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CONCLUSION

In conclusion, this study highlights a systems-level framework in which multiple signaling pathways converge to modulate inflammasome activity in AD. The observed
modular network structure, dominated by TLR, mitochondrial, and cytokine-related pathways, provides a genomic rationale for targeting upstream regulators of
iInflammasome activation rather than individual inflammasome genes themselves. Such an approach could enable the design of multi-target therapeutic strategies aimed
at restoring immune balance in the AD brain.
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