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laboratory findings, oral contraceptives have been shown to
shorten the prothrombin time,3 the partial thromboplastin
time,4 and the thromboplastin generation test,5 and assays
have shown an increase in specific clotting factors-namely,
fibrinogen,6 factor VII,7 factor VIII,3 factor IX,8 and factor
X.9 Platelet adhesiveness5 and aggregation are also increased,'0
whereas the possibly protective antithrombin III" and
fibrinolysis5 12 17 are reduced.
The most consistent and reproducible results have been

obtained with tests showing acceleration of factors VII and X
and of platelet aggregation. Clotting factors are more active
from the third month onwards,'3 but changes in platelet
aggregation have been noted as early as the first cycle on
the pill.'4 All combined preparations, whether of high- or
low-dose oestrogen, have produced similar changes.
A recent approach to the prevention of thromboembolism

has been to formulate progrestogen-only contraceptives, ex-
cluding oestrogen. The progestogen chlormadinone acetate
when used alone in this way reversed the accelerated clotting
patterns in women who had been on combined preparations
and caused no change in the clotting factors in women not
previously taking oral contraceptives.'5 After two years on
chlormadinone contraceptive pills some acceleration of
platelet aggregation was noted, but it was lower than with
oestrogen-containing preparations.'6 Chlormadinone acetate
was for a time generally available in Britain but was with-
drawn for reasons unconnected with thrombosis.

Since 1969 doctors have been able to prescribe only com-
bined preparations, with an acknowledged thromboembolic
risk. The situation is now likely to change dramatically with
the imminent release of a number of progestogen-only
preparations to be used as oral contraceptives. It is therefore
reassuring to learn from a paper by Dr. L. Poller and his
colleagues this week (page 391) that one of these, nore-
thisterone, a 19-norsteroid progestogen, resembles chlorma-
dinone acetate in lacking adverse effects on blood clotting.
When this progestogen was taken in place of combined
preparations, increased levels of clotting factors rapidly re-
turned to normal, and in the first six months of administering
it no accelerating effect has been found on a battery of
clotting and platelet tests. But long-term studies will be
necessary to detect delayed or cumulative effects. As the
Manchester workers point out, the absence of clotting and
platelet changes is not proof that the 19-norsteroid progesto-
gens will be devoid of thrombotic complications, but the
absence of adverse effects on clotting raises this possibility.

1 Vessey, M. P., and Doll, R., British Medical Journal, 1968, 2, 199.
2 Inman, W. H. W., Vessey, M. P., Westerholm, B., and Engelund, A.,

British Medical Journal, 1970, 2, 203.
3 Egeberg, O., and Owren, P. A., British Medical_Journal, 1963, 1, 220.
4 Poller, L., Tabiowo, A., and Thomson, J. M., British Medical Journal,

1968, 3, 218.
5 Hilden, M., Amris, C. T., and Starup, J., Acta Obstetrica et Gynecologica

Scandinavica, 1967, 46, 562.
6 Nilsson, I. M., and Kullander, S., Acta Obstetrica et Gynecologica Scan-

dinavica, 1967, 46, 286.
7Thomson, J. M., and Poller, L., British Medical3Journal, 1965, 2, 270.
8 Rutherford, R. N., Hougie, C., Banks, A. L., and Coburn, W. A., Ob-

stetrics and Gynecology, 1964, 24, 886.
9 Hougie, C., Rutherford, R. N., Lawrence Banks, A., and Coburn, W. A.,

Metabolism, 1965, 14, 411.
10 Poller, L., Priest, C. M., and Thomson, J. M., British Medical3Journal,

1969, 4, 273.
1 Fagerhol, M. K., and Abildgaard, V., Scandinavian Journal of Haema-

tology, 1970, 7, 10.
12 Howie, P. W., Mallinson, A. C., Prentice, C. R. M., Horne, C. H. W.,

and McNicol, G. P., Lancet, 1970, 2, 1329.
13 Poller, L., and Thomson, J. M., British Medical_Journal, 1966, 2, 23.
14 Poller, L., Acta Medica Scandinavica, 1971, Supplement 525, 197.
15 Poller, L., Thomson, J. M., Tabiowo, A., and Priest, C. M., British

Medical journal, 1969, 1, 554.
16 Poller, L., Thomson, J. M., Thomas, W., and Wray, C., British Medical

J7ournal, 1971, 1, 705.
17 Ygge, J., Brody, S., Korsan-Bengsten, K., and Nilsson, L., American

Journal of Obstetrics and Gynecology, 1969, 104, 87.

