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The possibility that the loss of mutant alle-
les is balanced by the transition of larger nor-
mal ones into the lower DM range, which are
more frequently found in DM males, should
also be considered.
Although our data are at variance with the

recent report of Chakraborty et al" for
normal subjects, it is still unknown whether
the mechanisms responsible for segregation
distortion are the same for DM alleles in the
normal range compared to full scale ex-
panded ones. The preferential transmission
of larger alleles could be modulated by as yet
unidentified cis and trans acting genetic
elements, or could be a direct consequence of
the CTG repeat number, affecting gamete or
zygote viability. The recent observations that
the expanded allele is preferentially transmit-
ted in male meiosis in other conditions
caused by dynamic expansions, such as
dentatorubral-pallidoluysian atrophy and
MJD,'4 15 are more suggestive of a direct con-
sequence of the CTG repeat number in these
conditions, at least for full scale expanded
alleles.

In summary, results from the present study
confirm that the issue of meiotic drive and
segregation distortion is still controversial
and may vary in different populations.
Further studies will be important to shed
more light on this fascinating question.
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Human Genetics-A Problem Based
Approach. Bruce R Korf. (,C19.50.)
Oxford: Blackwell Science Ltd. 1996.

I have never been keen on problem based
learning and I was quite sceptical when I
started to read this book. The book covers

most aspects of clinical genetics in 10
chapters. Each of these deals with a different
aspect of genetics, such as X linked genetic
transmission or mitochondrial inheritance,
and is based around a clinical scenario. The
chapter dealing with X linked genetic trans-
mission, for example, goes through the
features of Duchenne and Becker muscular
dystrophy (DMD), dystrophin, and X chro-
mosome inactivation by discussing a couple
who attend a genetic clinic for counselling
because the woman's half brother has DMD.
This clinical scenario is taken in stages and
the scientific basis for each aspect discussed.
There is also a small section written by the
mother of a child with DMD explaining what
it is like to live with a child with DMD.
The book is clearly presented, very read-

able, and the numerous diagrams simple and
explanatory. The conditions discussed in
each chapter have been well chosen and the
sections written by patients are excellent.

After reading the book I have warmed to
this method of learning. The facts are more

memorable because the clinical applications
are clear and because they all relate back to
the couple or person discussed. I am not sure

who would benefit most from this book. It is
probably too clinical for undergraduates but I
would recommend it to clinical students or

clinicians wanting to learn more about genet-
ics in practice.

DOROTHY TRUMP

Molecular Mechanisms of Dementia.
Editors Wilma Wasko, Rudolph E Tanzi. (Pp
312; $99.50.) New Jersey: Humana Press.
1997. ISBN 0-896-03371-6.

This book describes molecular processes
associated with dementia and is directed at
scientists interested in the field. The molecu-
lar slant will decrease its appeal for most geri-
atric psychiatrists and geriatricians.
The 18 chapters consider a wide variety of

processes which may be involved in the
pathology of Alzheimer's disease and other
dementias, ranging from genes involved in
early onset familial Alzheimer's disease and a
review of possible biological roles of apo E to
discussions of 0-amyloid metabolism, tau,
energy metabolism, apoptosis, free radicals,
inflammatory mediators, zinc metabolism,
and transgenic approaches. There are also
chapters on vascular dementia, Pick disease,
and prion diseases. The editors and the
authors are well respected workers in the
field.

After reading the book, I felt slightly over-
whelmed by the many possible mechanisms
which can account for aspects of Alzheimer's
disease pathology, which are supported to
various degrees by experimental data. I found
the breadth of approaches stimulating and
was impressed by the well balanced argu-
ments and lack of dogma. In general, the
chapters are well written and scientifically
detailed. Referencing is comprehensive. Ap-
propriate diagrams and tables are provided.
One of the possible hazards of producing a

book in a field which is witnessing rapid
progress is that it may become out of date.
This book is impressively up to date and
many ofthe authors have included data which
were unpublished at the time of going to
press. I will continue to find the book useful
for a number of years because of its breadth
and the chapters which concentrate on areas
I am less familiar with. I recommend this
book to those interested in the molecular
mechanisms of dementia-I will be reading
many sections again.

DAVID C RUBINSZTEIN

Genetic Selection through Reproduction
Technology. State of the Art and
Implications. Editors S Webb, B Durston,
D Moore. Australia: Health Department of
Western Australia. 1996. ISBN 0-3709-
8379.

This collection of five papers comprises the
proceedings of a day long seminar held in
Western Australia in 1994, ostensibly for
non-scientists. It describes the latest develop-
ments in reproductive technology together
with the genetic techniques which are being
applied to the field, with the aim of enabling
the community at large to engage in the
debate about the social and ethical implica-
tions. We have been grappling with the rami-
fications of mid-trimester prenatal diagnosis
for many years; now there is the immediate
possibility of preimplantation genetic testing
and selection which raise additional issues.
The papers are short or very short; together
they occupy less than 30 pages. The first is a
sound "no nonsense" explanation of exactly
what scientists are trying to achieve by these
techniques and what they are not attempting
to do. It is a pity the author of the last paper
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