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The relatimship between miR-200c¢ and the progression of tumor
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FEH T 3( NTF3 )W AEBGE TekB 2!, BEMT 8% NTF3
/2 miR-200c AYWETFERE 5. Howe %5 i 58 %
i, TNBC 4t |34 TrkB F1 NTF3 (1) 335 fietg 1
SR UE TP, 0 H & Bl NF-kB REAE 2 f TekB AN
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