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Background  

Lithium toxicity mainly affects the central nervous system. Most common signs and symptoms were cerebellar 

abnormalities including truncal ataxia with clumsiness of motor activity. Less common reported as 

extrapyramidal syndrome, brainstem dysfunction, altered mental status and seizure. Mostly are reversible; but 

some have permanent neurological deficits named as syndrome of irreversible lithium-effectuated 

neurotoxicity(SILENT), represented as cognitive impairment, sensorimotor peripheral neuropathy and cerebellar 

dysfunction. Rarely, Lithium neurotoxicity can also present as non-convulsive status epilepticus (NCSE).  

Case Report  

A 46 year-old female has bipolar disorder under lithium and haloperidol from local clinic with unsure adherence. 

Prior to admission, she became irritable and hypertalktive. Poor appetite, slurred speech and poor self-care were 

noticed associated with auditory and visual hallucination. Therefore she was brought to emergency department. 

There serum lithium level showed in toxic level(3.43 mmol/L). Brain Computed Tomography(CT) revealed 

negative finding. Then she was admitted to psychiatric ward. After aggressive hydration, Lithium level had 

reduced to 1.28 mmol/L on the next day. Sooner one day later, Lithium level dropped more down to 0.69 mmol/L 

which was within normal range. Although drug level has returned to normal range, however, her consciousness 

became stupor and drowsy without verbal output. Neurological examination showed no focal neurological sign 

with normal muscle tone. Brain Magnetic Resonance Imaging(MRI) revealed negative finding. 

Electroencephalography(EEG) found Generalized Periodic Discharges (GPDs). We started intravenous 

levetiracetam for nonconvulsive seizure control. Days later, she could follow orders and speak slowly. Follow up 

awake EEG showed negative finding. Patient returned back to baseline condition and there was no neurological 

deficit left.  

Conclusion  

Previous literature showed most patients with lithium toxicity have ataxia, tremor, rigidity and less commonly with 

convulsive seizure. However, our patient represented as lithium intoxication with NCSE. After anti-epileptic drug, her 

condition improved. As conclusion, while approaching to a patient with lithium toxicity and conscious disturbances, EEG 

may play an important role in subsequent clinical differential diagnosis. 

Figure 1. 

Figure 2. 

Figure 1 & 2: Frequent generalized spike and wave complex were shown over bilateral cerebral hemisphere. 

Clinical Correlation: Indicative of epileptogenicity with respect to the seizure. Indicative of diffuse cortical dysfunction 

such as metabolic encephalopathy.  


