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Aptamer apt for prion?
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affinity aptamer, DP7, was identified and tested against full—DAVID FILMORE

Cake, pasta, cookies, filet
mignon, and pie—imagine
eating all of these delectable
delights and more without
worrying about gaining
weight or developing diabetes. Thanks to the findings
of researchers at the
University of Wisconsin
(UW)–Madison and
Rockefeller University (New
York), eating rich, fatty foods
without consequences may be
possible in the future. James
M. Ntambi, professor of biochemistry and of nutritional
sciences at UW–Madison,
reports that mice who have
had the gene SCD-1 deleted
and who are given a rich,
high-fat diet do not gain fat
deposits or excess sugar in
the blood.
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The gene SCD-1 is responsible for producing an enzyme
known as stearoyl-CoA desaturase-1 (SCD) that is necessary for the body to make the
major fatty acids that reside in
fat tissue. In a UW press
release, Ntambi says, “The
idea was to make them fat,
but the mice lacking the
SCD-1 gene never got up
there despite a diet that contained nearly 15% fat.”
The human equivalent of
SCD-1 was recently identified,
and Ntambi’s group is studying that gene’s function in tissue culture. The mice that
lacked the SCD-1 gene didn’t
accumulate fat in the liver or
other tissue where it would
normally gather, causing
health problems related to
obesity (Science 2002, 297,
240–243).
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Ntambi and Makoto
Miyazaki, a biochemist at
UW–Madison and coauthor,
acknowledged that the elimination of SCD-1 caused side
effects in the mice, most commonly skin and eye problems
as the animals got older. The
researchers then conducted a
second study of mice with half
the level of the enzyme SCD

due to heterozygosity, and
those mice did not suffer from
any side effects. These findings might suggest that it is
possible to develop drugs to
suppress the fatty acids produced by the SCD-1 gene and
protect from obesity and diabetes while minimizing troublesome side effects.
—FELICIA M. WILLIS
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Delete gene,
avoid fat
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