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Fig. 1

MRI findings.

A, B (Brain MRI on admission): (A) Axial MRI of the brain reveals a high-intensity area on a FLAIR image (Axial, TR 8,500 ms,
TE 91 ms) in the right medial temporal lobe. (B) Gadolinium-enhanced T,-weighted image (Axial, 1.5 T; TR 650 ms, TE 17 ms)
shows slight enhancement of the right hippocampus. C, D (Course of brain MRI): (C) FLAIR image shows an enlarged lesion,
and (E) gadolinium-enhanced T,-weighted image shows ring enhancement in the right temporal lobe 6 months after
discharge. E, F (Pelvic MRI and CT on admission): (E) T,-weighted image with fat suppression (Axial, 1.5 T; TR 532 ms, TE
11 ms) shows an apparently circumscribed right ovarian tumor containing fat. (F) Computed tomography shows calcification
and fat in the ovarian tumor, which is consistent with ovarian teratoma.
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Fig. 2 Pathological findings of brain biopsy from the right temporal lobe.

Photomicrographs of specimen reveal the tumor tissue with polymorphic cells and necrosis [H-E stain, magnification 10 X (A),

20 X (B)], and with microvascular proliferation of endothelial cells [H-E stain, magnification 20 X (C)], suggesting of glioblastoma.

The immuno-staining were negative for CAM5.2 and positive for GFAP. The positive percentage of MIB-1 were from 6.7% to 59.2%

(Data were not shown).
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Abstract

Glioblastoma with ovarian teratoma having N-methyl-D-aspartate receptor (NMDAR) antibody
in CSF—A case report
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A 54-year-old woman presented with complex partial seizure with impaired consciousness. Brain MRI revealed a
high intensity lesion on T,-weighted and FLAIR images in the left temporal lobe, indicating limbic encephalitis. CT and
MRI of the pelvis showed right ovarian teratoma. The cerebrospinal fluid (CSF) were positive for antibodies against the
GluRe2, GluR$2, and antibodies against NR1 + NR2B heteromers. On the basis of these data, anti-N-methyl-D-aspartate
receptor (NMDAR) encephalitis associated with ovarian teratoma was suspected, and the right ovariectomy was
performed. Six months after onset, brain biopsy from the right temporal lobe led to a diagnosed of glioblastoma. This is
the first glioblastoma case with ovarian teratoma having autoantibodies against GluR and NR1 + NR2B heteromers in
CSE We suggest that patients with NMDAR antibodies should be carefully diagnosed with anti-NMDAR encephalitis.

(Clin Neurol 2013;53:712-715)
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