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IMÁGENES EN NEUROLOGÍA

Bilateral symmetric T1 hyperintensities in the globus 
pallidus on MRI are a hallmark of manganese deposition 
secondary to hepatic dysfunction, reflecting portosys-
temic shunting and subclinical hepatic encephalopathy.1

A 60-year-old man with history of diabetes mellitus 
type 2, and chronic liver disease, presented with trou-
bling gait. The rest of the neurological examination was 
unremarkable. Cognitive performance was normal, as 
evidence by a Montreal Cognitive Assessment test of 25 
points. T1-weighted MRI revealed bilateral and symme-
tric hyperintensities in the globus pallidus (Figure 1), a 
classic radiological finding in patients with chronic liver 
disease, particularly hepatic cirrhosis. Manganese is 
excreted via bile; however, in cirrhosis, compromised 
hepatobiliary function and collateral circulation allow 
manganese to bypass hepatic metabolism and accumu-
late in the brain.

This phenomenon is part of the spectrum of acquired 
hepatocerebral degeneration, a chronic neuropsychiatric 
syndrome distinct from overt hepatic encephalopathy. 

Patients may be asymptomatic or present with subtle 
cognitive deficits, extrapyramidal symptoms, or par-
kinsonism.2 Importantly, the T1 hyperintensity does not 
necessarily correlate with serum ammonia levels or acute 
encephalopathy but rather reflects chronic exposure to 
neurotoxic substances due to liver insufficiency.3

The finding is non-specific but highly suggestive in 
the appropriate clinical context. Differential diagnoses 
include Wilson disease, non-ketotic hyperglycemia, and 
prior gadolinium exposure, but the symmetry and cli-
nical background of cirrhosis strongly support manganese-
related acquired hepatocerebral degeneration. Recognition 
of this imaging pattern is important, as it may prompt fur-
ther evaluation of subclinical neurocognitive impairment 
and guide management strategies, including optimization 
of liver function and consideration of transplant candidacy.

Figure 1. T1-weighted MRI showing bilateral and symmetric lesions in the globi pallidi.
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