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Follow-up observation of 3 cases with subacute toluene Toxic encephalopathy caused by toluene PAN Rui,ZHANG
Long ,LIU Dongqing ,et al. ( Department of Neurology,People’ s Hospital of Zhengzhou University , Zhengzhou 450000, Chi-
na)

Abstract: Objective To observe the clinical and magnetic resonance changes of acute mild toluene poisoning en-
cephalopathy. Methods The clinical data of 3 patients with acute mild toluene poisoning encephalopathy were retrospec-
tively analyzed. The cognitive function was evaluated by ( MMSE ) , Montreal Cognitive Assessment scale ( MoCA) on 7
days,1 month 3 days and 3 months £5 days after onset. Results All the 3 patients had dizziness and headache at admis-
sion, symptoms were relieved at 1 month after onset,and many dreams appeared at 3 months after onset,and the symptoms of
head discomfort were easy to be found in closed and crowded space. The first time MRI showed extensive involvement of
white matter in both hemispheres, involving bilateral deep nuclei,internal and external bursa, dentate nucleus of cerebellum,
T, WI in 2 cases,low signal in 1 case,high signal in T, WI and DWI,FLAIR jand isointense in ADC. No enhancement was
found in 1 case. At 1 month,the MRI of all the 3 patients had no obvious change,and the MRI of 3 cases showed that the
original lesion disappeared,and the brain atrophy appeared in 1 case. There was no significant difference in MMSE , MoCA
scores between 7 days,1 month and 3 months after onset of the disease in one patient with cognitive impairment. Conclu-
sion The main characteristics of occupational acute mild toluene poisoning encephalopathy are abnormal brain MRI and a-
typical clinical manifestations, and long-term exposure to toluene may lead to brain atrophy and impairment of cognitive
function.
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