Longitudinal genome-wide association study identifies novel loci and functional
follow-up implicates putative effector genes for pediatric bone accrual
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However, bone accrual is key for maximizing

bone health across the life course : :
Bone loss due 35/40 (85%) novel; only one previously seen in
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CONCLUSIONS

siRNA knockdown of PRPF38A in hMSC-osteoblasts shows reduced
mineralization

siRNA knockdown of PRPF38A induced adipogenic-like morphological

change and increased markers of adipogenesis
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