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Abstract:Interferon gene stimulator(STING)is an innate immune molecule that was initially found to be a mediator of type I
interferon(IFN—I)immune signaling.It is an adapter—resident protein of the ER,encoded by the TMEM173 gene,and is widely expressed
in human tissues,mainly in the heart,spleen,peripheral blood leukocytes,lung,and kidney.Since its discovery,characterization studies have
strongly associated its baseline activation and hyperactivation with human disease.STING was classified as an inflammatory protein that
drives chronic systemic inflammation because the strongest association of STING between immunity and human disease came from
chronic inflammation studies,which were later confirmed in both restudies and mutational studies.In addition,several related studies have
linked the presence of circulating DNA (precursor molecules used to produce secondary messengers responsible for STING activation)
to chronic vascular and metabolic inflammatory diseases. This underscores the importance of STING as a potential chronic inflammatory
protein,and that Journal Pre—proof 4 may contribute to the recurrence of STING—mediated inflaimmatory diseases,including cardiovascular
and metabolic diseases.However,no review has comprehensively elucidated the important role of the cGAS—STING signaling pathway in
myocardial remodeling. Therefore,this review reviews the recent studies of cGAS—STING signaling pathway in myocardial remodeling to
provide new ideas for the prevention and treatment of cardiovascular diseases.
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dysfunction;Autophagy;Cardiovascular disease
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