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55 1 B R , T b A AL 4 23 A TR 2K 1 SHH
BOfA, 5 B 85 11 32 1k PTCH A1 SMO, DL J T Wi i 5%
K+ GLI 8 1, SHH {553 [ 5 W B & B f ok
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AT SOX2 2 A/ o 5 0 F T H A ify 7 7 =X
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Z2 IKREVE AN TMZ 156G FH 28 BURS S /) B A A7 B
)2 R AT, A BFFEUESE , SOX2 & — il e g
AP, SOX2 7 Jist Jow e 4l i vh A7 =F & S s e 1k
[y 5 S IR % SOX2 fy HLA-A #0201 [
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miRNA429 m[ i GBM 355 1T %% Fl iR 22 £ AL, Jf
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