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— MRSz (K2 B). © A b 2SDNA LICE
BEE3hrsu~vFAbEnz79 A FTlE, HAT 7
v AIZBWVT Sox9 & p30025 L b ITHEIET 55T
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(A, B) SWI3s3#ilgx WV 7zvs 727 —ET vt 4. Sox9 £ FIZ, Smad3 & iHFMALE TGF- 8 receptor I [TBR-I (TD)] 12 &

DU SRR & G 7.
7z, *p<0.05 (Mann-Whitney U-test).
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