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A Case of Fahr Disease with Psychosis

Moeko SATO, Hiroko SUGAWARA, Eiko NAGANAWA and Jun ISHIGOOKA
Department of Psychiatry, School of Medicine, Tokyo Women’'s Medical University

All psychiatric symptoms are considered to derive from pathophysiology of the brain, and examination of or-
ganic brain factors is crucially important for evaluating psychiatric symptoms. Here, we report a case of Fahr dis-
ease with psychosis.

The patient was a 61-year-old female. At age 30, she developed temporary paranoia. At age 52, she was diag-
nosed with mild mental retardation (IQ 69) based on the results of the Wechsler Adult Intelligence Scale-III. At
age 60 and 61, she developed psychosis and readmitted to our hospital. She gradually exhibited some symptoms
of parkinsonism and computed tomography of her brain revealed calcification of the basal ganglia bilaterally, and
Fahr disease was suspected.

Fahr disease is a rare sporadic idiopathic basal ganglion calcification (IBGC). Some candidate genes are re-
ported in patients with familial IBGC. The symptoms are varied, but psychosis is rare. The definition of Fahr dis-
ease is uncertain, and must be differentiated from various diseases. In this case, physical examination revealed no
other physical disease that might cause brain calcification, and Fahr disease with psychosis was suspected. We
plan to perform a genetic examination to confirm the diagnosis with her concent.
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Fig. 1 Brain computed tomography (CT)
A: Brain CT shows calcification on bilateral basal ganglion.
B: Brain CT shows calcification on bilateral cerebellar dentate nucleus.

Table 1 Diagnostic criteria of FIBG

1) Calcification on bilatelal basal ganglion

2) Progressive neurological symptoms

3) No biochemical abnomality

4) No causes of infection, toxication and trauma
5) Familial history

FIBG: familial idiopathic basal ganglion calcification.
(Modified quotation from relerence 2)
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