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Child psychiatry in the 20th century

Sr: Christopher Wardle took on a mammoth task
in attempting to summarise the influences on the
development of services for child and adolescent
psychiatry and managed to produce a readable and
informative article (Journal, July 1991, 159, 53-68)

His assertion that “Universities closed their
courses for psychiatric social workers in the 1970s
and recruitment ceased” is, however, factually
incorrect, as the Manchester course continued at that
time.

The University of Manchester has a psychiatric
social work section which was founded in 1946 and
since 1975 has been located in the Department of
Psychiatry in the Medical School; these social
workers have been much influenced by the tradition
which expects teachers to practise and which requires
medical schools to be responsible for the delivery of a
service as an essential part of student education.
The professor, 6 lecturers, 22 accredited practice
teachers and 25 students are associated with four
major teaching hospitals and 14 other agencies in or
around Manchester. The Diploma Course in Psychi-
atric Social Work carries with it the Certificate of
Qualification in Social Work (CQSW). The course is
full time, lasts for 12 months, and combines academic
teaching in the subjects of social work, psychiatry
and psychology, with three supervised practice
placements in approved social work agencies. Our
own department in a children’s teaching hospital is
fortunate to have two social work practice teachers
and five students.
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Sex differences in the familial risk of schizophrenia:
data from Riidin’s study

Sir: We were interested to read the study by Pulver
et al (Journal, January 1992, 160, 65-71) which
reported that first-degree relatives of female
schizophrenic patients more often developed schizo-
phrenia than did first-degree relatives of male
schizophrenic patients. These results replicate the
findings of Goldstein et a/ (1990) who also found a
greater than twofold risk of schizophrenia in the
first-degree relatives of 161 DSM-III female schi-
zophrenic patients versus 171 male schizophrenic
patients. These findings are unexpected and raise
intriguing possibilities about genetic subgroups in
schizophrenia (Castle & Murray, 1990).
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We are in the process of translating the classic
monograph of Riidin (1920) and decided to try and
examine this issue in his data. This was the first large
systematic family study of dementia praecox. Ridin
was a pupil of Kraepelin and the head of the genetic
department at Kraepelin’s Psychiatric Clinic in
Munich. His study used surprisingly thorough
methods. The diagnostic criteria of dementia
praecox adopted by Riidin were those of Kraepelin
himself which were applied consistently in his own
clinic and in affiliated institutions. These criteria
were a characteristic disorder of will, schizophrenic
thought disorder (as described by Bleuler), “intra-
psychic ataxia” (as described by Stransky), relatively
early age of onset, failure to make a complete and
lasting recovery, and a permanent change in the pre-
morbid personality. Cases of paraphrenia, as defined
by Kraepelin, were excluded. The sample consisted
of all cases of dementia praecox found among the
patients admitted to three Munich hospitals over
several years. Kraeplin and Riidin knew some of
these patients personally and discussed the diagnosis
together. Riidin also examined the patients’ psychi-
atric case notes to satisfy himself that the criteria
referring to the typical course of the illness were
fulfilled.

In order to ascertain the family history, patients
with dementia praecox were asked about their own
previous medical and psychiatric history and about
medical and psychiatric illnesses in their family. In
addition, as many relatives as possible were con-
tacted either in person or by post. Riidin attempted
to get independent information about the patients
and their family by consulting relevant documents,
such as registry office records, church registers, wills,
guardianship papers, divorce papers, family trees
and chronicles, and prison and police files.

Among many other factors he looked at the effect
of gender in the familial transmission of dementia
praecox. Table 50 in his monograph summarises his
findings, dividing both probands and relatives (in
his case siblings) by gender. In his main series he
reports findings on the siblings of 388 males with
schizophrenia and 300 females with schizophrenia.
Conveniently for us he was aware of the need to age-
correct his data and presented the raw results in
terms of age stratification. He divides siblings into
those living and dead and into age bands of under 17
years, 17-40 years and over 40 years of age.

From his data we have calculated age-corrected
risk to siblings assuming an age at risk of dementia
praecox being between 17 and 40 years. Cases below
this age we counted as 0, cases above as 1 and cases
within this age range as 0.5. Among the siblings
of male probands, 46 were affected out of an age-
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corrected 793.5 at risk. The morbid risk to siblings of
male probands was thus 5.60%.

Among the siblings of female probands, 40 were
affected out of an age-corrected total of 651 siblings,
giving a morbid risk of 6.14%. Thus Riidin found a
slightly increased risk of dementia praecox in the
relatives of women with dementia praecox, although
his excess was in the order of 10% and considerably
less striking than that reported in recent papers.

