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Nitroimidazole Encephalopathy: Two Case Reports and Literature Analysis KAN Shu', MU
Ying-feng, WANG Wel', WANG Li', SHANG Zhen-ying', GENG De-qir’. 1. Clinical Medicine, Xuzhou
Medical University, Jiangsu Xuzhou 221002, China; 2. Department of Neurology, Affiliated Hospital of Xuzhou
Medical University, Jiangsu Xuzhou 221002, China

Abstract Objective: To analyze the characteristics and prognosis of nitroimidazole encephalopathy.
Methods: The clinical data of 2 patients with nitroimidazole encephalopathy were collected, and relevant
literatures were collected for retrospective analysis. Results: The 2 patients both showed symptoms of
cerebellar nervous system defect in acute or subacute onset. MRI revealed injury location to be the corpus
callosum in 1 case and cerebellar dentate nucleus in the other case. Symptoms in both cases rapidly improved
after stopping drug use. Literature analysis showed that, among a total of 69 patients, 41 cases were Asian, 62
cases experienced cerebellar dysfunction among first clinical symptoms, 63 cases displayed an MRI
accumulation site at the dentate nucleus, and 65 cases demonstrated a complete recovery of clinical symptoms.
Conclusion: Nitroimidazole encephalopathy involves the cerebellum, corpus callosum, and brainstem, is more
prevalent in Asians, and shows relatively good prognosis.
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