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Abstract :

Stroke-associated sarcopenia is a serious post-stroke complication that can have a significant impact on

patient’ s functional recovery. However, currently available assessment tools for sarcopenia require specialized equipment

and personnel, which are difficult to access in resource-limited settings. This article presents the role of biomarkers as an

objective method in the pathogenesis, prevention, diagnosis, and prognostic assessment of stroke-associated sarcopenia,

with the focus on neuromuscular, inflammatory, metabolic, and nutritional indicators.
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