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[Abstract] Objective To investigate the onset pattern, clinical manifestations, laboratory findings
and imaging features of 17 Chinese patients with steroid - responsive encephalopathy associated with
autoimmune thyroiditis (SREAT). Methods The clinical data of 17 SREAT patients were collected.
Retrospective analysis of their clinical features, as well as their serum levels of anti-thyroid, cerebrospinal
fluid (CSF) biochemical indicators, MRI and therapy was performed. Results The initial symptoms of
those patients were seizures (4 cases), psychiatric symptoms (4 cases), hypomnesis (4 cases), walking
unsteadiness (2 cases), headache (2 cases) and dysarthria (1 case). Three cases were acute onsel, 5 cases
subacute onset and 9 cases chronic onset. The anti-thyroid peroxidase antibody (anti-TPO) of 17 cases were
significantly increased, average (928.63 + 406.28) x 10° IU/L. The anti-thyroglobulin antibody (anti-TG) of
15 cases was increased, average (601.27 + 1014.12) x 10° IU/L. The protein in CSF was mildly increased,
average (513.75 +283.15) mg/LL. The EEG of 5 patients presented slow wave and the EEG of 2 patients
showed epileptiform discharge. The brain MRI of 11 patients showed multifocal lesions in frontal lobe,
temporal lobe, parietal lobe, basal ganglia, centrum ovale, corpus callosum, thalamus, cerebellum, and brain
stem. The findings of clinical immunological index and tumor markers were normal. Besides, the prognosis
of 11 patients treated with methylprednisolone and 3 patients treated with dexamethasone were good.
Recurrence occurred in 2 patients. Conclusion Basically, the clinical features of Chinese SREAT
patients present seizures, hypomnesis and psychiatric symptoms associated with increased anti-thyroid and
multifocal lesions in gray and white matter of brain.
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F1 170 SREAT & 18I PR %8k

Table 1. Clinical data of 17 SREAT patients
Case  Sex (;g:r) The initial symptoms  Course Signs The first diagnosis The second diagnosis
1 Female 38 Emotional instability 36 months  Pyramid sign Depressive disorder Lymphoma
2 Male 50  Facial convulsion 6 months  Cognitive disorders Epilepsy SREAT
3 Female 32  Convulsion of limbs 5 months  Negative Epilepsy SCA
4 Male 39  Walk unsteadiness 30 months  Pyramid and cerebellum sign ARS SCA
5 Female 46  Slow to respond 3d Cognitive disorders Encephalitis SREAT
6 Male 64  Convulsion of limbs 28 d Cognitive disorders Viral encephalitis Viral encephalitis
7 Male 46  Behavior disorder 12 months  Cognitive disorders Leukoencephalopathy Demyelination
8 Male 63  Headache 7d Cognitive disorders Lesion in brain Cerebral arteriosclerosis
9  Female 30  Behavior disorder 1 month Drugs sedation Schizophrenia SREAT
10 Female 36  Dysarthria 1 month Cognitive disorders Cervical osteoarthritis Pending investigation
11 Male 70  Convulsion 2d Negative SREAT SREAT
12 Male 53  Headache 1 month Negative Demyelination Glioma
13 Male 27  Hypomnesis 21d Negative Viral encephalitis Viral encephalitis
14 Female 60  Dizziness and walk 24 months  Cognitive disorders Cervical osteoarthritis Insufficiency of blood in
unsteadiness brain
15 Female 35  Behavior disorder 24d Drugs sedation Encephalitis Intracranial infection
16 Male 59  Slow to respond 12 months  Cognitive disorders Metabolic encephalopathies SREAT
17 Female 35  Hypomnesis 72 months  Cognitive disorders Depressive disorder Epilepsy

ARS, akinetic-rigid syndrome, 2> 8lj-5% 45 A 1L ; SREAT, steroid-responsive encephalopathy associated with autoimmune thyroiditis,  H & %t
P R IR A B b B B T 3R S 1 M TN s SCA spinocerebellar ataxia, 18 /1 I 2 55 2% ]
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Figure 1 EEG findings. Slow wave (Panel 1a).
Epileptiform discharge (Panel 1b).
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Figure 2 The patient was 38 years old female. She was admitted with weakness of four limbs and emotional instablitity for three
At initial onset three years before, axial FLAIR sequence showed
abnormal signals in right cerebral peduncle and basal ganglia (the level of midbrain, arrow indicates, Panel 2a). At initial onset three

years, and recurrence for one month. Findings of brain MRI.
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years before, axial FLAIR sequence showed abnormal signals in right cerebral peduncle and basal ganglia (the level of basal ganglia,
arrow indicates, Panel 2b). After seven months of methylprednisolone treatment, axial T-WI showed the lesion at right cerebral
peduncle disappeared and the lesion at thalamus lessened obviously (the level of midbrain, Panel 2¢). After seven months of
methylprednisolone treatment, axial T,WI showed the lesion at right cerebral peduncle disappeared and the lesion at thalamus lessened
obviously (the level of basal ganglia, Panel 2d). After recurrence, axial FLAIR sequence showed abnormal signals in left lenticular
nucleus, right temporal lobe, parietal lobe and occipital lobe (the level of midbrain, arrow indicates, Panel 2e). After recurrence,
transverse FLAIR sequence showed abnormal signals in left lenticular nucleus, right temporal lobe, parietal lobe and occipital lobe (the

level of basal ganglia, arrow indicates, Panel 2f).
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