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MRI, SPECT, FDG-PET 2

Serial MRI, SPECT and FDG-PET Findings
in a Case of Herpes Simplex Encephalitis

Soon Min Lee, M.D., Dong Ki Han, M.D., Heung Dong Kim, M.D. and Joon Soo Lee, M.D.
Department of Pediatrics and Institute for Handicapped Children, Yonsei University College of Medicine, Seoul, Korea

Herpes Simplex Encephalitis is associated with a high mortality
rate and a high probability of neurological sequelae. Good results are
obtained when Herpes Simplex Encephalitis is promptly diagnosed
and treated with antiviral agents. We reported a case of Herpes Sim-
plex Encephalitis in which Magnetic Resonance Imaging (MRI),
Single Photon Emission Computed Tomography (SPECT) and Fluo-
rodeoxyglucose-Positron Emission Tomography (FDG-PET) were
performed sequentially. Imaging studies are valuable tools for early

detection and diagnosis of Herpes Simplex Encephalitis. And par-
ticularly FDG-PET represents functional anatomy through diffuse
decline of glucose metabolism better than other imaging studies. (J
Korean Epilep Soc 2005;9(1):94-96)

KEY WORDS : Herpes simplex encephalitis - MRI - SPECT -
FDG-PET.
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Figure 1. MRI findings on the admission day show diffuse bright
signal intensity involving in Left medial aspect of temporal
lobe (A) and normal signal intensity of lemporo-parietal cortex
and Basal ganglia (B).
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Figure 2. SPECT findings on the 5th hospital day are compatible
with encephadlitis involving left deep iemporal cortices with ictal
propagation to lateral temporatl cortices and frontal cortices.

Figure 3. PET findings after 1 month shows severely decreased
glucose metabolism on Left temporal cortices (Left of A) and
mild asymmetrical decreased thalamic metabolism (right of A)
and decreased glucose metabolism on Left parietal cortices (B).
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