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L eukoencephalopathy I nduced by Lamoatrigine
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Daegu, Korea

Abstract
Lamotrigine (LTG) is a broad—spectrum antiepileptic drug and is well tolerated. Hypersensitivity
reactions are well known serious adverse effects that may occur in some patients, including skin
rashes, aseptic meningitis and leukopenia. However, there have been no reported cases of diffuse
encephalopathy due to LTG in Korea. We report a case of encephalopathy which may have been
caused by LTG. A 61—year—old male presented with complex partial seizures which may have
been due to a transient ischemic attack. His brain MRI was normal at that time. His seizure was
controlled with oxcarbazepine 600 mg. Ten days later, we switched it to LTG. After 3 days on
LTG, he showed cognitive symptoms as general malaise, decrease of verbal fluency, inappropriate
words, and slowness of thought. His follow—up MRI showed diffuse abnormal signals in the
bilateral white matter in the FLAIR image and decreased signals in the ADC map. After we
changed LTG to oxcarbazepine, his mental functions slowly improved. At 9 days after stopping
LTG, his follow up MRI showed decreased abnormal signals in the bilateral white matter of the
FLAIR image. His clinical symptoms and MRI findings continuously improved without any specific
treatments. Our patient presented diffuse encephalopathy after starting LTG and improved the
symptoms after stopping LTG. Though the cause of diffuse leukoencephalopathy was not
confirmed, we strongly suspected that LTG was related with his brain lesion by temporal relation.
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We consider it is one of the possible causes if some patient using LTG develops diffuse
leukoencephalopathy.
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Fig. 1. At the 1% admission, the electroencephal ogram showed occasional frontal sharp wave (black arrow)

in left cerebral hemisphere.

Fig. 2. At the 1 admission, the brain MRI and MRA demonstrated that diffusion-weighted image (DWI)

did not show any signal change, but focal stenosis in the cavernous portion of left carotid artery was

observed in MR angiography (white arrow).
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Fig. 3. A: At the 2d admission, the brain MRI showed high signal intensity in DWI, FLAIR, and low signal

intensity in ADC map (white arrows). B: Follow-up brain MRI showed that these signal changes

were more decreased than previous image.
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