LYSOSOMES

IN BIOLOGY
AND PATHOLOGY

7

J. T. DINGLE
R. T. DEAN
W.SLY

Editors



LYSOSOMES

IN BIOLOGY
AND PATHOLOGY

7

Edited by
J. T. DINGLE

Strangeways Research Laboratory, Wort’s Causeway, Cambridge, U.K.

R.T. DEAN

Cell Biology Research Group, Brunel University, Uxbridge, Middlesex,
UB8 3PH, U.K.

and

W.SLY

St. Louis Children’s Hospital, St. Louis, Missouri, U.S. A.

1984
ELSEVIER
AMSTERDAM - NEW YORK - OXFORD



© 1984 Elsevier Science Publishers B.V.

Allrights reserved. No part of this publication may be reproduced, stored in a retrieval system, or transmitted, in any
form or by any means, electronic, mechanical, photocopying, recording or otherwise, without the prior permission of
the copyright owner. However, this book has been registered with the Copyright Clearance Center, Inc. Consent is
given for copying pages for personal or internal use of specific clients. This consent is given on the condition that the
copier pay through the Center the per page fee stated below for copying beyond that permitted by the U.S. Copyright
Law. The appropriate fee should be forwarded with a copy of front and back of the title page of the book to the
Copyright Clearance Center, Salem, MA 01970. This consent does not extend to other kinds of copying, such as for
general distribution, resale, advertising and promotional purposes, or for creating new works. Special written permis-
sion must be obtained from the publisher for such copying.
The per page fee code for this book is 0-444-80523-0:84/$ +.80.

Series ISBN: 0 7204 7100 1
Volume ISBN: 0 444 80523-0

PUBLISHED BY:
ELSEVIER SCIENCE PUBLISHERS B.V.
PO BOX 211
1000 AE AMSTERDAM
THE NETHERLANDS

SOLE DISTRIBUTORS FOR THE USA AND CANADA!
ELSEVIER SCIENCE PUBLISHING COMPANY, INC.
52 VANDERBILT AVENUE
NEW YORK, NY 10017
USA

PRINTED IN THE NETHERLANDS



LYSOSOMES
IN BIOLOGY AND PATHOLOGY

7



Preface

This volume, seventh in the series ‘Lysosomes in Biology and Pathology’, cele-
brates the major advances which have been made recently concerning the biosyn-
thesis and intracellular transport of lysosomal enzymes. This is covered with ref-
erence to all the relatively well understood cell types in five chapters, each by
major contributors to the field. Some other substantial developments in our under-
standing of lysosomes at a molecular level have also occurred, particularly with
the realisation that lysosomal acidity is maintained not only by a Donnan equilib-
rium but also by active proton pumping. This development is succinctly and
clearly reviewed by Reeves. New work on sugar and other carriers in the lysosomal
membrane is also given extensive coverage in the book.

As in previous volumes there are sections of the book devoted to physiological
and pathological effects of lysosomes. Here again some major advances, in the
understanding of receptor-ligand interaction, endocytosis, recycling of receptors
and membranes, and entry of endocytosed viruses and toxins into the cytosol, have
occurred, and are amply covered. Finally, a diverse set of pathological aspects of
lysosomes are covered ranging from storage disease in man and animals, to cystic
fibrosis and cystinosis, by way of ageing and the eye.

As always the volume is a testament to the importance of the lysosome in many
biological processes, and to the devoted application of its students.

JOHN T. DINGLE
ROGER T. DEAN
WILLIAM S. SLY
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