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be implemented in a clinical setting outside a
university with a similar sample and that the
earlier findings by the UCLA group regarding
favorable outcome could in large part be rep-
licated without aversives.” One surprising
finding, they say, was that children in the
parent-directed program fared as well as those
in the clinic-directed program.

While some replications of UCLA’s in-
tervention have reported a lower percentage
of children achieving normal IQ and ability
levels, Sallows and Graupner note, “Hours
of treatment in this study came closer than
any previous replication to the intensity of
hours provided in the UCLA study, averag-
ing 38 hours per week for two years in the
clinic-directed group, and the results were also
the most comparable.”
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 Mounting evidence indicates that while
a number of genetic variations increase vul-
nerability to autism, the gene-gene and gene-
environment interactions in autism are likely
to be complex. Among recent studies:

—James Sutcliffe, Randy Blakely and
colleagues report an association between au-
tism and a number of different mutations in
the 5-HT transporter gene (SERT), which
plays a key role in regulating brain levels of
the neurotransmitter serotonin. This is con-
sistent, they say, with studies showing ab-
normal platelet serotonin levels in up to 25
percent of autistic individuals. Studying fami-
lies with more than one autistic member, the
researchers found 19 different SERT vari-
ants with a significant linkage to autism and
obsessive-compulsive behavior; four of the
variants were in coding regions (areas of the
gene that are translated into proteins), and15
were in noncoding regions which may regu-
late expression of the gene. The researchers
say their research shows that “there are spe-
cific [serotonin] signaling pathways that can-
not talk to SERTS with these mutations.”

—D. Q. Ma et al. report that variants of
two GABA genes may interact to increase
the risk of autism.  GABA, in addition to
playing an important role in early neurologi-
cal development, is an inhibitory neurotrans-
mitter, and abnormalities in the GABA sys-
tem could help explain why autistic children
are easily overwhelmed by sensory input.

Study co-author Margaret Pericak-Vance
says the findings show that the idea of a
single “autism gene” is simplistic. “We know
autism is complex,” she says, and when I
think of a complex trait I think of gene-gene
and gene-environment interactions. And I am
sure that’s what’s going on in autism if I had
to bet—a combination of both.”

—According to Merlin Butler and col-
leagues, a gene known as PTEN, which is
altered in many forms of cancer, shows simi-
lar alterations in some autistic children with
larger-than-normal heads (macrocephaly).
The researchers detected PTEN mutations
in three subjects, all male, in a group of 18
macrocephalic autistic patients.

—Rita Cantor and colleagues report iso-
lating a gene linked to autism on chromo-
some 17, and then duplicating this finding in
a separate group of subjects. The gene ap-
pears to contribute to autism only in males.

—Anne Philippi and colleagues report
evidence that variations in a gene on chro-
mosome 16, encoding for protein kinase c-
beta, are associated with autism.

—Cynthia Molloy et al. report that
genes in specific regions on the long arms of
chromosomes 7 and 21 “are likely to confer
susceptibility to autism or modify the dis-
ease presentation in a subgroup of children
characterized by a history of developmental
regression.”

Editor’s note: Reports of the discovery
of a new “autism gene” make the news al-
most every week, because nearly all fund-
ing currently allocated to autism research
is going to efforts to define the “genetics of
autism,” with almost nothing being spent
(except by our Institute) on discovering and
refining safe biomedical treatments.
Morover, almost no funding is going to re-
searchers investigating environmental
smoking guns such as thimerosal.

I was the first to document, in 1964, a
genetic role in autism. However, the cur-
rent attempt to define autism solely as a “ge-
netic disease” is tragically misguided. While
a variety of genes appear to make some chil-
dren more vulnerable to autism than oth-
ers, genes do not cause an epidemic—and
that is what we are currently experiencing.
By focusing almost exclusively on genes
(which one gene researcher was honest
enough to admit will explain only about
10 percent of cases of autism),researchers
are wasting desperately needed funds that
could be used to find and eliminate the
environmental culprits that are the primary
cause of this epidemic, and to provide real
help for its victims.
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