Parerits of Psychotic
Children
Over the last 30 years considerable attention has been de-
voted to the interaction between the parents and children
suffering from that variety of early childhood psychosis
which L. Kanner' so well characterized and labelled as
"early infantile autism." The multitude of terms such as
"pseudodefective"2 and "infantile psychosis"3-6 applied to
this group of psychoses of early onset tend to reflect the
uncertainty about both the pathognomonic features and the
aetiological basis.

Kanner also provided the now classical parental stereo-
type. Alone or with L. Eisenbergl 7 8 he described many of
the parents of autistic children as having obsessive and cold
personalities, with limited genuine interest in people or an
"emotional frigidity." Some degree of detachment and what
could be considered introversion have also been ascribed to
these parents. Later authors based their psychogenic theories
on the presumed association of the disorder in the children
with the personality characteristics of the parents. The
putting forward of such theories was understandable be-
cause it is a common assumption in child psychiatry that
the personality and attitudes of the parents exert a funda-
mental influence on the developing child.3-6

However, as Kolvin and his colleagues have pointed out,
there are two main methodological steps in the examination
of such theories-firstly, the proving of a correlation between
childhood and parental variables, and secondly experimental
or other studies to demonstrate causal relationships between
these variables. Unfortunately the early studies did not take
this methodological approach, so even without satisfactory
objective proof or correlation many doctors formed clinical
subjective impressions of coldness and aloofness in parents
and attributed the child's autistic condition to the parental
personality and attitude. This opened the way to the develop-
ment of a variety of concepts of autism, explaining it as an
extreme variant of the aberrant parental personality or an
acute reaction in the infant to such types of parental person-
ality. Ideas of this kind led to psychotherapy being under-
taken with families in an attempt at modifying parental
attitudes and hence the course and the severity of the autistic
illness. These theories and practices produced guilt-con-
sumed parents of autistic children.
With such serious implications it is astonishing how little

and how scientifically inadequate was the basic research
which was undertaken, and even this research can be faulted
on many counts. Most of the early clinical studies lacked
adequate methods for objective clinical assessment and have
been described by Rutter9 as lacking quantification or con-
trol groups. The most serious lack was that of standard
measuring instruments with adequate norms. Even so the
major clinical study of E. Mildred Creak and S. Ini10 did
not substantiate Kanner's hypothesis or provide unqualified
support for the original personality stereotype. They came
to the important conclusion that many of the parents did not
differ greatly from those whose children were not psychotic
and further offered the view that part of the deviant parental
attitudes could be secondary to the strain of living with an
autistic child.
A number of researchers have now used more objective

instruments such as self-rating questionnaires and projective
techniques. Even so, the small size of the series has some-
times induced a lack of confidence in the findings and dis-
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couraged generalization from them. For instance, M. Levine
and R. P. Olson" studied three cases, and W. M. Wolff and
L. A. Morrisl2 studied seven cases. Nevertheless it is interest-
ing to note that both of these research groups concluded
that parental personality profiles generally reflected normality
rather than deviancy and did not consider their findings
consistent with the specific personality type of aloofness,
obsessiveness, and detachment. M. Pitfield and A. Oppen-
heim'3 applied a parental attitude questionnaire to the
mothers of Creak's psychotic children but again could not
uncover evidence of maternal detachment. However, such
attitudinal scales are of questionable validity.'4 One of the
few research projects in which both clinical examination and
an objective instrument was used, and in which a sample
was reasonably large, was the Newcastle-Oxford Study.3-6
Here 26 mothers were studied with the Maudsley personality
inventory. The findings proved unexceptional in relation
either to introversion or to neuroticism. Finally E. Schopler
and J. Loftin,'5 in their objective study of 34 parents, con-
clude that their findings simply reflect anxiety due to the
test. Undoubtedly the stereotype drawn by Kanner and
Eisenberg of parents of autistic children may be seen in
individual parents, but objective research has failed to con-
firm this pattern as being generally valid.

