Evaluating the Role of ALS Subtypes in the Choroid Plexus and their Influence on Clinical Outcomes
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INTRODUCTION AIM

Amyotrophic lateral sclerosis (ALS) 1s a fatal neurological disorder characterized by the progressive degeneration of motor neurons, leading to muscle weakness, paralysis, and eventually

death within 2-5 years of symptom onset!. Despite significant research efforts, predicting disease progression remains a major challenge due to the complex and poorly understood clinical This study aims to investigate the molecular subtypes of ALS by
heterogeneity. Recent advancements in omic technologies and bioinformatic approaches have provided new tools for improving ALS diagnosis and predicting disease progression’. By analyzing transcriptomic data from the choroid plexus of 64
analyzing transcriptomic data from large patient cohorts, researchers have begun to 1dentify different disease patterns that help classify ALS into distinct molecular subtypes. These include individuals. Through unsupervised clustering and enrichment
glial activation (ALS-Glia), oxidative stress (ALS-Ox), and transcriptional dysregulation (ALS-TD), which may each play a role in ALS progression. Building on previous studies 1n the analysis, we seek to uncover distinct gene expression patterns
motor cortex and spinal cord, we investigated the presence of these molecular subtypes within the choroid plexus, a critical yet understudied brain structure involved in cerebrospinal fluid assoclated with clinical outcomes, offering new insights into ALS
production and CNS homeostasis’*. Enrichment analyses further reveal subtype-specific biological pathways involved in neurodegeneration and allow for correlation with clinical progression.

 outcomes, offering new insights into ALS pathogenesis and progression. ) : |
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