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[Abstract] Objective
chondrocytes, and to detect the effect of regulating primary cilia expression on autophagy of chondrocytes.
Methods

in chondrocytes, and their localization and expression relationship during cells division cycle. Then, primary

To explore the expression relationship between primary cilia and autophagy in
Immunofluorescence staining was used to detect the expression of autophagosomes and primary cilia

cilia were induced by serum-free medium and destroyed by chloral hydrate. Primary cilia incidence, length and
autophagy expression were analyzed and their related proteins IFT88, Beclinl and LC3- I /1l were detected by
Western blotting. Results
of primary cilia was (62.16+11.74)% and the length was (2.342+0.392) pm, and the relative expression of

Primary cilia and autophagy could be co-expressed in chondrocytes. The incidence

autophagy was 26.38+5.31 in a single cell. The number, size and distribution of autophagosomes could change
with the disassembly and assembly of primary cilia during cell cycle. Serum free medium could induce primary
cilia expression, promote prolongation, and up-regulate the autophagy level of chondrocytes and their related
proteins IFT88, Beclinl and LC3- I expression. But after disrupting cilia structure by chloral hydrate, the
incidence and length of primary cilia were reduced, the expression of autophagy was down-regulated, and the
expression of [FT88, Beclinl and LC3- I proteins was inhibited. Conclusion There exist a localization and
expression correlation between primary cilia and autophagy in chondrocytes, and regulation primary cilia
expression could influence the level of autophagy in chondrocytes.
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