France pasteurisation of raw milk cheeses is not
feasible for cultural, social, and economic
reasons.”

To me, the managing director of a cheese-
monger, this strikes right at the heart of the mat-
ter. Pasteurisation is not the obvious answer it
might seem. Good cheese can be made from
pasteurised milk. Exceptional cheeses can be
made only from raw milk: the flavours are so
much more alive and vibrant. Pasteurised
cheeses always have a dull, subdued character.
Not only that, but raw milk cheeses retain more
calcium and vitamins and so provide a healthier
diet. It is thought that the calcium helps to lower
the amount of cholesterol absorbed into the
body, thus minimising the risk of cardiovascular
disease. Raw milk cheeses probably also harbour
fewer pathogeps than pasteurised milk cheeses,
thus making them “safer.” Finally, it was Louis
Pasteur himself who said, “I would rather that a
child ate bread which had been dragged through
the dirt than to grow up on an over sterile diet.”

The correct answer is to ensure that the qual-
ity of the milk is good. Pasteurisation should be
seen as a last resort—an admission of failure of
good hygiene—leading to poorer quality, less
nutritious cheeses with a greater risk of contami-
nation by pathogens after their production.

Overall, cheese is a safer product than most.
As Desenclos and colleagues say, problems are
rare. Some illnesses have occurred, which led the
chief medical officer to announce, “As a precau-
tion it is recommended that soft cheese, whether
made from pasteurised or unpasteurised milk,
should be avoided by pregnant women, the very
young and the elderly. Pasteurised or unpas-
teurised hard cheese has not given any cause for
concern and is quite safe to eat.” Note the refer-
ences to groups at risk, soft cheeses, and
pasteurisation. It is unhelpful for the editorial to
perpetuate the myth that universal pasteurisation
is the answer.

ARTHUR CUNYNGHAME
Managing director
Paxton and Whitfield,
London SW1Y 6JE
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Prenatal and postnatal
prevalence of Turner’s
syndrome

No scientific evidence for study’s
conclusions

Eprror,—The members of the board of the
Danish Cytogenetic Central Register were
surprised to read the paper by Claus Hejbjerg
Gravholt and colleagues on the prenatal and
postnatal prevalence of Turner’s syndrome.' The
authors have seriously misinterpreted the regis-
ter’s data.

The purpose of the paper was to study the
prevalence of Turner’s syndrome in Denmark
and to assess the validity of prenatal diagnosis.
The authors attempted to do this by using data
on Turner’s syndrome in the Danish Cytogenetic
Central Register, which includes 100 prenatal
and 215 postnatal Turner’s syndrome karyo-
types. The main outcome measures were the
“prevalence of Turner’s syndrome karyotypes
among prenatally tested fetuses and Turner’s
syndrome among liveborn infants.”

The basic scientific problem is that Gravholt
and colleagues compared the prevalence of
prenatal cases of 45X and 45,X/46,XX

1100

karyotypes with the postnatal prevalence of
Turner’s syndrome. This is scientifically mean-
ingless, being a comparison of incongruent
measures, since (a) only few cases of 45,X/
46,XX karyotypes detected prenatally will be
diagnosed postnatally as being cases of Turner’s
syndrome and (b) Turner’s syndrome is a clinical
diagnosis and only a fraction of women with a
45,X or 45,X/46,XX karyotype will be diag-
nosed postnatally as having Turner’s syndrome.
Consequently, it is obvious that Gravholt and
colleagues would find the “prenatal prevalence of
Turner’s syndrome higher than the postnatal.”

The paper contains no information about the
number of cells counted in prenatal cases of
45,X/46,XX mosaicism and the percentage
distribution of the two cell lines. There is no
information about genetic counselling of the
couples associated with such findings and the
reasons why the couples might choose to
continue or end their pregnancy. There is no
long term follow up of children with 45,X/46,XX
mosaicism diagnosed prenatally and no informa-
tion about possible abnormal findings in fetuses
aborted because of such mosaicisms. Further-
more, it is wrong to say that “the diagnosis of
Turner’s syndrome was revised” (postnatally).
All eight so called “revisions” were in cases of
mosaicism, a condition that can never be ruled
out, even from an apparently normal blood
karyotype.

