P484
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Introduction Results
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1) Eleven-year-old Iragi girl with severe osteogenesis
imperfecta (Ol ) (Fig. 1)
2) Osteoporosis group (30 patients). Inclusion criteria:

Osteoporosis group and fracture-prone group
= 5synonymous single nucleotide polymorphisms (SNPs)

= a BMD Z-score below -2.0 and/or (Table 1)
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3) Fracture-prone group (66 patients). Inclusion criteria: =35a8 | CiomGA | pSaEs | sommes| 3| W | a® | m | a
= age between 4-16 years N N — % |® | %

** ExAC database; total allele frequency from all the populations

» a history of at least two low-energy long bone
fractures before age 10 years, three low-energy long Table 1 Genetic variants identified in the CRTAP gene. The minor allele
bone fractures before age 16 years and/or at least frequencies (MAFs) were comparable to healthy population (p>0.05)
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Fig. 3 A schematic representation of the CRTAP o T
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