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showing that when atherosclerotic monkeys
were given therapeutic diets, the atheroscle-
rotic lesions were improved.

I canoffer several possible reasons for fre-
quent citation of the paper. One is that it ap-
pearedat a time of malor shift in the climate
of opinion about atherosclerosis. The up-
beat implicationsof our findings fit a chang-
ing scene in which large-scale human inter-

___________________________________ vention studies were in the early stages of
consideration. Also, the use of a primate
model probably lessened the gap that is usu-
ally sensed between experimental results
and the behavior of human lesions. I also
think that our attempts to quantify lesion
changes suited a new trend in the research
of atherosclerosis in which the presentation
of morphometric data became the major
thrust of many studies.

Subsequent research has put this paper in
the category of background material. More
complex studies of regression of experimen-
tal atherosclerosis have added much to our

This long-term study was done during the knowledge of the limits of regression.
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Spe-
latter halfof the 1960s. In looking back from cial morphologic features of experimental
our current era of activism in cardiovascular regression have been noted,
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and, at the
disease, it is amazing to realize how inse- University of Iowa, we are studying hemody-
cure we felt about atherosclerosis. Most namic changes.
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Even some human lesions

physicians regarded human atherosclerosis are found to regress under precisely ob-
as an inexorably progressive condition, and served conditions.
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Our knowledge of

increasing evidence to the contrary had not atherosclerosis and its behavior is much
gained sufficient weight to counter wide- greater than it was when the paper ap-
spread defeatism. My colleagues and I also peared, and the possibilities of effective in-
questioned whether the course of athero- tervention in human atherosclerosis are
sclerosis, once established, could be favor- much clearer.
ably altered. We felt that the best way to After this study, William Connor returned
test this was by use of controlled observa- to clinical investigation and discovered the
tions in an experimental animal model in a important lipid disorder /3-sitosterolemia.
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species as close to man as possible. Fortu- Emory Warner and I continued working to-
nately, trailblazing studies by Bruce Taylor gether in experimental atherosclerosis until
had shown that remarkable lesions could be his death in 1983. Among his awards, War-
obtained in Old World Monkeys by a diet ner was given the Gold-Headed Cane by the
enriched in fat and cholesterol. 1 The model American Association of Pathologists in
of atherosclerosis that we used was the 1981, in part for the research embodied in
Taylor model. Our contribution consisted in this paper.
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Rhesus monkeys developed extensive Coro-
nary atherosclerotic lesions in response to
an atherogenic diet that was given for 17
months. The lesions decreased markedly
after 40 months of corrective diets that were
either low in fat or enriched with polyunsat-
urated fat. [The Sd® indicates that this pa-
per has been cited in over 220 publications.]
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