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[Abstract| In an era of global population aging and a rising prevalence of obesity, the complex condition known as sar-

copenic obesity (SO) has emerged as a subject of growing interest and concern. A relatively recent discovery, pyroptosis, a form of
programmed cell death characterized by the activation of inflammasomes and the subsequent release of a multitude of inflammatory me-
diators, has gamered increasing attention. Emerging research suggests that pyroptosis plays a pivotal role in the intricate development
and progression of SO. Understanding the intricate relationship between SO and pyroptosis holds the potential to shed light on the un-
derlying mechanisms driving SO$ pathogenesis. Such insights not only contribute to a deeper comprehension of SO but also offer valua-
ble guidance for the development of targeted therapeutic interventions.
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