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Child psychiatryin the20thcentury

Sat:ChristopherWardle took on a mammothtask
in attempting to summarise the influenceson the
developmentof servicesfor child and adolescent
psychiatryandmanagedto producea readableand
informativearticle(Journal,July1991,159,53â€”68)

His assertionthat â€œ¿�Universitiesclosed their
coursesfor psychiatricsocialworkersin the 1970s
and recruitment ceasedâ€•is, however, factually
incorrect,astheManchestercoursecontinuedat that
time.

The Universityof Manchesterhasa psychiatric
socialwork sectionwhich was founded in 1946 and
since1975hasbeenlocatedin the Departmentof
Psychiatry in the Medical School; these social
workershavebeenmuchinfluencedbythetradition
whichexpectsteacherstopractiseandwhichrequires
medicalschoolstoberesponsibleforthedeliveryofa
service as an essentialpart of student education.
The professor, 6 lecturers, 22 accredited practice
teachersand 25 studentsare associatedwith four
major teachinghospitalsand 14other agenciesin or
aroundManchester.TheDiplomaCoursein Psychi
atric SocialWork carrieswith it the Certificateof
Qualificationin SocialWork (CQSW).Thecourseis
fulltime,lastsfor 12months,andcombinesacademic
teaching in the subjectsof social work, psychiatry
and psychology,with three supervisedpractice
placementsin approvedsocialwork agencies.Our
owndepartmentin a children'steachinghospitalis
fortunateto havetwo socialwork practiceteachers
andfivestudents.
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We are in the processof translatingthe classic
monograph of RÃ¼din(1920) and decided to try and
examinethis issuein hisdata. This wasthe first large
systematicfamily study ofdementia praecox. RUdin
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
praecoxadoptedby RÃ¼dinwerethoseof Kraepelin
himself which were applied consistently in his own
clinic and in affiliated institutions. These criteria
werea characteristicdisorderof will, schizophrenic
thought disorder (as described by Bleuler), â€œ¿�intra
psychic ataxiaâ€•(as described by Stransky), relatively
early ageof onset, failure to make a complete and
lastingrecovery,and a permanentchangein the pre
morbid personality. Cases ofparaphrenia, as defined
by Kraepelin, were excluded. The sample consisted
of all casesof dementiapraecoxfoundamongthe
patients admitted to three Munich hospitals over
several years. Kraeplin and RÃ¼dinknew some of
thesepatientspersonallyanddiscussedthediagnosis
together. RÃ¼dinalso examined the patients' psychi
atric casenotesto satisfyhimselfthat the criteria
referring to the typical course of the illness were
fulfilled.

In orderto ascertainthe family history,patients
with dementia praecox were asked about their own
previousmedicalandpsychiatrichistoryandabout
medical and psychiatric illnesses in their family. In
addition, as many relatives as possible were con
tacted either in person or by post. RÃ¼dinattempted
to get independent information about the patients
and their family by consulting relevant documents,
suchasregistryofficerecords,churchregisters,wills,
guardianship papers, divorce papers, family trees
and chronicles,and prison and policefiles.

Among many other factors he looked at the effect
of gender in the familial transmissionof dementia
praecox.Table50in hismonographsummariseshis
findings, dividing both probands and relatives (in
his casesiblings) by gender. In his main serieshe
reports findings on the siblings of 388 males with
schizophreniaand 300 femaleswith schizophrenia.
Conveniently for ushewasawareof the needto age
correct his data and presented the raw results in
termsof agestratification.He dividessiblingsinto
thoselivinganddeadandintoagebandsof under17
years,17â€”40yearsandover40 yearsof age.

From his data we have calculated age-corrected
risk to siblings assumingan ageat risk of dementia
praecoxbeingbetween17and 40 years.Casesbelow
this age we counted as 0, casesabove as I 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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Sex differences in the familial risk of schizophrenia:
datafrom RÃœdIn'Sstudy

Sm:We wereinterestedto readthestudyby Pulver
et al (Journal, January 1992, 160, 65â€”71) which
reported that first-degree relatives of female
schizophrenicpatientsmoreoftendevelopedschizo
phrenia than did first-degreerelatives of male
schizophrenicpatients.Theseresultsreplicatethe
findingsof Goldsteinet al (1990)who alsofounda
greaterthan twofold risk of schizophreniain the
first-degreerelativesof 161 DSM-III femaleschi
zophrenicpatientsversus171 male schizophrenic
patients.Thesefindingsare unexpectedand raise
intriguingpossibilitiesabout geneticsubgroupsin
schizophrenia(Castle& Murray, 1990).
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corrected 793.5 at risk. The morbid risk to siblings of
male probands was thus 5.60%.

Among the siblingsof female probands, 40 were
affected out ofan age-corrected total of65l siblings,
giving a morbid risk of 6.14%. Thus RÃ¼dinfound a
slightly increased risk of dementia praecox in the
relatives ofwomen with dementia praecox, although
his excess was in the order of 10% and considerably
less striking than that reported in recent papers.
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Absence of prion protein mutation in bipolar manic
depressive patients

SIR: Creutzfeldt-Jakob disease (CJD) is a neuro
degenerativediseaseoncefelt to bedue to slow virus
infection and now associatedwith an altered host
protein encoded by the PRNP gene (Brown et al,
1991). Several geneticmutations in the genecoding
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).Recentlya point mutation in codon
200 of the PrP gene (resulting in a change from
glutamic acid coded by GAG to lysine coded by
AAG) wasdescribedin someLibyan Jewishpatients
with familial CJD (Goldfarb et al, 1990).

We recentlyidentifieda largepedigreeof Libyan
Jewsin Israel with a high prevalenceof bipolar
manicâ€”depressiveillness.Crow(l987) hasspeculated
thatpsychosiswithgenetictransmissionmayinvolve
incorporation of transmissibleretrovirusesinto the
human genome. Since CJD in its early stageshas
behavioural and emotional symptoms and particu
larly depression(Beharet al, 1969),wehypothesised
that manicâ€”depressiveillness might involve a
pleiotropic expressionof the PrP genemutation.

Blood sampleswereobtained by informed consent
from two bipolar manic-depressivepatientsand one
schizoaffectivepatient from different branchesof the
same large kindred of Libyan origin, and also from
three unrelated bipolar manic-depressivepatientsof

non-Libyanorigin.All sixpatientswereeuthymicon
lithium therapy. The PRNP genesof thesepatients
wereexaminedfor the existenceof the codon200
mutationby meansof a polymerasechainreaction
followed by restriction enzyme digestion as pre
viously described(Goldfarb et a!, 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
backgroundwereall negativefor thePrPcodon200
mutation. The two positive controls were found to
carry the mutation.

The complexity of molecular genetic patho
physiologyunveiledin CJD presentsnew modelsfor
psychiatric research. As the border between viral
and geneticillnessisblurred it ispossibleto envisage
diseaseprocessesthat are similar in sporadic and
familial forms of the sameillness.While the particu
lar mutation studiedhere was not presentin our
patients,furtherstudiesfor possiblemutant DNA
sequencesshould be performedin sporadicand
particularlyin familialformsof psychosis.
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