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MDA can bea Marker to Follow Neurodegenerative Dissase Progression
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Abstract :A large number of evidence supports the involvement of free radical-mediated oxidative damage in the pathogenes s of

neurodegenerative diseases. Although these markers, such as malondialdehyde (MDA) , have limited diagnostic value, they

have been found to be sgnificantly higher in several neurodegenerative diseases, including Parkinson’ s disease (PD) , amyotro-

phic lateral sclerosis (ALS) and Alzheimer’ s disease (AD) . MDA due to its smple and cheap measurement , therefore might be

useful both to follow disease progresson and to assess the efficacy of different treatments.
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