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Clinical research of hepatic myelopathy: analysis of 30 cases
LIUHong, ZHANG Jing - hua
(Da Qing Peaplé s Hopital, Da Qing 163000, Heilongjiang, China)

ABSTRACT Objective: To analyze the clinical features of hepatic myelopathy(HM), and to explore the possible treatment measures
for HM patients. Methods: Clinical data of 30 definite HM patients were analyzed retrospectively. Results: Allthe 30 HM patients( 100% )
had typical dinical fealures of spastic paraplegia(SP) bu without sensory dysfunction. 4 of 30 cases (13.3% ) received portacaval shunt( PCS) .
The blood ammonia level of 2 cases(6. 6% ) was nomal and was slightly or moderately increased(98~ 13(Hmol/ L) in another 28 patients(93.
3%). All the 30 HM patients received medicine treatment, there was no signffieant effect in 28 cases (93.3%) . Condusion: HM is character
ized clinically by SP without sensory involvement. The increased blood ammonia level is not the only cause and routine medicine treament is
proved to be unefficient. Liver transplantation may afford promise of the treament of HM patients.
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