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Biomarkers predicting therapeutic effects in patients with spinal and bulbar muscular
atrophy (SBMA)
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WFZER R OBE (3530) : SBMA, also known as Kennedy’s disease, is an adult-onset, hereditary
motor neuron disease characterized by muscle atrophy, weakness and bulbar involvement. Given
that SBMA is a slowly progressive disease, extremely long-term clinical trials are
likely necessary to verify clinical benefits of disease-modifying therapies. Suitable
surrogate endpoints, which reflect the pathogenesis and severity of SBMA, are thus
substantial to assess the therapeutic efficacy in drug trials. To this end, appropriate
biomarkers should be identified and validated in translational researches. In this
research, we analyzed patients’ serum and urine using proteomics approach.
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