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Comparative Study on Therapeutic Effects of Gandou Tablet | and Dimercaptosuccinate Acid in Treating
Wilson Disease Han Yongzhu, He Guangyuan, Wang Xun, et al Institute of Neurology, Anhui College of
TCM, Hefei (230031)

To compare the effects of Gandou 1 ( GD,
dimercaptosuccinate acid (DMSA) in treating Wilson disease (WD), Methods: Ninety-four patients with WD

Objective: a Chinese herbal preparation } and
were divided into 2 groups, 32 cases in the GD group and 62 in the DMSA group, they were treated with GD
and DMSA respectively. The therapeutic course was 4 weeks for both groups. Modified Goldstein’s Degree was
adopted to evaluate the clinical effect. Results: The total effective rate of the GD group was 71.9%, which was
similar to that of the DMSA group (77.4%, P>>0.05). But the adverse reaction occurred in the latter group

was more than that in the former. Conclusion: GD is a low toxic and highly effective drug for long-term

treatment of WD.
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