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Ask for the Psychiatry Department

YOUR PATIENTS PUT THEIR TRUST IN YOU.
BUT WHO CAN YOU TRUST?

The chances of facing a malpractice suit as a
Psychiatrist are greater than ever today. 

American Professional Agency, Inc.

PROGRAM ADMINISTRATOR

Let one of America’s largest and most trusted providers of 
mental health professional liability insurance protect you.
With more than 100,000 policyholders, over 30 years of experience and the
best claims specialists and legal counsel available, the
American Professional Agency, Inc. provides members
of the American Academy of Child & Adolescent
Psychiatry a reliable, top-quality professional liability
insurance program at very reasonable rates. Don’t trust your practice or your
future to anyone else. For a personal quote, including a special discount for
AACAP members, call toll free or visit us online.

SPECIAL DISCOUNT
FOR AACAP MEMBERS!

Endorsed By:

AMERICAN ACADEMY OF
CHILD & ADOLESCENT

PSYCHIATRY
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COVERAGE HIGHLIGHTS

■ Separate limits of liability (per claim and annual 
aggregate) for each named insured on group policies 
(very important for managed care providers).

■ $5,000 legal fee reimbursement for licensing 
board/governmental hearings at no additional cost.

■ $250 per diem (up to $5,000) for income
loss due to court/deposition appearances.

■ Coverage for electroconvulsive therapy and
hypnotism included at no additional cost.

■ 10% Claims free discount. (Not available in AK, AZ,
FL, NE, PA, CO, WA).

■ 5% Risk management discount.

■ Quarterly payment option and much more.
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Four Alzheimer’s Susceptibility Genes Discovered
B Y  M I C H E L E  G. S U L L I VA N

Mid-Atlantic  Bureau

The first family-based genome-
wide association study for
Alzheimer’s disease has identified

four new genes that may significantly af-
fect the risk of developing the disease.

The gene with the strongest associa-
tion lies on chromosome 14, not far
from the early-onset familial Alzheimer’s
gene presenilin-1, Dr. Rudolph Tanzi
said in an interview. “What we don’t
know yet, is whether this is a coincidence
or whether there is some interaction go-
ing on with that gene.”

Dr. Tanzi, director of the Massachu-
setts General Hospital’s genetics and ag-
ing research unit in Boston, and his coin-
vestigators published the results of their
study in the November issue of the

American Journal of Human Genetics
(doi:10.1016/ j.ajhg.2008.10.008).

The initial portion of the study in-
cluded a genome-wide screen of more
than 1,400 DNA samples taken from 410
families with at least three Alzheimer’s-
affected members. This analysis revealed
five candidate genes: one closely linked
to the apolipoprotein E gene, variations
of which are associated with late-onset
Alzheimer’s, and four previously un-
known single nucleotide polymorphisms
(SNPs), said Dr. Tanzi. 

“We took these top hits and screened
another 900 families for them, and after
correcting for all the possible variables,
we still had overall genome-wide signifi-
cance with all of them, with the best hit
in the novel chromosome 14 gene.”

The second-best–associated gene is in-
volved in innate immune response. “This
was quite a surprise, to see a gene in-
volved with response to bacterial and vi-
ral infection implicated in Alzheimer’s,”
Dr. Tanzi said. “This now has us thinking
more about the possible role of infection
in Alzheimer’s etiology.”

The third novel SNP resides in the gene
that causes spinocerebellar ataxia, a neu-
rodegenerative movement disorder. “Al-
though none of our Alzheimer’s samples
had spinocerebellar ataxia, the location of
this gene near the cause of another neu-
rodegenerative disease is interesting. Per-
haps a different mutation in this gene
might cause Alzheimer’s,” Dr. Tanzi said. 

The final SNP is located in a gene that
produces a synaptic protein—a logical as-
sociation given the role of synaptic dys-
function in Alzheimer’s.

At this point, it’s impossible to predict
the extent of influence these genetic vari-
ants may confer on Alzheimer’s risk, Dr.
Tanzi said. “We refrain from making a

big deal about odds ratios in family stud-
ies, because those numbers are only spe-
cific to those families—the odds ratio in
the population at large could be less im-
pressive. But if I had to guess, for our best
hit I’d say it might end up to be a dou-
bling of risk in the general population.”

The study opens a new door in genet-
ic research, Dr. Tanzi said. New genome
chips capable of scanning almost the en-
tire code at once are taking some of the

guesswork out of genetic studies. “Much
of what we have done in the past is look
for variants in a gene that we picked
based on a favorite hypothesis. This adds
an element of bias to your results. The
beauty of this is that these results are to-
tally unbiased. With the gene chip, you
just see what falls out as significant and
wait to be surprised.”

Dr. Tanzi’s lab has been involved in ge-
netic analysis of Alzheimer’s since the

1980s, codiscovering all three early-onset
genes out of the four total genes known
for the disease. “We also learned that the
four genes only account for 30% of the
genetics of Alzheimer’s disease,” while
twin studies suggest that at least 80% of
cases involve some inherited factor. 

“Look at how much we’ve learned
with only 30% of the genetics solved and
imagine what we could learn if we knew
the other 70%.” ■ 

The ‘beauty’ of gene chips is
that their ‘results are totally
unbiased. With the gene chip,
you just see what falls out
as significant and wait to
be surprised.’




