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Abstract: Patients with craniopharyngioma are at a high risk of developing metabolic dysfunction-associated fatty liver disease and
its severe complications, yet this association is often neglected in clinical practice, with a lack of systematic reviews. This article
systematically reviews the clinical spectrum and epidemiological characteristics of liver diseases associated with
craniopharyngioma, with a focus on their core pathogenic mechanisms, and it also summarizes current tumor treatment strategies
aimed at preventing hypothalamic injury and highlights that establishing a multidisciplinary collaborative diagnosis and treatment
model and implementing early intervention are key to improving prognosis. Future research should focus on elucidating the precise
pathways through which hypothalamic injury leads to metabolic disturbances, thereby facilitating the development of targeted

therapies, in order to provide new directions for fundamentally improving the clinical outcomes of these patients.
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Figure 1 Diagram illustrating the mechanism of MAFLD in craniopharyngioma patients
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