Pre-clinical assessment of GLUT1 Deficiency Syndrome high-throughput screen lead compounds.
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Currently there are no treatment and hence we
are looking for a pharmacological approach to
upregulate GLUT1
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Conclusion and Future Directions

e Further Validation: Testing of top GLUT1-inducing compounds in patient-derived cells and
animal models.
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e e e e | o Expanded Screening: Screen additional drugs to find more potential GLUT1 inducers.
e Mechanistic Insights: Investigate the pathways by which identifled compounds
upregulate GLUT1 expression for targeted therapy development.
E) CH2645 iBEC clones e Further Validation: Continue in-depth testing of top GLUT1-inducing compounds in

patient-derived cells and animal models.
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o Clinical Trials: Initiate trials with the most promising drugs in GLUT1 DS patients.
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