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A Case of Leigh Syndrome with Typical MRl and MRS Findings
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Leigh syndrome (LS) is a genetically and clinically heterogeneous disorder caused by metabolic defects affecting
lactate/pyruvate metabolism. The consequence of the metabolic defects are decreased amounts of APT and basic cell
energy productions of the nervous system. In LS, several mutations have been reported in both the nuclear and the
mitochondrial genome. Here, we report a 26-year-old woman clinically diagnosed with LS having characteristic brain MR
and MRS abnormalities but without known definite pathogenetic mitochondrial DNA mutations.
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Figure 1. T2-weighted axial images. These demonstrates symmetrical
high signal intensity lesions involving basal ganglia and
midbrain.

Figure 2. Localized proton-MRS spectra obtained from the

basal ganglia. Elevation of brain lactate is observed in the basal
ganglia. (Ch; choline- containing compound, Cr; creatine and
phosphate, NAA; N-acetyl aspartate, Lac; lactate.)
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MEXOI MR 2742 E9l Leigh &= 10]

A Wi7E, AlAoll (microvesicular degeneration of renal
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783 MITOMAP (http://www.mitomap.org/cgi-bin/
mitomap/thl7gen.phell A =Qlgh Az 4071 (C—D),
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