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The empirical study to acetabular chondrocyte apoptosis in the developmental dislocation of the hip.
WEI Yi shan ,LIU Wan lin, DING Liang jia, et al. Department of Pediatric Orthopaedics, the Second Affiliated
Hospital, the Inner Mongolia Medical College, Huhehot 010030, China

[ Abstract] Objective To investigate the correlation of the apoptosis of acetabular chondrocyte and ex-
pression of Bel-2 in the developmental dislocation of the hip (DDH). Method 20 rabbits of 4-week-old
which female and male were not restricted had been made for the models. The back limb that the hip was flex-
ured and the knee was extened then fixed with a plaster cast was made for DDH model group and the right side
without fixation as the control group. Pelvis anteroposterior X-rays had been made on the models before the fixa-
tion and after 8-weeks fixation. The femoral head dislocation or not by shenton’ s line was discontinuity or by
the femoral head was at the extabottom or extraupper quadrant of the Perkin squarse. 12 successful models were
sacrificed at once. Observing the changes of general shape of bilateral acetabular and the changes of chondro-
cyte, then observing the apoptosis and expression of Bel =2 of acetabular chondrocyte.  Results Success rate
of DDH models were 60% (12/20). Hip X-ray of experimental side shown that the superior margin of acetabu-
lum was blunting, the femoral head was dislocation toward the extabottom or extraupper quadrant of the Perkin
squarse, the acetabular angle of the experimental was significantly increased than the control side (P <0.05).
The experimental side was found that the acetabulum became narrowing and fiied with soft tissue and the color
of cartilage changed into dark,the chondrocytes were sparse and in a mess . Transmission electron microscopy
results shown that the chromatin of acetabular chondrocytes were margination and condensation , the nuclear
shape was irregular,the cytoplasmic vacuoles were present. Apoptosis rate of acetabular chondrocytes in experi-
mental side was higher than the control side (P < 0.05). The expression of Bcl-2 of acetabular chondrocytes
in experimental side was lower than the control side (P < 0.05) , apoptosis and Bcl-2 expression of acetabular
chondroctes were positive correlation in experimental side. ~ Conclusion Excessive apoptosis and Bcl-2 lower
expression of acetabular chondroctes may take part in the regulation of acetabular cartilage dysplasia in DDH .
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