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Az cid, 7/ 274 FEEMEY (Genome Wide Association Study : GWAS) 12 & V) B & [l HTRE X
N5 —HILZH (SNP) 123 LT, 7/ At & —HiL RNAseq # A Lo Ny =27 ) —= v kel
W, RN SNP O@ER %247 > 720 RNTICE D, ALEAEME LT /"% —Enhl Z[E L7,
4% Enhl OFRBEBOFG2MNIT5TFETH 5.

To identify single nucleotide polymorphisms (SNPs) that cause bone diseases, we focused on the Genome Wide
Association Study (GWAS) and performed enhancer screening that integrates genome editing and single cell RNA-
seq. This analysis identified enhancer Enhl as a promising candidate. In vitro luciferase assay showed that reporter
activity driven by Enh1 was specifically activated in osteoblasts, not in fibroblasts. We plan to further analyze the

contribution of Enhl to bone diseases in the future.
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