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Late-onset MELAS with Chronic Kidney Disease
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Mitochondrial encephalomyopathy with lactic acid and stroke-like episodes (MELAS) is a multisystem mitochondrial

disorder that typically presents in childhood. We report a case of MELAS syndrome diagnosed in a 45-year-old man

presented with chronic kidney disease before a stroke-like episode. Genetic testing revealed a m.3243A>G point mutation in

the mtDNA. The original diagnostic criteria for MELAS required the onset of stroke-like episodes prior to 40 years of age but

this case demonstrates that disease onset may delay in certain individuals.
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Figure 1. Brain magnetic resonance images. (A) Diffusion-weighted
image shows subtle diffuse high signal intensity in both temporal and
left parietal lobe. (B) Apparent diffusion coefficient image shows
partially low signal intensity in right temporal and iso-high signal
intensity in both temporal lobes. (C, D) Fluid attenuation inversion
recovery axial images show high signal intensity in both temporal and
left parietal areas.
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Figure 2. Magnetic resonance spectroscopy image shows decreased

N-acetyl-aspartate (red arrow) with increased lactate peak (white
arrow) in right temporal area.
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