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Ceftazidime-Induced Nonconvulsive Status Epilepticus

Namjoo Jo, MD, Geonwoo Kim, MD, Hye-Eun Shin, MD, Kyusik Kang, MD, Jong-Moo Park, MD,
Ohyun Kwon, MD, Byung-Kun Kim, MD, Jung-Ju Lee, MD

Department of Neurology, Eulji General Hospital, Eulji University College of Medicine, Seoul, Korea

Ceftazidime is a widely used third-generation cephalosporin. We report a case of ceftazidime-induced nonconvulsive
status epilepticus in a patient with renal failure. A 56-year-old man experienced the gradual development of altered
mentation after a diabetic foot ulcer was treated with ceftazidime. Rhythmic sharply contoured triphasic waves were
evident in all electroencephalography leads. The clinical and electrographical seizures ceased after introducing
antiepileptic drugs and discontinuing ceftazidime. This case demonstrates that altered mentality and nonconvulsive

status epilepticus can be caused by ceftazidime in patients with renal dysfunction.
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Figure 1. Brain MRI at admission. (A) DWI and enhanced TI1W1 (B) show no abnormal lesion. (C) Fluid-attenuated inversion recovery image
revealed old lesion in both frontal lobes (arrows). MRI; magnetic resonance imaging, DWI; diffusion weighted imaging.
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Figure 2. Electroencephalography (EEG). (A) The initial EEG shows rhythmic sharply contoured triphasic waves in all leads. (B) The follow-up

EEG recorded 2 days later shows no epileptiform discharges.
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