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[Abstract] Objective

hip (DDH) and its correlation with DDH pathogenesis. Methods

To analyze the expression change of PTGFR gene in hip joint tissues of development dysplasia of the
Eight age-and gender-matched children with DDH (DDH group)
and control children (control group) were enrolled for conducting the compaison. The real-time quantitative PCR method and West-
ern-blot method were adopted to detect the PTGFR mRNA and protein expression levels. Results PTGFR mRNA expression level
in the hip articular capsule and ligamentum teres of the DDH group were significantly decreased compared with those of the control

group (r=3.472,2.887,P<C0.05,). The PTGFR protein expression level in the hip articular capsule and ligamentum teres of the
DDH group were significantly decreased compared with those of the control group(¢=5. 488,3. 942, P<0. 05). Conclusion PTG-

FR could play an important role in DDH pathogenesis and may be one of DDH pathogenic genes.
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