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Elucidation of the mechanism by which abnormal sulfate ion metabolism causes
chondrodysplasia and search for its treatment

Yoshida, Yuka
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In a mouse cartilage progenitor cell line that has been suggested to be
associated with the developmental mechanism of abnormalities in Slc26a2-K0O maxillary cartilage
morphology and enhanced apoptosis, we confirmed that Slc26a2 knockdown resulted in enhanced
apoptosis compared to normal cells.In Slc26a2 knockdown mouse cartilage progenitor cell line
significantly enhanced apoptosis compared to the control group, and phosphorylation of S6K and 4EBP1

was enhanced with activation of mTOR. Furthermore, we confirmed that treatment with mTOR inhibitors
suppressed apoptosis.
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E% MTRE—VR BPTPRE—SR  RHO—DR
Control (%) 42.33+2.86 26.91+2.95 29.89+1.84 0.87+0.57
Slc26a2 KD (%)  2.11+0.38* 88.81+0.90* 8.90+1.20* 0.17+0.06
N=3, * P<0.01
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E%  WH7RA—UR #MT7ARM—UR  RHO—UR
Rapamycin— (%) 29.62+3.18 59.00+3.71 11.31£1.90 0.07+0.02
Rapamycin + (%) 45.91%3,31* 39.24+2.37* 14.61+£2.27 0.24+0.14

N=3, * P<0.01
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