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Autoimmune Encephalitis Associated with Thymoma
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Figure. Brain magnetic resonance imaging, magnetic resonance spectroscopy, and chest computed tomography of the subject. (A, B) Diffusion

weighted imaging and apparent diffusion coefficient map of the subject exhibit hypointense-hyperintense mixed signal change and hyperintense
signal change in the left frontal cortex, respectively. (C, D) T2 fluid attenuated inversion recovery image of the subject exhibits tumefactive lesions
in the bilateral frontal, parietal, and temporal cortices. (E) T1-gadolinium enhancing image exhibits partial meningeal enhancements in the bilateral

temporal lobes. (F) Brain magnetic resonance angiography does not exhibit any steno-occlusive and vasculitic lesion in the bilateral extracranial

and intracranial cerebral arteries. (G) Magnetic resonance spectroscopy in the left frontal lesion of the subject exhibits a lactate peak and a decreased

N-acetylaspartate peak. (H) Chest computed tomography exhibits a well-defined enhancing mass with homogenous attenuation (white arrows).

(I-K) Brain T2 fluid attenuated inversion recovery and T1-gadolinum enhancing images performed after 2 weeks of steroid treatment exhibit that

all lesions in the bilateral hemisphere are reduced or disappeared and meningeal enhancements in the bilateral temporal lobes are also disappeared.
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