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metabolism impairment. Metal chelating drugs, such as penicillamine, have been used to treat WD for decades, is
exposuring its limitations of effect and utilize sphere. Genetic therapy was considered as the most potential way of
curing WD, is still can only be achieved in the laboratory, which have massive problems to solve before its clinical
utilization. Based on this, we started to research the curative mechanism of traditional Chinese medicine ( TCM)
donated by national natural science fund project funding, found that TCM formula Gandou decoction regulate the
metabolic disorders caused by liver cells and neurons apoptosis, autophagy, such as programmed cell death, from
the molecular pathways of copper metabolism, Wnt/B-catenin pathway and mitogen-activated protein kmase
(MAPK) pathways regulating liver damage such as cell signaling pathways, extracellular signal-regulated kinase
(ERK) pathway and liver kinase B, ( LKB,) /adenosine monophosphate activated protein kinase ( AMPK)
pathway and the cell signaling pathway of neuronal damage. The above experimental results were verified by TX
mice, a reliable WD animal models. This paper aimed to systematically review the research of GDD therapeutic
mechanisms from the sight of programmed cell death, including aptosis and autophagy, and provided theoretical for

formula optimization. In addition, we elaborated some assumptions and feasible advice for the further research of

GDD therapeutic mechanism.
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