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A Case of Decreased Regional Brain Glucose Metabolism in a
Patient with Acute Carbon Monoxide Intoxication

Sang Joon An, M.D., Bon D. Ku, M.D.
Department of Neurology, Myongji Hospital, Kwandong University College of Medicine, Goyang,

Bilateral globus pallidus lesions can cause lack of motivation, apathy and abulia. These be-
havioral changes may be caused by the disruption of cortico-striato-pallidal thalamic circuits.
We experienced a 49-yr-old female patient with bilateral globus pallidus lesions that resulted
from acute carbon monoxide intoxication. Her brain [18F]fluoro-2-deoxy-D-glucose positron
emission tomography showed regional blood glucose hypometabolism. These changes may
reflect the disruption of cortico-striato-pallidal thalamic circuits.
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Fig. 1. The magnetic resonance imaging (MRI) of the patient shows
high signal intensities in the bilateral globus pallidus.
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Fig. 2. The [18F]fluoro-2-deoxy-D-glucose positron emission tomo-
graphy and statistical parametric mapping analysis of the patient.
It shows reduced cerebral metabolism in the bilateral basal gan-
glia, thalami, frontal and right parietal cortex.
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