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Fig. 1 Gadolinium-enhanced T: weighted cranial images obtained on day 2 (Axial, 1.5T; TR 620
ms, TE 12 ms) showing slightly focal cortical thickening and blurring of grey-white matter, along
with enhanced signals in a part of the left superior frontal gyrus.
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Fig. 2 Cranial images and [F-18] FDG-PET/CT images obtained on days 9 and 5, respectively.
A, B: Brain images showing obvious cortical thickening with contrast enhancement in a part of the

left superior frontal gyrus. FLAIR images also demonstrate slight cortical hyper-intensity in the

left thalamus and around the right angular gyrus (gadolinium-enhanced T:1 weighted images; Axial,
3.0T; TR 2,000 ms, TE 10 ms), (FLAIR; Axial, 3.0T; TR 12,000 ms, TE 99 ms).
C: [F-18] FDG-PET/CT images demonstrating a focal area of cortical hypermetabolism in the left

inner frontal region.

Fig. 3 Brain biopsy pathological findings.
A: Mild to moderate lymphocytic infiltration can be seen in the arachnoid (white arrow with dotted
line), but not in the cortex. Gliosis is seen in the molecular layer (black arrowhead), as well as focal
neuronal disarrangement (hematoxylin and eosin stain, X 200).
B: Various atypical cells, including so-called “balloon” cells (black arrows with dotted line), “cyto-
megalic neuron” cells (black arrows) can be seen in the cortex (hematoxylin and eosin stain, X 200).
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Fig. 4 Cranial images obtained during the clinical course.
A: FLAIR (Axial, 3.0 T; TR 12,000 ms, TE 99 ms) image showing obvious focal cortical thickening

on day 9.

B: FLAIR (Axial, 3.0 T; TR 9,000 ms, TE 113 ms) image obtained on day 17.
C: FLAIR (Axial, 3.0 T; TR 12,000 ms, TE 99 ms) image obtained on day 37.
Cortical-subcortical hyper-intensity generally expanded over the left hemisphere to involve the

pulvinar nucleus.

Fig. 5 Pathological findings of abdominal lymphoid specimens.
A: Biopsy specimen showing small hyalinized germinal centers (black arrow). No hyperplastic lym-

phoid follicles were seen (hematoxylin and eosin stain, X 100).

B: Another biopsy specimen showing plasma cells infiltrating interfollicular space (black arrow-

heads) (hematoxylin and eosin stain, X 100).
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Abstract
A case of Castleman disease with status epileptics originating from focal cortical dysplasia

Muichi Kaito, M.D.”, Haruka Iwao, M.D.”, Eriko Kinoshita, M.D., Ph.D.?,
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"Department of Neurology, Kanazawa Medical University
*Department of Hematoimmunology, Kanazawa Medical University
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A 55-year-old man was admitted to our hospital because of prolonged consciousness disturbance after gener-
alized convulsions. He had been afflicted with chronic inflammatory symptoms since 43 years of age, while multi-
ple abdominal lymphadenopathy with a high level of serum IL-6 was revealed at the age of 53. FDG-PET/CT
showed hypermetabolism in the left medial portion of the frontal lobe. Biopsy specimens of this lesion revealed a
pathology of focal cortical dysplasia (FCD). Non-convulsive status epileptics continued despite enhanced treatment
with antiepileptic drugs, while cortical T, hyperintense lesions developed and expanded. Castleman disease was
confirmed by pathological findings of abdominal lymph node biopsy specimens. The patient showed a higher level
of IL-6 in cerebrospinal fluid (1,400 pg/dl) than in serum (720 pg/dl), thus indicating intrathecal production of this
proinflammatory cytokine. We concluded that continuous exposure of FCD tissue to IL-6 may have augmented
epileptogenesis of the originally silent congenital lesion.

(Clin Neurol 2011;51:487-492)
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