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Changes in Ultrastructure Aspects and Apoptosis of Rabbit Normal and Osteoarthritic Chondrocytes. Li Xiongfeng, Wu Meng, Luo Bin,
et al. Department of Orthopedics, Huzhou Central Hospital( Zhejiang University Huzhou Hospital) , Zhejiang 313000, China

Abstract Objective To compare the ultrastructure changes and apoptosis of chondrocytes in the normal and osteoarthritis articular
cartilage in order to investigated the possible pathogenesis of osteoarthritis. Methods New Zealand rabbits, Used Hu's osteoarthritis
model, detected the apoptosis of chondrocytes both in normal and model articular cartilage and isolated from normal and osteoarthritic ar-
ticular cartilage cultured in vitro. The apoptosis of articular cartilage detected byTUNEL, Cultured chondrocytes were stained with calcein
and Annexin V — FITC/PI to analyzed the viability and apoptosis. Transmission electron microscope( TEM) analyzed the changes of ultra-
structure of chondracyte in articular cartilage. Results The results showed that apoptosis of cartilage in osteoarthritis group( 14.32 +
3.17) was increased much more than in normal group(4.54 +1.17) ,it had significantly different between the two groups (t' =15.85, P
<0.05). The apoptotic cells stained with Annexin V = FITC/PI in osteoarthritis group (83.63 +20.11) was higher than in normal group
(91.45 +£4.70), it had significantly different between the two groups (¢t ' =2.07, P <0.05). The activity of chondrocytes stained with
calcein in osteoarthritis group (79.45 +3.60) was stronger than normal group (75.60 £5.33) , it had significantly different between the
two groups (¢=3.28, P <0.01). On the ultrastructural study, we found that there were significant changes in the ultrastructure of carti-
lage cells, especially the mitochondria significantly reduced in osteoarthritis group (3.4 +1.7) compared to normal group(7.3 +2.3),
chromatin marginalization, vacuolization and abnormal distribution could be seen in osteoarthritis group obviously. Conclusion Apoptosis
of chondrocyte was increased in osteoarthritis accompanied the changes of ultrastructural and mitochondria reduce maybe related to abnor-

mal energery metabolism in chondrocyte.
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