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[Abstract] Background Multiple system atrophy (MSA) is a neurodegenerative disorder affecting
motor (either extrapyramidal or cerebellar) and autonomic nervous systems. The main clinical
manifestations of MSA are parkinsonism, cerebellar ataxia and autonomic dysfunction. It may also affect
the hypothalamus and related fibers, resulting in syndrome of inappropriate antidiuretic hormone secretion
(SIADH) and hyponatremia. This study aims to identify the clinical characteristics of MSA with SIADH, so
as to provide evidence for clinical diagnosis and treatment. Methods Clinical manifestations, laboratory
examinations and imaging features, diagnosis and treatment of 3 MSA patients with SIADH in our hospital
from 2011 to 2015 were retrospectively analyzed. Results Among 3 MSA patients, 2 cases were
parkinsonism-predominant (MSA-P) and the other one was cerebellar-predominant (MSA-C). All of them
presented severe hyponatremia. The lowest serum sodium concentration was 123, 118 and 121 mmol/L,
respectively. The level of urinary sodium concentration was 91, 114 and 129 mmol/L, respectively. One
was diagnosed as definite SIADH, and the other 2 cases were possible SIADH. Two cases were
complicated with infection (one Legionella pneumophila and one pulmonary infection), which was greatly
improved after anti - infection treatment and sodium supplement. The other case died of refractory

hyponatremia in the end. Conclusions MSA patients with autogenous or concurrent infection may be
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susceptible to STADH, therefore water-sodium balance management is important for MSA patients. MSA

with SIADH is rare, and refractory hyponatremia may indicate a poor prognosis.
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Figure 1 Head MRI showed multiple abnormal signals,

suggesting the possibility of cerebral small vessel disease.
Axial FLAIR showed sporadic patchy white matter

hyperintensity in the periventricular areas (arrow indicates, Panel la). Sagittal T,WI showed mild atrophy of ventral pons, mild

widening of sulci in cerebral vermis without obvious atrophy (Panel 1b). Axial T,WI showed no obvious "cross sign" in the
pons (Panel 1¢). Figure 2 Head MRI revealed suspicious atrophy of ventral pons, widening of sulci (penniform) in cerebral
vermis (arrows indicate), suggesting atrophy. Sagittal T,WI (Panel 2a). Axial TWI (Panel 2b).
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Table 1. Clinical data of 7 patients with MSA and STADH reported before """

Ttem Case 1 Case 2 Case 3 Case 4 Case 5 Case 6 Case 7
Sex Female Male Male Male Male Female Female
Age (year) 61 52 67 52 76 62 58
Duration (year) 9 4 11 10 1.50 8 6
Serum sodium (mmol/L) 99 127 124 120 118 118 116
Blood osmotic pressure [mOsm/(kg- H,0)] 205 262 255 246 244 254 —
Urine osmotic pressure [mOsm/(kg- H.0)] 474 319 420 381 304 — 722
Diagnosis MSA-C MSA-P MSA-P MSA-C MSA-P MSA-C MSA-P
Concomitant disease Pneumonia — Cardiac pacemaker Fever — Apnea Nephropyelitis
Anti-PD drugs + + + + — — +

+, positive, AT ;—, not described, &K #fiiA . MSA-C, multiple system atrophy with cerebellar-predominant, LA/Ni 3355 0 8 o BRI £ R
Gt 245 ; MSA-P, multiple system atrophy with parkinsonism-predominant, LA 4 #R 25 A 1E N FEE LA £ RGEZES ; PD, Parkinson’s disease,
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