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(B)

Fig. 1 Magnetic Resonance Images of spinal cord.
T, weighted image on admission showed neither intraspinal T,-prolonged lesion nor cord compression (A, B)
(1.5 T, Sagittal, TR 3,318 ms, TE 120 ms; Axial, TR 3,318 ms, TE 120 ms).
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Fig. 2 Tibial somatosensory evoked potentials (SEPs) before and after the ammonia lowering therapy.
Neither N30 nor P38 was evoked (A) followed by the emergence of both after the therapy (B). Icc; contralateral
iliac crest, GTi; ipsilateral greater trochanter of femur, T12S; the 12th thoracic spinous process, C5S; the 5th
cervical spinous process, Cz’; 2 cm posterior to Cz, stimulus intensity: 1.1 times as motorthreshold stimulus
frequency: 2 Hz, numbers of summation: 500, impedance between electrodes: below 20 kQ.
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Abstract

Reversible hepatic myelopathy: a case report

Daisuke Hirozawa, M.D.", Kei Fukada, M.D., Ph.D."”, Takahide Yaegaki, M.D.",
Taku Hoshi, M.D., Ph.D."”, Jinichi Sawada, M.D."” and Takanori Hazama, M.D."

YDepartment of Neurology, Osaka General Medical Center

We report a case of reversible hepatic myelopathy. A 42-year-old female patient with 3-year history of alcoholic liver
cirrhosis developed spastic gait, hyperreflexia and mild somatosensory disturbance in her lower extremities. The
increased level of serum ammonia and the deficits of N30 and P38 in the tibial somatosensory evoked potentials (SEP)
in conjunction with exclusion of the other known causes of myelopathy supported the diagnosis of her hepatic
myelopathy. The ammonia lowering therapy by the oral administration of lactulose successfully improved the spastic gait
accompanied with the emergence of N30 and P38 in the tibial SEP. Although liver transplantation was known to be the
only therapy for hepatic myelopathy in the literatures, our case showed that the ammonia lowering therapy can be
effective for the early stage of hepatic myelopathy.

(Clin Neurol 2014;54:223-226)
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