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Figure 1 DWI shows stroke-like lesions near cortex area of the left parietal lobe and occipital lobe (arrow indicates) Figure 2 CT
angiography shows clearly fewer distal branches of left middle cerebral artery than the opposite (arrow indicates) Figure 3 MRS
analyzing shows moderate lactic acid peak and decreasing N-acetylaspartate in the lesion area (arrow indicates) Figure 4 Optical
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Figure 5 Optical microscope shows heavily
dyed fibers and small vessels SDH dyeing
x 40 Figure 6 Mitochondrial DNA testing
shows genic mutation of A3243G (1: Marker;
2: positive control; 3-5: negative control; 6:
detection band of the gene in patient’s blood;
7: detection band of the gene in patient’s
urine; 8-10: negative control)
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