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This book is dedicated to the memory of the
late Dr. Stanley John Pirt (1923-2000),
Professor of Microbiology at Queen
Elizabeth College and later at King’s
College. During World War I, he served as a
navigator in Bomber Command, and on one
occasion, following a dispersal after a
thousand bomber raid over Germany, he
landed his Lancaster safely in Scotland with
five minutes of fuel left in the tanks.

After gaining a degree in chemistry and a
Ph.D. in starch structure, he worked with Sir
Ernst Chain on the biosynthesis of various
penicillins. From 1953 to 1961, he was
Principal Scientific Officer at Porton and
then moved to Queen Elizabeth College,
where he set up a powerful Microbiology
Department devoted to a wide variety of
research interests from microbial growth
dynamics and fermentation to the
microbiological aspects of diseases. He
strongly supported the establishment of an
Immunology Unit within the college which
concentrated on the study of immunological
and microbiological features of ankylosing



spondylitis, rheumatoid arthritis, Crohn’s
disease and later the cattle disease bovine
spongiform encephalopathy (BSE). These
results then provided novel approaches to
further investigations into the possible
causes of multiple sclerosis. He was strongly
supported in his work by his wife Margaret
who was also a microbiologist.

He vigorously defended the work from the
college and in a letter to The Times (July 25
1997) wrote:

“The fury raised by the challenge to the
prion theory by the autoimmune theory of the
disease reminds of Machiavelli’s dictum:
There is nothing more difficult to carry out,
nor more dubious of success, nor more
dangerous to handle than to initiate a new
order of things. For the reformer has enemies
in all those who profit by the old order and
only lukewarm defenders in all those who
would profit by the new.”
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