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The first issue of'CNS Spectrums featured a
review1 by Drs. Arthur Brody and Sanjaya
Saxena of the last decade's brain imaging find-
ings in obsessive-compulsive disorder (OCD).
Based largely on the studies they review, many
investigators have speculated about a neu-
roanatomical localization for brain functions
that may be involved in the mediation of OCD's
symptoms. Given the consistency of these find-
ings, and the number of scientists who have
arrived at similar conclusions independently, if
the brain systems described by these two
authors are not the actual site of causative
pathology, it seems that they must at least be
along a final common neural pathway that
enables OCD's behavioral expression.

Although Sigmund Freud acknowledged that
the symptoms of this malady must have a "con-
stitutional basis,"2 and the first scholarly
reports linking OGD symptoms with pathology
in specific brain regions—the basal ganglia—
appeared almost 60 years ago,3 it is still
remarkable to me, a physician trained in the
1970s, how quickly this classical "neurosis" has
moved from etiologic speculations centered on
toilet training to explanations based on func-
tional neuroanatomy. Indeed, as Brody and
Saxena's article illustrates, the increasing level
of our understanding of corticobasal ganglionic-
thalamic circuitry in the mediation of OCD
symptoms is beginning to rival medical under-
standing of other neuropsychiatric diseases of
the basal ganglia, such as Parkinson's and
Huntington's diseases. Freud, originally a neu-
ropathologist—and a man who spent 3 years of
his life trying to explain neurotic behavior
based on what was known about brain function
in the late 19th century24—would certainly
have seen the present state of knowledge about
OGD that has derived from drug challenge, bio-
chemical, and imaging studies5 as a vindication
of his 70-year-old prediction: "We may look for-
ward to a day when paths of knowledge and, let
us hope, of influence will be opened up, leading
from organic biology and chemistry to the field
of neurotic phenomena...."5

But where do such endeavors go from here?
Although there now seems to be a wealth of
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evidence for the involvement of corticobasal
ganglionic-thalamic circuits in OCD, this infor-
mation does not tell us anything about the neu-
rochemical specifics of the disease.
Neuroimaging studies to date have told us
where to look, but now new methods need to be
applied to dissect the specifics of the neuro-
chemical and genetic workings in the brain
regions to show how they result in symptom
expression.

Besides research with human subjects, this
task would seem ripe for the application of
animal and single cell basic science techniques,
since it is known that even the specifics of func-
tion in these brain circuits are very similar to
the human in all other terrestrial vertebrates.7

This issue of CNS Spectrums reviews animal
models of OCD,8 but even if there were no true,
naturalistic animal models of human OCD (a
prospect I think unlikely, given the ethology of
such behaviors), the more we can learn about
the "switches and rheostats" of homologous ani-
mal behaviors as they operate in these circuits,
the closer we will be to understanding the brain
mediation of OCD.

At this time, a concerted effort using both
clinical and basic science strategies, and
employing the methods of molecular genetics,
immunology, neurochemistry, and neuroimag-
ing, seems fully justified—and likely to yield
progress similar to that which has resulted
from substantial funding for research on two
other neuropsychiatric illnesses of the basal
ganglia, Huntington's and Parkinson's diseases.
Given that severe forms of OCD afflict at least 5
million people in the United States at any one
time,9 funding agencies like the National
Institutes of Health should adjust their priori-
ties to take advantage of opportunities to under-
stand and conquer the tortuous affliction of
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