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Integrated analyses of mitochondria degradation system as a novel therapeutic
target of heart failure
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The accumulation of damaged mitochondria is involved in the pathogenesis and
progression of heart failure. However, the precise role and molecular mechanism is not elucidated.
We 1dentified BCL2L13 as a novel mitophagy receptor on outer mitochondrial membrane. BCL2L13 binds
to LC3 through the WXXI motif and induces both mitochondrial fragmentation and mitophagy not only in
HEK293 cells but in isolated rat neonatal cardiomyocytes. Furthermore, we generated and analyzed
cardiac-specific deficient mice of BCL2L13, TSC2 and FKBP8, and we revealed cardio-protective role
of TSC2 and FKBP8.
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