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The clinical characteristics and MRI findings of acquired hepatocerebral degeneration
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[ Abstract]

etiology is usually correlated with cirrhosis and portal hypertension. In this study, clinical and radiological

Acquired hepatocerebral degeneration (AHD) is a rare chronic encephalopathy, and its

data of 326 patients with cirrhosis of the liver were retrospectively analyzed, among whom 11 patients were
diagnosed as AHD, with the incidence of 3.37%. The most common neurological symptoms were static
tremor (9 cases) and ataxia (7 cases). Cerebral MRI showed T\WI hyperintensity in bilateral globus pallidus

of all 11 patients. The lesions were also involved in bilateral thalamus (one case), tegment of midbrain (one

case), bilateral posterior crus of internal capsule (one case) and bilateral putamen (one case). Anti-

Parkinson’s disease drugs, such as levodopa and benserazide, had not presented satisfactory clinical effect.

[Key words] Hepatic encephalopathy; Magnetic resonance imaging
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Figure 1 A 51-year-old male presented static tremor associated with bradykinesia for 2 years, and was diagnosed as AHD. Axial T/\WI
showed high-intensity signal of bilateral posterior crus of internal capsule (arrows indicate). Figure 2 A 58-year-old female presented
repeatedly generalized tonic-clonic seizure with increased muscle tone for one week, and was diagnosed as AHD. Axial T\WI showed
high - intensity signal of bilateral cerebral peduncle and globus pallidus (arrows indicate). Figure 3 A 32-year-old male presented
ataxia for one year, and was diagnosed as AHD. Sagittal T\WI showed high - intensity signal of upper brainstem (arrow indicates).
Figure 4 A 73-year-old male presented limb tremor associated with increased muscle tone for 6 months, and was diagnosed as AHD.
Coronal T/WI showed high-intensity signal of bilateral putamen and globus pallidus (arrows indicate).

R L1 ARAT R AT M A T 58 I PR AR s e MRT R
Table 1. Clinical features and MRI manifestations of 11 patients with AHD

Case  Sex (;eii) Etiology of cirrhosis Int?::i:[:}ill;ne* Neurological symptom MRI manifestation
1 Male 32 Chronic hepatitis B 13 Resting tremor, ataxia, myotonia Bilateral globus pallidus and thalamus
2 Male 52 Autoimmune hepatitis 21 Resting tremor, ataxia Bilateral globus pallidus
3 Male 60 Chronic hepatitis B 8 Resting tremor, bradykinesia, myotonia Bilateral globus pallidus
4 Male 31 Chronic hepatitis C 48 Resting tremor, bradykinesia, myotonia Bilateral globus pallidus
5 Female 58 Chronic hepatitis B 15 Tonic-clonic seizure, ataxia, postural tremor Bilateral globus pallidus and tegment of
midbrain
6 Male 74 Chronic hepatitis C 2 Resting tremor, ataxia, cognitive impairment Bilateral globus pallidus
7 Male 51 Chronic hepatitis B 23 Resting tremor, bradykinesia, myotonia, ataxia Bilateral globus pallidus
8  Male 73 Autoimmune hepatitis 6 Resting tremor, bradykinesia, myotonia, ataxia Bilateral globus pallidus and posterior crus of
internal capsule
9 Female 63 Chronic hepatitis C 11 Chorea, ataxia, postural tremor Bilateral globus pallidus and putamen
10 Female 62 Chronic hepatitis B 9 Resting tremor, ataxia, cognitive impairment Bilateral globus pallidus
11 Male 48 Chronic hepatitis B 18 Resting tremor, bradykinesia, myotonia Bilateral globus pallidus

*Interval from hepatitis to occurrence of neurological symptoms
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