anonymity: “My lab is crammed as hell. It’s
dangerous.” While there are a handful of lar-
ger labs on campus supported by the Howard
Hughes Medical Institute or foundations,
many full professors make do with 1200 to
1500 square feet—less than starting faculty
get at most top universities. Some have gone
to heroic lengths to eke out room. Kirschner
is one of several who have at times turned
their offices into lab space. And toilets have
become an endangered species. It's common,
says vice chancellor for planning Bruce
Spaulding, for a faculty member to decide
that a bathroom could be reduced from four
stalls to two, and come up with a proposal to
knock a hole through a wall at the cost of
$1,000 a square foot, just to add 80 square
feet to a lab. “We have closed bathrooms,
and cut bathrooms in half. That’s an indica-
tion of just how bad it is,” he says.

Ironically, say some faculty, limited space
may help maintain the community atmo-
sphere that draws faculty to UCSF and keeps
most of them from leaving. “Part of the rea-
son people don’t have empires is that there is
no place to put one,” says Stryker. Crowding
also encourages interaction, he adds, as it did
for him a few years ago, when his lab needed
to use a new technique. “I had enough grant
money to buy the [necessary] equipment, but
[ had nowhere to put it,” he says. “So we had
to do the experiments in Zack Hall’s lab. We
really learned a lot from rubbing elbows with
those guys.” But, Stryker adds, when elbow
room gets too cramped, the impact on re-
search is negative. Herskowitz, who chairs
the Department of Biochemistry and Biophys-
ics, agrees that UCSF has reached that point.
“I would like to see the equivalent of a 5% to
10% increment of space at Parnassus Heights”
he says, “just to keep the research healthy.”

A key part of that prescription for health
is space for junior faculty members to grow
into. “We have continued to be able to hire
first-rate junior faculty,” says physiology chair-
man Zack Hall, “but in 4 to 5 years, as they
prosper, they need more space. That is a criti-
cal junction.” Each time there is a scramble
for room, which Hall compares to “solving
one of those little number puzzles that have
only one open square.” And the worry is that
the solution will not compete with offers from
other universities. The university has gener-
ally managed to “dodge the bullet,” says Hall,
“but it’s a balancing act each time.”

One case in which UCSF didn’t dodge the
bullet was that of Myers and Cox. Herskowitz,
who also heads the genetics division, blames
the space crunch directly for their departure
to Stanford. When Myers arrived in 1986,
there were plans to use laboratories vacated
by the pharmacy school to create contiguous
labs for Myers, Cox, and several yet-to-be-
hired human genetics colleagues. But with
Laurel Heights stalled, Myers and Cox re-
mained in scattered quarters, without the

colleagues they had expected. “We lost two
tremendous young people because we didn’t
have the space,” says Herskowitz.

Myers and Cox agree that space was a
factor in their decisions to leave. They wanted
to be part of a human genetics program like
the one Stanford is building, says Myers.
UCSF wanted to put together such a pro-
gram, he adds, “but their hands are com-
pletely tied. You can’t build programs if you
don’t have space.” Kirschner says that while
space concerns were “frustrating” and an en-
ergy drain, they weren’t the only factor in his
departure. He says he couldn’t pass up the
chance to chair abrand new department with
multiple new positions, and to participate in
building, at Harvard, an interactive commu-
nity like that at UCSF.

Long-term relief for the frustrations ex-
pressed by Kirschner and others may be ac-
companied by its own set of frustrations:
Administrators say the regents are unlikely
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to break their self-imposed space-ceiling at
Parnassus Heights, meaning any growth will
have to take place elsewhere. A faculty com-
mittee has recommended the creation of a
second full-sized campus in or near San Fran-
cisco, an idea that is anathema to many fac-
ulty because it would cleave the UCSF com-
munity. But Spaulding says the split could be
designed in a way that would keep collabo-
rating groups together. The idea has not yet
been formally proposed to the regents, and
even if they accept it, building wouldn’t be-
gin before 1997 or so. Until then, departing
geneticist Cox suggests UCSF may have to
consider what many on the campus find un-
thinkable—limiting the areas in which it
pursues excellence. Trying to do everything
with limited space, he says, is “like sitting
down tofive Thanksgiving dinners.” You may
have room to eat one, but then you can only
taste the others.

~Marcia Barinaga

Gene Linked to Lou Gehrig’s Disease

Scientists have just taken a big step toward
understanding the cause of Lou Gehrig’s dis-
ease, one of the most devastating nerve de-
generative diseases. A large team of re-
searchers, led by Robert Brown Jr. of Har-
vard’s Massachusetts General Hospital and
Robert Horvitz, a Howard Hughes Medical
Institute investigator

at the Massachusetts

says Horvitz. Superoxide dismutase helps cells
get rid of superoxide free radicals, which can
be produced by a variety of oxidative reac-
tions and are extremely toxic, although it
can also help generate other types of free
radicals. If the enzyme were abnormal, free
radicals might well build up, causing the death

of the motorneurons,

the nerve cells affected
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also goes by the name
amyotrophic lateral
sclerosis (ALS). While most ALS cases—ap-
proximately 90%—are apparently “sporadic”
and not caused by an inherited gene defect,
all the patients have such similar symptoms
that researchers are hopeful that what they
learn about hereditary ALS will also apply to
the sporadic form, possibly leading to new
therapeutic strategies that will help both.
“It’s a very important finding,” says neurobi-
ologist Donald Harter of the Howard Hughes
Medical Institute. “It’s one of the first handles
we’ve had on the genetic basis of ALS.”
The researchers identified the gene, which
encodes an enzyme called Cu/Zn-binding
superoxide dismutase, after first finding about
2 years ago that the gene defect in some
families with hereditary ALS maps to the
long arm of chromosome 21. Among the few
genes already mapped to that region, the su-
peroxide dismutase gene seemed a reason-

able candidate for the site of the ALS defect,
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superoxide dismutase

gene is indeed mutated
in patients, but not in unaffected individuals,
in 13 different ALS families. “The implica-
tion is that high levels of free radicals are
responsible [for ALS] at least in these families,
and perhaps beyond,” says Horvitz. Both he
and Brown caution, however, that they do not
yet have direct proof for this, even in patients
known to have a defective superoxide dismu-
tase, let alone those with sporadic ALS.

But if high free radical levels are involved,
then it might be possible to treat or prevent
ALS with compounds that can detoxify the
radicals. These might include vitamins E and
C, says Brown, although he thinks some ex-
perimental drugs now being developed by
pharmaceutical companies might be better
prospects. “We’re mainly just reviewing our
options now,” he says. But if all goes well, he
hopes to be able to begin a small clinical trial
in as little as 6 months.

—Jean Marx
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