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This letter was shown to Dr Seller and Professor
Nevin, who reply as follows.

SIR,
We are grateful for the opportunity to reply to Dr

Jongbloet. We feel that, regrettably, his letter is
largely composed of false assumptions and points of
doubtful accuracy.

(a) The first and most important false assumption is
that the pregnancies in our untreated women "were
either carelessly accepted . . . or they may not have
been planned". While this might have been true for
a few women, it is not true of the group as a whole.
It is our experience from genetic counselling clinics
that most women who have had an NTD baby plan
the next conception very carefully. It was because
we did not know about these women soon enough or

they had not heard of our project that they did not
receive supplementation. It is difficult to know soon

enough of everyone at risk. Our catchment areas are

not simply the immediate locality of our respective
hospitals, but the whole province of Northern
Ireland for one and a large area of south-east
England for the other. This point is borne out by the
fact that in Northern Ireland, now that supple-
mentation is widely publicised for women at risk,
there are very few women left to form the unsup-
plemented control group.
(b) "Ovopathy as a possible cause of NTD is
illustrated by a fetus . . .". It is wrong to argue from
a single anecdotal case report to a general concept.
To focus on this one selected case in the light of
available publications is totally erroneous.

(c) "The recurrence of an NTD child in a diabetic
woman (despite full vitamin supplementation) may
point in that direction." The teratogenic mechanism
in diabetes is not known. Both hyperglycaemia and
hypoglycaemia have been suggested but most of this
work is on animals. Insulin as a factor appears
unlikely. Other factors could include vascular dis-
ease, hypoxia, ketone and amino acid abnormali-
ties, glycosylation of proteins, or hormone
imbalances.' To assume, as Dr Jongbloet does, that
it "may be due to hormonal imbalance during egg
maturation" is to disregard all other possible tera-
togenic factors.
(d) Many of the statements made in "the eight
criteria necessary for assuming overripeness ovo-
pathy as being the cause of a given disorder" show a
lack of knowledge of epidemiological and genetic
data relating to NTD.

(1) NTD do occur in families; the evidence for
this is overwhelming and there are numerous
references to support it.

(2) NTD actually arise during the formation of
the neural tube from the 19th to the 26th day after
conception. It is difficult to imagine what evidence
there is that one twin partner is "smaller or weaker"
at this stage. It is well known that a secondary effect
of an NTD is some form of subsequent growth
retardation so that at birth the affected twin may
well be "smaller or weaker".

(3) This is erroneous. NTD are sometimes
accompanied by multiple congenital abnormalities,
but not "often". What is striking is how frequently
an NTD is an isolated defect. Martin et at2 studied
991 liveborn and stillborn infants with an NTD in
Utah (1940 to 1979) and found only 6% had other
congenital abnormalities not part of the NTD field
of defects. Also, Khoury et at3 found in a natiodwide
birth defects surveillance system in the USA, 1970
to 1978, just 12% (1141 cases) of 8206 NTD had
multiple congenital malformations.

(4) A number of studies have shown that persons
with NTD as a whole do not have chromosome
abnormalities. For example, in the study of Khoury
et at3 mentioned above, only 46 out of 8206 (0-56%)
cases of NTD had a chromosome anomaly. Some
specific chromosome abnormalities are associated
with neural tube defects, among other abnormali-
ties, but this group is considered to be of different
aetiology to the multifactorial form of NTD.

(5) This is just not true.
(6/7) Certainly there are epidemiological factors

of high risk in mothers with NTD, such as socio-
economic status, month of birth, etc, but to assume
that all of the at risk factors lead to overripeness of
the ovum is a 'leap of faith'.

(8) Many of the complications observed-those
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of pregnancy, birth, and neonatal life-are indisput-
ably consequences of the NTD. They are secondary
to the basic defect, the NTD itself. It is difficult to
see how ovopathology could possibly be the cause.

M J SELLER AND N C NEVIN
Paediatric Research Unit,

Guy's Hospital Medical School,
London SEI 9RT; and Department of
Medical Genetics, Queen's University

of Belfast, Belfast BT12 6BJ.
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Attitudes of Asian families to genetic counselling

SIR,
Several surveys have been undertaken in the

United Kingdom to assess the response of the
indigenous population to genetic counselling.1 2
While the attitudes of the London Cypriot commun-
ity have also been well documented, there is little
information available concerning how genetic ser-
vices might best be tailored for the British Asian
population.
With this in mind a short pilot study has been

undertaken based on experiences of the first 50
Asian families counselled after the establishment of
a gefietic counselling service in Leicester. The
survey interviews were carried out in the patients'
homes by an Asian doctor (LM) fluent in the
relevant languages and fully conversant with Asian
customs and traditions. Twenty-nine of the 50
families agreed to participate although two subse-
quently failed to keep a prearranged appointment.
Of the 27 participating families, 23 originated from
Gujarat, two from Punjab, and two from Bang-
ladesh. Pertinent points to emerge were as follows.
Twenty-three of the 27 families expressed satisfac-

tion with the services offered. Two families felt that
further information was needed and two couples
could not specifically recall having been to the
genetics clinic. Three of these four families had not
received a summary letter after their clinic visit; in
contrast 19 of the 23 families expressing satisfaction
had received summary letters. Two families, who
expressed satisfaction but had not believed the high
risk which was quoted at the clinic visit, subsequent-
ly had further (fortunately healthy) children. Six

couples were relieved when given a low risk and
intended having more children; four couples were
interested primarily in antenatal diagnosis and how
this could be achieved; and three couples were
deterred from further childbearing by a high risk.
None of the families expressed a preference to be

seen by an Asian doctor, but three families experi-
enced severe language problems and indicated that
the presence of an interpreter would have been
helpful.
Termination on the grounds of fetal abnormality

was acceptable in the first trimester to all but one of
the 14 Hindu and two Sikh families and in the
second trimester to 13 of these 16 families. For the
11 Muslim families, termination was acceptable to
only five in the first trimester and three in the
second. None of the 27 families would consider AID
and one Muslim couple had found the subject
offensive when it had been raised at the clinic. None
of the Muslim families, of whom five were consan-
guineous, was convinced that consanguinity was
hazardous.
We present these results in the hope that they will

be helpful to others. Asian patients are receptive to
genetic information and are usually influenced by it.
Communication is obviously important and may
present considerable logistic problems, since even in
the relatively small city of Leicester the Asian
population uses many different languages (Gujarati,
Hindi, Punjabi, Bengali, Katchi). Termination is
usually acceptable to those of the Hindu faith but
infrequently to Muslims. If consanguinity is proven
to be deleterious in the Muslim community, con-
siderable difficulty may be encountered in con-
veying this to those for whom it is relevant.

L MEHTA and I D YOUNG
Department of Child Health,

Leicester Royal Infirmary, PO Box 65,
Leicester LE2 7LX.
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Parietal foramina in the Saethre-Chotzen syndrome

SIR,
The interesting paper by Dr Thompson and

colleaguest describing parietal foramina in a father
and son with the Saethre-Chotzen syndrome
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