In the light of recent findings it is important to dispel
any guilt that parents may feel about their child's condition.
Distress noted in the parents is probably the result of the
child's disorder. It is also helpful for parents to know that
there does not appear to be a major genetic component."
Furthermore, the fact that autism is genetically unrelated
both to psychoses of later onset in childhood and to adult
type schizophrvnia3-6 should help to dissipate anxieties about
a genetic predisposition to develop schizophrenia.

In these circumstances therapeutic family intervention
aimed at an amelioration of parental detachment and reserve
and hence a modification of the severity and course of the
disorder would appear to be inconsistent with the evidence
of obj active research. This does not imply that mothers
under stress should go without supportive treatment, but the
treatment should not carry with it the implication that it is
for the benefit of the autistic child. It is also interesting to
note that Kolvin and colleagues3-6 report that social isolation,
when present in the mothers and families of a child with
infantile psychosis, appeared to be consequent on the onset
of the disorder in the child-almost as if the presence of a
damaged child sometimes resulted in a family retreat from
social relations. In a few cases followed up it appeared that
treatment of a simple and supportive variety often resulted
in a diminution of the level of isolation.
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Autoantibodies to Serum
Lipoproteins
Hyperlipidaemia is a rare manifestation of multiple myeloma,
but the syndrome is well recognized particularly in asso-
ciation with IgA myeloma. The discovery of abnormal
electrophoretic mobility of the serum lipoproteins and of the
myelomatous M-component first aroused suspicion of an un-
usual interaction between the two.' J-L. Beaumont 2 3 showed
that this was due to autoantibody activity of the myeloma
protein against the serum lipoproteins. He postulated that
the formation of immune complexes caused the hyper-
lipidaemia by interfering with normal lipoprotein catabolism.
An extension of these studies showed that lipoprotein anti-
bodies also occurred in a few patients with hyperlipidaemia
and arterial disease without myeloma, thus suggesting that
autoimmunity could occasionally play some part in causing
atherosclerosis.

Xanthomatosis results from various hyperlipidaemic states,
which are often genetically determined metabolic defects
unrelated to immune mechanisms. These skin lesions have
also been seen in some cases of hyperlipidaemic myeloma
with antibodies. But xant;homatosis can occur in patients
with normal serum lipid levels, and it is of interest that
many of these have myelomas, reticuloses, or benign mono-
clonal gammaglobulin diseases.4 5 H. Kodama and colleagues6
detected antilipoprotein antibodies in a case of plane xantho-
ma in which the benign M-component produced a mixed
cryoprecipitate with the serum lipoprotein. In general,
multiple myeloma is more often associated with normal
or low serum lipid levels.7 W. Riesen and colleagues8 tested
over 200 sera from patients with this disease for lipoprotein
autoantibodies and found at least 10% gave positive results.
Surprisingly, in the cases with antibodies, the serum lipids
were significantly lower than in the remainder.
The same workers have now discovered a new syn-

drome characterized by a rheumatoid type of arthritis but
with negative response to tests for rheumatoid factor, low
serum lipoprotein levels, and autoantibodies to lipoproteins.9
Only one of their five patients had a paraprotein with
cryoglobulinaemia. All were men, three of whom were aged
under 30 years. The arthritis was prolonged and affected
large and small joints, while in one case there was a spondy-
litis. One patient also had acne conglobata, a known associa-
tion with rheumatoid arthritis,'0 and another had a mild
immune-complex nephritis. The arthritis was thought to have
resulted from the presence of soluble immune complexes
involving the lipoproteins and that these were also respon-
sible for the low serum lipoprotein levels, possibly by in-
creased phagocytosis.11

Arthritis is a well-known complication of serum sickness
in man and animals. It is thought to be mediated by soluble
immune complexes, and many antigens may be involved.
In c'ases described by M. Meltzer and E. C. Franklin"2
there were rheumatoid arthritis, cryoglobulinaemia, with para-
proteins having rheumatoid factor activity, and in a few
instances immune-complex nephritis. A more transient
arthritis occurs in serum hepatitis, and soluble complexes
with Australia antigen have been found.'3 Sero-negative
rheumatoid arthritis is probably a collection of aetiologically
distinct disorders, and G. Noseda and colleagues' cases con-
stitute an important new subdivision.9 Other authors'4 have
now reported an association of rheumatoid-like disease with
hyperlipoproteinaemia.
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