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[Abstract] Objective:To detect the expression of neurofibromin in osteoblasts and chondrocytes from patients
with congenital scoliosis.Method:The cancellous bone and growth plate were harvested from ilia of 6 patients
with congenital scoliosis in posterior approach surgery.The osteoblasts and chondrocytes were isolated and cul-
tured in vitro,and confirmed by alkaline phosphotase staining and toluidine blue staining. RT-PCR was per-
formed to detect the neurofibromin mRNA ,indirect immunofluorescence and Western blot were done to confirm
the expression of neurofibromin in osteoblasts and chondrocytes.Result:Type II neurofibromin was expressed
in these osteoblasts and chondrocytes,the protein was mainly located in cytosol.Conclusion: Neurofibromin is
expressed in osteoblasts and chondrocytes from patients with congenital scoliosis,but the protein expressed is
type Il isoform with relatively weak GAP activity.Whether neurofibromin contributes to the abnormalities of
bone through its influence on osteoblasts and chondrocytes or not needs to be further studied.
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