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Role of SIRT-mediated mitochondrial quality control in osteoarthritis

disease progression
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Abstract

Osteoarthritis (OA) is a common chronic degenerative joint disease that imposes a major burden
on individuals and society. OA affects all joint tissues and is characterized by cell death and
extracellular matrix degradation. Mitochondria-sensors of energy metabolism and redox homeostasis-
are crucial for OA onset and progression. SIRT, a family of NAD " -dependent enzymes, regulates
mitochondrial metabolism and modulate OA progression through multiple signaling pathways. This
review summarizes SIRT-mediated mitochondrial quality-control mechanisms in OA to identify novel
therapeutic targets and research directions.
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