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[ Abstract | Periodontitis is a non-communicable disease. As China transitions into an aging culture, periodontitis has e-
merged as a significant oral health concern among the senior population. Tt is the primary cause of edentulism in the geriatric popula-
tion. Chrysin, demonstrates a diverse array of biological actions, encompassing anti-inflammatory and antibacterial properties. Chrysin
possesses considerable potential for the prevention and treatment of periodontal disease because to its safety, non-toxicity, and mini-
mum adverse responses. Chrysin can prevent and treat periodontitis by inhibiting the expression of inflammatory factors via the suppres-
sion of nuclear factor-kB (NF-kB) signaling pathway, Janus kinase (JAK) /signal transducer and activator of transcription ( STAT)
signaling pathway ( JAK/STAT), and mitogen-activated protein kinase ( MAPK) signaling pathways. This article reviews advance-
ments in research regarding the signal transduction mechanism of Chrysin in the prevention and treatment of periodontitis, offering a ref-
erence for clinical practice.
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