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[ Abstract|  The renin — angiotensin — aldosterone system (RAAS) serves as a pivotal regulatory mechanism influencing aldo-
sterone secretion through renin. Functioning as a hormonal cascade, RAAS plays a crucial role in maintaining dynamic homeostasis
concerning arterial pressure, body fluids, and electrolytes. Within this intricate system, Angiotensin [[ (Ang [[ ) emerges as the
principal regulatory effector. In addition, the activation of components of the local RAS (renin — angiotensin system) in skeletal tis-
sues also plays a significant role in osteoporosis (OP). This article comprehensively examines the advancements in understanding the
impact of the RAAS system on bone metabolism and the progression of OP.
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