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The influence of interferential SEDL gene in the physiological activity of human chondrocytes
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Abstract. Objective To preliminarily study the influence of interferential SEDL gene in the expression of collagen II,
distribution and ultrastructure of endoplasmic reticulum, and the activity of human chondrocytes. Methods Lentivirus which can
target interference SEDL gene was transfected into human cartilage cells (HC-a). The expression of SEDL gene and Sedlin protein
were detected using QPCR and Western blotting. The establishment of cartilage cell modei with SEDT gene was evaluated. The
expression of collagen II was detected using Western blotting and immunofluorescence. The ultrastructural changes of endoplasmic
reticulum were tested using electron microscope. MTT method was used to detect the proliferation of the cartilage cells. Results
(1) The expression of SEDL gene in the cartilage cells was significantly reduced after lentivirus was transfected (P<0.05), and
the expression of Sedlin protein was also decreased, indicating that the SEDT cell model was successfully established. (2) With the
decrease of expression of Sedlin protein, the expression of collagen Il was observably reduced (P<0.05). (3) The distribution of
endoplasmic reticulum was changed in the cell model. The cells became round in shape, less protrusion, fade in color, and the
endoplasmic reticulum arranged irregularly. (4) The edematous endoplasmic reticulum was observed under transmission electron
microscope. (5) Activity of the cells reached peak within 48h after lentivirus transfection. Then the cell activity significantly
declined (P <0.05). Conclusion The reduced expression of Sedlin results in the decline of collagen II expression. The changed
distribution and ultra microstructure of endoplasmic reticulum result in a decrease of cartilage cell activity.

Key words: X-linked spondyloepiphyseal dysplasia; SEDL gene; Sedlin; Cartilage cell

ELWE. EXKTARFZEL I RE S HE (CSTC,2007BA5028)
* BIRMEE . 8 F,Email:xiongfw2013@ 163. com



1452 FEESERME 20154 12 A% 21 H5 128 Chin J Osteoporos, December 2015,Vol 21, No. 12

X-EPBZHEHHERH L FT AR (X-linked
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