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Study on Therapeutical Effect of Ureating Hepatolenticnlar Degeneration by the HLD-Tablet |
Institute of Newrology, Anhui College of TCM, Hefei (230031 )
Objective; To investigate the efficacy of HLI>Tablet [ in treating hepatolenticular degeneration (HLD) and

Hu Wenbin,
Yang Kenmin

its effect on urinary trace element in 24 hours. Methods: After 4 weeks of treatment on 34 cases of HLIDD by oral
taken HLD -Tablet I, the clinical practice was closely observed on the patients’ change of symptoms, signs and
daily life pattern, and measured the level of urinary trace element in 24 hours hefore the therapy and after that ev-
ery week. Results: The total eflective rate reached 70.59%, marked effective rate was 8.82% . The effect of
ireatment was betier in the infantile and mild patient. After treatment, the daily output of urinary copper was cbvi-
ously increased every week than that before (P<0.{01). It was highly negative linear correlated wilh the duration
of treatment (r = - 0.986, P<0.05). But it was insignificantly different between any 1two weekly excretion of un-
nary copper per 24 hours after trearment by the HLD-Tablet T (P 2>0.05), so its effect on urinary copper excre-

tion was not decreased. Conclusion: The HLID>Tablet 1 could increasc the output of unnary copper, hence it was

effective in treating HLD without appareni toxic or side reaction.
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