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Autophagy expression in chondrocytes from a degenerate of osteoarthritis
Liao Faxue Ma Guangwen Chang Jun et al

( Dept of Orthopaedics The Fourth Affiliated Hospital of Anhui Medical University Hefei 230032)

Abstract Objective To explore the autophagy expression and examine its significance in chondrocytes from a de—
generate of osteoarthritis ( OA) . Methods Cartilage samples were obtained from 12 hospitalized patients in our
hospital. They were divided into the OA group ( n =6) and the control group ( n =6) . Expressions of light chain3
( LC3) and Beclind protein which were main markers of autophagy were analyzed in cartilage tissues by using im—
munohistochemistry ( IHC) . Cartilage chondrocytes were isolated and cultured in a hypoxia environment in vivo.

The chondrocytes which were transfected with green fluorescent proteinight chain3 ( GFP-L.C3) plasmid were ex—
amined under a laser scanning confocal microscopy. Western blot was used to observe the L.C3 protein expression in
chondrocytes. Results In cartilage tissues LC3 and Beclind protein expressions were markedly increased in OA
chondrocytes. A large number of autophagy particle formations were found in the OA group the percentage of chon—
drocytes with GFP-L.C3 puncta structures was higher in the OA group than the control group. The results revealed a
significant increase in the expression of LC3-I protein in the OA group. Conclusion Autophagy plays an impor—
tant pathogenic role in the process of OA chondrocytes degeneration. It offers a new research direction for the patho—
genesis of OA.
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