Unraveling mTORopathies: mTOR hyperactivation induces mutation-specific
functional and structural phenotypes in human neuronal networks
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- Introduction

The mTOR pathway Is a pivotal cellular signaling pathway that impacts neuronal differentiation and function. Genetic disruptions leading to hyperactivation of the mTOR pathway, termed mTORopathies, represent rare
genetic and systemic disorders that are associated with altered brain development and epilepsy. However, the precise mechanisms by which disrupted mTOR signaling affects neuronal network development and signaling
remain poorly understood. In this study, we aimed to identify the structural and functional consequences of different mutations underlying mTORopathies on excitatory and inhibitory (E/l) neuronal network development.
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