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[Abstract] Temporomandibular joint osteoarthritis (TMJOA) is a chronic degenerative condition affecting the
structures of the temporomandibular joint. Despite ongoing research efforts, the pathogenesis of TMJOA is not yet
fully understood. Recent advancements in research techniques have allowed for a deeper exploration of the genetic
factors underlying TMJOA. This article will provide an overview of the most recent developments in molecular biology
research related to the pathogenesis of temporomandibular joint osteoarthritis.
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