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Duchenne Muscular Dystropi{DMD) is a fatal muscle wasting disease. Dystrophic muscle godsr
severe myofibre necrosis, the cause of which is not fully understooslevieo excess intracellular calcium,
inflammation and oxidate gress are implicated. Pharmacological compounds that target these pathological
mechanisms are of interest, since the current drug treatment for DMD, corticosteroids, are limiiedcy ef
and are associated withvese side dects. One such compound, the amino acid taurine, wvaprarength of
muscle from the mdx mouse model for DMD, which is also has beewmdiobe deficient in taurine. Whilst a
taurine deficieng has been obseed in mdx mice, and taurine treatment has been shown to be beneficial, the
cause of taurine deficiep@nd mechanisms of action of endogenous taurine treatment in dystrophic muscle
have ot been established. Additionglihe effects on taurine treatment on mdx myofibre necrosis, as well as
indices ofex vivo muscle function, are undetermined. Taurine homeostagv@s the balance of multiple
processes including synthesis, transport and excretion. These processegestigated in various mdx tissues,
to identify the cause of taurine deficigrin dystrophic muscle. Additionallythe effect of taurine treatment on
myofibre necrosis wasvestigated, as was effect of taurine treatmeneorivo muscle function. @ determine
the mechanism of action of taurine in dystrophic muscle, the anti-inflammatory and antioxidant effects of the
drug were inestigated. V& how that taurine homeostasis is perturbed in mdx muselr,dnd kidng. These
obsenations highlight the importance of using animal models to understamdlystroply is afecting whole
body taurine metabolism. Taurine treatment of mdx micegpted myofibre necrosis, and impeol and ex vivo
force generation, most Bty due to the potent ant-inflammatory and antioxidant effects of taurine in dystrophic
muscle. These data support continued research into the role of taurine in dystrophic muscle, as well as furthe
preclinical irvestigation into the use of taurine as a thgrgy DMD.
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