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Fig. 1 Brain MRI.
MRI findings on day 1 after the first seizure (A-D) and on day 8 after the recurrent seizure (E-H). Diffusion-weighted imaging (DWI) of the

brain MRI on day 1 showed no signal change or decrease in apparent diffusion coefficient (ADC). Fluid-attenuated inversion recovery (FLAIR)
showed no abnormal high signal (Fig. 1A-D). On day 8, brain MRI showed signal change on DWI (Fig. 1E, F), slight decrease on ADC, and
abnormal high signal with edema in the right parieto-temporal cortex, insular gyrus, and frontal operculum on FLAIR (Fig. 1G, H) (1.5 T; A: TR
5,200 ms, TE 86 ms; B: TR 5,200 ms, TE 86 ms; C: TR 10,000 ms, TE 103 ms; D: TR 10,000 ms, TE 103 ms; 3.0 T; E: TR 5,700 ms, TE
79 ms; F: TR 5,700 ms, TE 79 ms ,G: TR 10,000 ms, TE 115 ms; H: TR 10,000 ms, TE 115 ms). Abbreviations: TR, Repetition time; TE, Time
to echo.
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Fig. 2 In-hospital clinical course.

The patient developed headache, convulsions, and fever. The initial brain MRI showed no abnormal findings. The patient was admitted to our

hospital because of recurrent convulsions, impaired consciousness, Todd’s palsy, and left-sided neglect. On day 8 after symptom onset, the

second brain MRI showed abnormal signals with edema in the right temporoparietal gyrus. There was increased CSF cellularity and increased

CSF pressure. The patient was diagnosed with meningoencephalitis and treated with antiviral therapy. Symptomatic treatment was continued
for headache. On day 32, anti-myelin oligodendrocyte glycoprotein antibody (MOG-Ab) was detected, and steroid therapy was added.
Abbreviations: DWI, diffusion-weighted image; FLAIR, fluid-attenuated inversion recovery; IVMP, intravenous methylprednisolone pulse;

Rt, right.
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Abstract

Absence of cortical lesions after the first seizure in a patient
with anti-myelin oligodendrocyte glycoprotein-associated cortical encephalitis

Yuki Imai, M.D.”, Hiroyuki Onoue, M.D., Ph.D.”, Kyoko Numahata, M.D.", Tomohiro Ogawa, M.D., Ph.D.",
Yasuhisa Akaiwa, M.D., Ph.D.? and Tomoyuki Miyamoto, M.D., Ph.D.V

U Department of Neurology, Dokkyo Medical University Saitama Medical Center

A 31-year-old man developed headache and generalized convulsions. At the time of the first seizure, there was no
distinct MRI abnormality. He was admitted to the hospital with repeated seizures, left-sided hemiparesis, and left-sided
neglect. He had a slight fever, elevated cerebrospinal fluid (CSF) pressure, and increased CSF cell count with
predominance of mononuclear cells. A repeat MRI scan on day 8 after the recurrent seizure showed cortical edema in
the right cerebral hemisphere on fluid-attenuated inversion recovery (FLAIR), abnormal high signal on DWI, and
decreased apparent diffusion coefficient. The patient was diagnosed with aseptic meningoencephalitis and treated with
antiviral drugs and methylprednisolone pulse therapy. Serum anti-myelin oligodendrocyte glycoprotein (MOG) antibody
was subsequently detected, and prednisolone was added to treat the FLAIR-hyperintense lesions in anti-MOG antibody
associated encephalitis with seizures (FLAMES). It is important to identify the clinical picture and typical images of
FLAMES to allow early treatment.

(Rinsho Shinkeigaku (Clin Neurol) 2023;63:101-104)
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