Thus there is no scientific evidence to
conclude that the study “challenges the predic-
tive value and specificity of prenatal examination
techniques in the diagnosis of Turner’s syn-
drome.” The insinuation “that perfectly healthy
fetuses could have been legally aborted over the
years because of false positive prenatal diagnoses
of Turner’s syndrome” also lacks scientific
evidence.
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No reason to doubt standard of prenatal
diagnosis

Eprror,—As participants in the European
collaborative research on mosaicism in chorion
villus sampling, we wish to comment on Claus
Hojbjerg Gravholt and colleagues’ paper on the
prenatal and postnatal prevalence of Turner’s
syndrome.' The authors claim to have assessed
the wvalidity of prenatal diagnosis, but their
conclusions on the magnitude of the predictive
value are based on incomplete data.

Calculation of the predictive value requires
that every karyotype obtained on prenatal
diagnosis can be classified as false positive, true
positive, false negative, or true negative. To do
this, the prenatal karyotype must be compared
with the karyotype obtained postnatally or after
abortion, not with the phenotype of a small pro-
portion of the population investigated. Gravholt
and colleagues reported 100 “possible Turner’s
karyotypes” diagnosed prenatally by either
amniocentesis or chorion villus sampling. Calcu-
lation of the positive predictive value, however,
relied exclusively on the 24 liveborn infants. The
follow up karyotypes of the fetuses from sponta-
neous (five) and induced (71) abortion are not
considered in the paper.

In their considerations about the predictive
value the authors do not distinguish between
mosaicism diagnosed on chorion villus sampling
and mosaicism diagnosed on amniocentesis; they
thus ignore the fact that the importance of a
finding of mosaicism on chorion villus sampling
is different from that on amniocentesis owing to
the occurrence of confined placental mosaicism.
A finding of 45,X/46,XX mosaicism on chorion
villus sampling often leads to amniocentesis to
evaluate its importance further. Were repeat
45,X/46,XX diagnoses in the same pregnancy
properly excluded in the calculations?

Gravholt and colleagues found that the
proportion of possible Turner’s karyotypes
occurring in mosaic form was the same among
postnatal diagnoses that were ascertained
because of an abnormal phenotype as among
prenatal diagnoses. This just shows that not only
non-mosaic but also mosaic sex chromosomal
aberrations can result in an abnormal pheno-
type. Genetic counselling after a finding of sex
chromosomal aberration is never easy because
the phenotypes are so variable—even more so
when mosaicism is considered. The couple’s
decision about the pregnancy is based not only
on the karyotype(s) but on several aspects evalu-
ated as a whole, such as the proportion of abnor-
mal cells, the result of ultrasonography if
performed, the outcome of prior pregnancies,
and the family’s situation.

Misinterpretation or manipulation of data
causes confusion. There is no evidence to raise
doubts about the standard of prenatal diagnosis.
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Author’s reply

Eprror,—Quality assessment sometimes yields
unpleasant results or, as in the case of our study,
unpleasant questions. The Danish Cytogenetic
Central Register gives a unique opportunity to
assess the validity of prenatal screening, although
the information is incomplete.

Both Claes Lundsteen and colleagues and
Johanne M Hahnemann and Lars O Vejerslev
criticise our study for mixing “pure” Turner’s
karyotypes with mosaicisms. Table 1 therefore
shows the results for 45,X karyotypes separately
from those for other karyotypes. When amnio-
centesis was used (and correction was made for
cases ascertained after ultrasonography) the
prevalence of the 45,X karyotype diagnosed pre-
natally was four times that diagnosed postnatally,
and this again raises the question of the risk of a
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