CASTLE, D. & MURRAY, R. M. (1991) The neurodevelopmental basis
of sex differences in schizophrenia. Psychological Medicine, 21,
565-575.

GoOLDSTEIN, J. M., FARAONE, S. V., CHEN, N. J., er al (1990) Sex

differences in the familial tr ission of schizophrenia. British
Journal of Psychiatry, 156, 819-826.

PauL CRICHTON

SHON LEwis

Department of Psychiatry

Charing Cross and Westminster Medical School
St Dunstan’s Road

London W6 8RP

Absence of prion protein mutation in bipolar manic-
depressive patients

Sir: Creutzfeldt-Jakob disease (CJD) is a neuro-
degenerative disease once felt to be due to slow virus
infection and now associated with an altered host
protein encoded by the PRNP gene (Brown et al,
1991). Several genetic mutations in the gene coding
for this protein have been found to be linked to the
genetic form of CJD (Carlson et al, 1991). A high
prevalence of CJD, including its familial form,
occurs among Libyan Jews in Israel (Chapman &
Korczyn, 1991). Recently a point mutation in codon
200 of the PrP gene (resulting in a change from
glutamic acid coded by GAG to lysine coded by
AAG) was described in some Libyan Jewish patients
with familial CJD (Goldfarb et al, 1990).

We recently identified a large pedigree of Libyan
Jews in Israel with a high prevalence of bipolar
manic—depressive illness. Crow (1987) has speculated
that psychosis with genetic transmission may involve
incorporation of transmissible retroviruses into the
human genome. Since CJD in its early stages has
behavioural and emotional symptoms and particu-
larly depression (Behar et al, 1969), we hypothesised
that manic—depressive illness might involve a
pleiotropic expression of the PrP gene mutation.

Blood samples were obtained by informed consent
from two bipolar manic—depressive patients and one
schizoaffective patient from different branches of the
same large kindred of Libyan origin, and also from
three unrelated bipolar manic—depressive patients of
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non-Libyan origin. All six patients were euthymic on
lithium therapy. The PRNP genes of these patients
were examined for the existence of the codon 200
mutation by means of a polymerase chain reaction
followed by restriction enzyme digestion as pre-
viously described (Goldfarb er al, 1990). Two
patients known to be positive for the mutation as well
as two negative controls were analysed at the same
time. The three patients of Libyan origin and the
three manic—depressive patients of other ethnic
background were all negative for the PrP codon 200
mutation. The two positive controls were found to
carry the mutation.

The complexity of molecular genetic patho-
physiology unveiled in CJD presents new models for
psychiatric research. As the border between viral
and genetic illness is blurred it is possible to envisage
disease processes that are similar in sporadic and
familial forms of the same illness. While the particu-
lar mutation studied here was not present in our
patients, further studies for possible mutant DNA
sequences should be performed in sporadic and
particularly in familial forms of psychosis.

BEHAR, M., SROKA, C., ELIAN, M., et al (1969) Creutzfeldt-Jakob
disease and its relation to pre-senile dementia. Harfuah, 67,
275-279.

BrowN, P., GOLDFARB, L. G. & Gaspusek, D. C. (1991) The new
biology of spongiform encephalopathy: infectious amyloid.
with a genetic twist. Lancet, 337, 1019-1022.

CARLSON, G. A, Hsiao, K., OescH, B., et al (1991) Genetics of prion
infections. Trends in Genetics, 7, 61-65.

CHAPMAN, J. & KORCZYN, A. D. (1991) Genetic and environmental
factors determining the development of Creutzfeldt-Jakob
disease in Libyan Jews. Neuroepidemiology, 10, 228-231.

Crow, T. J. (1987) Integrated viral genes as potential pathogens in
the functional psychoses. Journal of Psychiatric Research, 21,
479-485.

GoLDFARB, L. G., KorczyN, A. D, BrRowN, P, et al (1990)
Mutation in codon 200 of scrapic amyloid precursor gene linked
to Creutzfeldt-Jakob disease in Sepharadic Jews of Libyan and
non-Libyan origin. Lancet,336, 637-638.

AMOs D. KorczyN
JoAB CHAPMAN
Department of Neurology
Ichilor Hospital
6 Weizmann Street
Tel-Aviv 64239
Israel
R. H. BELMAKER
HEDY SHIMON
Ben Gurion University Medical School
Beer Sheba
Israel
MIRON BARON
New York State Psychiatric Institute
New York, USA


https://doi.org/10.1192/bjp.161.1.131b



