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Heart and liver co-management: integrated management of metabolic dysfunction-
associated steatotic liver disease with cardiovascular disease
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Abstract: Metabolic dysfunction-associated steatotic liver disease (MASLD) has emerged as the
most prevalent chronic liver disease globally, with its incidence closely linked to cardiometabolic
risk factors such as obesity, type 2 diabetes and hypertension. Recent extensive research revealed
that the impact of MASLD extended beyond liver itself, demonstrating significant bidirectional
associations with cardiovascular disease (CVD). These conditions shared multiple intertwined
pathophysiological pathways, including chronic low-grade inflammation, insulin resistance,
endothelial dysfunction and oxidative stress. Patients with MASLD exhibited a markedly elevated
risk of developing atherosclerosis, coronary heart disease, heart failure and arrhythmias. Conversely,
CVD could further exacerbate hepatic inflammation and fibrosis progression by disrupting shared
metabolic mechanisms, activating the sympathetic nervous system, and altering hemodynamics.
Thus, MASLD and CVD were not mutually exclusive but interconnected, presenting a significant
clinical challenge. Despite the highly overlapping pathological foundations and clinical risks
between MASLD and CVD, current clinical practice often lacked systematic collaboration between
hepatology and cardiology departments. This fragmentation resulted in inadequate early screening
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for MASLD patients and disjointed treatment pathways. This review focused on the bidirectional

relationship between MASLD and CVD, delineated their shared pathogenic mechanisms and

clinical evidence of mutual influence, and underscored the imperative for integrated metabolic

management. We proposed strategies centered on lifestyle interventions and rigorous control of

metabolic risk factors (e.g., weight, blood glucose, lipids) to improve disease outcomes. Moving

forward, it was essential to advance CVD risk identification and management models from an

MASLD perspective, offering novel paradigms for the comprehensive prevention and control of

metabolism-related chronic diseases.
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