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Figure 1: AD risk SNP rs1532278 shows allele-specific open chromatin (ASoC) and cis-regulates CLU expression in iGlut
pAAV-hSyn-hClu-Flag (AAV-hClu)
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Figure 3: Neuronal CLU mediates the AD protective allele effect of rs1532278 on neuron excitability E oTT F G — 1.5+ oT/T
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