossed by the
long abductor and short extensor muscles of the thumb. Exci-
sion of the inflamed paratenon with decompression of the
overlying muscle sheath relieves symptoms within 24 hours
and should enable sportsmen to return to full training before
the sutures are removed.
The prognosis for those patients who receive prompt and

active treatment is good. Modification of working conditions
and correct design of tools and training in their use5 are the
keys to reduction in time lost at work. In most patients
conservative treatment will relieve symptoms, but in those in
whom pain persists or where very rapid relief is demanded
surgery may be the answer.

1 Maudsley, R H, Practitioner, 1975, 215, 42.
2 Thompson, A R, Plewes, L W, and Shaw, E G, British Journal of Industrial

Medicine, 1951, 8, 150.
3 British Medical,Journal, 1977, 2, 1622.
4 Williams, J G P, Journal of Bone and J'oint Surgery, 1977, 59-B, 408.
5 Welch, R, Industrial Medicine, 1972, 41, no 10, 16.
6 Morgan, J H, St George's Hospital Reports, 1877/78, 9, 763.
7 Lanfear, R T, and Clarke, W B, Physiotherapy, 1972, 58, 128.
8 Ritter, M A, and Inglis, A E, Journal of Bone and J'oint Surgery, 1969,

51-A, 1645.

Predictive tests in
Huntington's chorea
We still have no proved method of establishing whether a
symptom-free descendant of a patient with Huntington's
chorea carries the autosomal dominant gene for the disease.
Nevertheless, we do have many techniques that may eventually
turn out to be useful in discriminating between those who have
the gene and those who do not. These tests are based on the
assumption that if clinical, laboratory, or other investigations
yield one result in choreic individuals and another in normal
subjects then similar results may be found in presymptomatic
carriers of the gene. If this assumption is right then it should
be possible to distinguish between such individuals and their
non-heterozygous siblings.

In one of the earliest tests proposed the known electro-
encephalographic abnormalities in choreics were sought in
their children (unaffected at that time by the disease). In the
records of some of these children there was an excess of slow
activity, suggesting that these might be the ones who were
destined to develop chorea.1 Since dementia is a prominent
feature of the disease, various tests of intellectual ability,
psychomotor function, and personality have been used as
predictive tests.24 Individuals with established disease have
abnormal movements in their limbs, so that finger movements
have been studied by using accelerometers and again a wide
variety of results obtained.5 The observation that choreics have
abnormal eye movements6 I led to the discovery of similar
changes in possible carriers.8 9 Patients with chorea sometimes
have abnormal bursts of activity on electromyography, and
similar changes have been found in some of those at risk.4
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