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Chorea in Systemic Lupus Erythematosus: Evidence for Bilateral Putaminal

Hypermetabolism on F-18 FDG PET
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Abstract

Purpose: We describe a 54-year-old woman with systemic lupus erythematosus (SLE) who suddenly
presented with chorea and had positive antiphospholipid antibodies. F-18 FDG PET showed abnormally
increased glucose metabolism in bilateral putamen and primary motor cotex. Tc-99m ECD SPECT also
showed abnormally increased regional cerebral blood flow in bilateral putamen. She was treated with
corticosteroid and aspirin after which the symptoms improved. Four months later, follow up F-18 FDG PET
showed improvement with resolution of hypermetabolism in bilateral putamen. This case suggests that
striatal hypermetabolism is associated with chorea in SLE.
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Fig. 1. (A) T2-weighted MR image at admission shows no abnormal finding.
(B) F-18 FDG PET image and (C) SPM result image at admission
reveal hypermetabolism of bilateral basal ganglia and primary motor
cortex. Note focal hypometabolism of right superior parietal cortex
(arrow). SPM result was obtained by comparing 10 age matched
normal. controls (uncorrected p <0.01, voxel extent >50).
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Fig. 2. Five days after the initial PET scan, Tc-99m ECD SPECT was
performed and it shows abnormal increase of regional cerebral blood
flow in bilateral basal ganglia, especially the left side. But right superior
parietal cortex shows focal hypoperfusion. Note no abnormally
increased perfusion of bilateral primary motor cortex.

Fig. 3. Four months after the initial PET scan, follow-up F-18 FDG PET
was performed and it shows normalization of regional glucose
metabolism of bilateral basal ganglia and primary motor cortex. Note
that regional glucose metabolism of right superior parietal cortex is
irreversibly decreased.
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