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KEY TAKEAWAYS
v/ Baicalin and caffeic acid are novel CLK1 inhibitors.

v/ CLK1 inhibition reduces tau-associated toxicity.
v/ Natural compounds show promise for Alzheimer's disease therapy.

INTRODUCTION METHODS RESULTS CONCLUSION
 BA and CA exhibited strong binding affinity

and stable interactions with the catalytic
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Alzheimer’s disease (AD) is
characterized by
progressive cognitive

J T\ pocket of CLK1, as supported by molecular
=\ docking and molecular dynamics
EE simulations.
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