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Size isn’t everything

C O M PA R AT I V E  N E U R O A N ATO M Y

Humans differ from our closest rela-
tives, the great apes, in many ways. In
particular, our cognitive abilities are
much more advanced than theirs,
allowing us to undertake such chal-
lenging and diverse tasks as building
skyscrapers, splitting the atom and
composing symphonies. But what is
it about our brains that gives us these
advanced cognitive abilities?
Although overall the human brain is
larger than those of the apes, brain
size can’t be the main factor because
animals such as elephants and whales
have still larger brains.

A popular explanation for the
superior intellectual abilities of
humans is that our frontal cortices —
which contain areas of cortex that are
responsible for many cognitive tasks
— are larger than those of the apes
when measured as a percentage of
total brain size. This oft-repeated
claim has, however, been tested and
found wanting by Semendeferi 

t al., as they describe in Nature
Neuroscience. In the largest study of
its type, the authors took detailed
magnetic resonance imaging scans of

the brains of ten humans, nineteen
great apes of various species, and 
nine lesser apes and monkeys. Sur-
prisingly, they found that the frontal
cortices of humans, defined by refer-
ence to the central sulcus, were no
larger than those of the great apes in
relation to the overall size of the
brain, although the lesser apes and

IN THE NEWS

Mutations in Cu/Zn superoxide
dismutase 1 (SOD1) are linked to
the development of familial
amyotrophic lateral sclerosis
(FALS), a neurodegenerative
disorder that is characterized by
selective motor neuron death. How
do these mutations lead to the
disease? One leading idea is that the
mutations confer toxic properties on
SOD1. Specifically, as zinc binding
is lost in the mutant enzyme, the
copper ion might catalyse aberrant
oxidative reactions that could
eventually lead to cell death.

A clear prediction of this idea is
that reducing the incorporation of
copper into the mutant SOD1
should lead to reduced cell death or
delayed disease onset.
Subramaniam et al. have now tested
this hypothesis directly. They used
mice that express mutant forms of

SOD1, and therefore develop
motor neuron disease, and ablated
the gene that codes for the copper
chaperone for SOD1 (CCS) to
reduce copper incorporation.

The authors found that the
amount of copper that was
incorporated into mutant SOD1
was substantially reduced in the
doubly mutant mice, a selective
effect that did not seem to affect
other copper-binding proteins. But
despite the reduced incorporation
of copper into the mutant SOD1,
the development of motor neuron
disease was not affected. So, the
onset of cell death took place at the
same time in the presence or
absence of CCS, the probability of
survival did not change, and the
neuropathological features of the
disease were similar in both groups
of animals.

The factors that mediate the
pathogenesis of FALS remain
unknown, but the data obtained by
Subramaniam et al. make a strong
case against the involvement of
aberrant copper-mediated
oxidative reactions. This finding
will allow us to switch our attention
to other ideas that have been
advanced to explain motor neuron
death in FALS, such as other forms
of oxidative damage, axonal
strangulation from disorganization
of neurofilaments, toxicity from
intracellular aggregates, and
excitotoxic death resulting from
mishandling of glutamate.

Juan Carlos López
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Man’s best friend
Men, next time you see a
dog, give them an extra-
special pat or treat, because
they might be the secret to
your success with the
opposite sex.

Researchers claim that
functional brain imaging has
revealed the areas of the
female brain that are involved
in emotional states, such as
anger, happiness and sexual

arousal, and have had
preliminary success 
in creating chemicals

that can control these
emotions.

“‘We are
stunned by our

results,’ said Dr
Randy Hornmeister,

behavioural
neuroscientist at the

Lowdown Institute for
Animal Research. ‘If further
tests prove what we have
found, men may never have
to buy chocolates or flowers

again’” (Science Weekly
News, 1 April 2002).

In particular, a synthesized
chemical that induces sexual
arousal has been a
resounding success.
“Female dogs that were
exposed to this chemical
were insatiable … they even
attacked cuddly toys.”

Hornmeister refused to
reveal the identity of this
mystery chemical — he calls it
Compound X — but did say
that it acts on two brainstem
nuclei, the nodus operandi
(the perceptive–cognitive
component of sexual arousal)
and the nodus vivendi (which
might be related to physical
and psychological preparation
for sexual activity).

But the big question is, will
the researchers be carrying
out equivalent experiments to
discover the innermost
secrets of the male mind.
“That probably won’t be
necessary,’ Hornmeister
laughed, ‘Women have
known the answer to that for
centuries!’” (Science Weekly
News).
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