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Abstract

Objective: To reveal the potential effects of developmental hip dysplasia (DDH) on the osteoar-
thritis (OA) of the weight-bearing joints by using two-sample Mendelian randomization (MR) analysis to
explore the genetic relationship. Methods: A two-sample Mendelian randomization study was conduct-
ed to investigate the potential causal relationship between DDH and OA in weight-bearing joints such as
the knee, hip, and spine. All data were sourced from publicly available databases. Various methods,
including simple and weighted models, inverse variance-weighted (IVW) method, weighted median,
and MR-Egger were utilized to evaluate the causal impact of DDH on OA. Sensitivity analyses were
performed using the MR-PRESSO and MR-Egger methods to assess for pleiotropy. Additionally, the
influence of outliers was examined using the leave-one-out test. Heterogeneity was evaluated using Co-
chran's Q statistics, and the IVW method was utilized in the MR-Egger regression. Results: According
to the results of IVW , there might not be a causal relationship between DDH and hip OA (OR=1.019,
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P>>0.05). The MR analysis did not support a causal effect of genetically predicted DDH on the risk of
knee OA (IVW: OR=1. 020, P>0.05). DDH was also not associated with spinal OA (OR=1. 000,
P>>0.05). There was no horizontal pleiotropy or heterogeneity in all analyses. Conclusion: DDH

might not be a causal factor for OA of the weight-bearing joints (including knee, hip, and spine).
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