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Preface
[

Some months ago while in Europe, I saw a presentation on HIV/AIDS that
was repeatedly shown on CNN. While overall it served a very positive function
in that it enhanced awareness of the problem and helped disseminate correct
information on the status of the epidemic, the risks of HIV transmission, and
some aspects of HIV therapy, I was nonetheless struck by the oft-stated adver-
tisement that the “show” was composed of HIV/AIDS experts handling a give
and take with members of the audience. Yet, to my knowledge not even one
member of the group of experts was a scientist. At the closure of this program,
one panelist, a movie star, stated that HIV/AIDS would be solved by people
coming together {or something close to this comment), and that it was not
the science. I may be completely wrong, but his words sounded so “politically
correct,” pro-“solidarity,” and all such things (whatever they mean), and
at least so minimally near to science and to an understanding of how progress
really occurs, that it gave me chills.

I am worried. As science and technology progress faster and faster, we
have developed an enormous gap between science and our technical culture
and the population at large, perhaps even to the point of occasional anti-
science and hostility. As others have noted, it has been a little over 200 years
since educated people such as Benjamin Franklin and Thomas Jefferson
could do serious science and/or inventions as a hobby. A major portion of
the population could understand them. Consider how remote that is today
for a politician and for the mass of society. Are we doing enough to educate
a broader mass of society? Can we do much better or is it now simply too
complex and specialized? I do not know the answers, but it is a cause for
pondering and for trying to improve our communications.

Going back to the remarks of the movie star and considering the topic
of this book, should not we at least try to make it abundantly clear that not
50%, 70%, or 90%, but virtually 100% of all fundamental, conceptual,
and practical (including diagnosis, prognosis, and therapy) advances in
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