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A Case of Basal Ganglia Calcification in Down’s Syndrome Takatoshi Matsubara and Masa-
omi Endo, Department of Neuropsychiatry, Faculty of Medicine, Toyama Medical and Pharma-
ceutical University Makoto Kusano, Department of Neuropsychiatry, Toyama City Hospital. J,
Juzen Med. Soc., 89, 725—730 (1980).

Abstract A case of a 31-year-old mongoloid woman with bilateral symmetrical basal ganglia
calcifications diagnosed by plain skull films and CT scans was reported.

There was no complication of cardiac anomalies, and physical examination did not show
remarkable findings with the exception of some &tigmata characteristic of Down’s syndrome.
Neurologically, she had no seizure and symptoms of a movement disorder except increased
vulnerability to neuroleptica.

Since the level of calcium, phosphorus and parathormone were within normal limits, the
present case is not caused by the disorders of calcium metabolism, and other disorders associated
with intracranial calcifications can be excluded through the history, clinical examinations and CT
scan findings. Also, we cannot provide etiological causes of the basal ganglia calcification in this
case, so the etiology is unknown.

It is thought that the present case is similar to a case with the basal ganglia calcification of
unknown etiology reported by Jakab et al. in 1978. The incidence of basal ganglia calcification
remarkable on plain skull films and CT scans in Down’s syndrome is unknown today.

Further investigation on CT scans more sensitive than a plain skull film is required to de-
termine the true incidence and significance of this condition.




