
Notice

The book is divided into three sections. In
200 pages and 100 illustrations the first
section covers the fundamentals of genetics
including cell structure, molecular genetics,
prokaryotic and eukaryotic cells, mitochon-
dria and the mitochondrial genome, linkage
analysis and inheritance, chromosomes, and
gene expression. The second section ad-
dresses the more medical aspects of genetics
with some excellent summaries of diseases in
which the disease is described in text and a
series of diagrams illustrates the clinical
picture (with a photograph) and the molecu-
lar basis of the condition. For example, the
pages covering neurofibrQmatosis 1 and 2
have a page of text describing the main
features of each condition. The accompany-
ing diagrams show a list of facts about NFI,
three clinical photographs and three dia-
grams of the NF1 gene, the NF1 gene prod-
uct, and a regional map of the NF2 region.
The NF2 gene is not described, presumably
because this was identified too recently to be
included in the book. The third section of the
book describes genomic organisation in
prokaryotes and eukaryotes. There are com-
parative chromosome maps of human,
mouse, cat, and cow, and human chromo-
some disease maps along with a list of
diseases and map locations in alphabetical
order.

This whole book has around 400 pages and
will fit into a pocket. In that restricted space
the whole of genetics is covered in remark-
able detail and in a very readable format. It
was originally written in German and there
are occasional words which have not been
translated, but this does not detract from the
quality of this book. This is not just another
book about genetics but is an excellent addi-
tion to the available texts.

DOROTHY TRUMP

Color Atlas of Congenital Malformation
Syndromes. Michael Baraitser, Robin M
Winter. (Pp 233; £65.00.) UK: Mosby-
Wolfe. 1996. ISBN 0-7234-2073-4.

Baraitser and Winter have translated some of
their extensive experience in diagnostic dys-
morphology into this excellent book. It is
written in an atlas type format, with over 400
malformation syndromes being described.
Each entry contains a succinct description of
the syndrome, including a few key references,
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