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tor, IGF-1) 445 F] T HSC i 4k .14 58 1) 20 Jfs (R F 5 Wik 45 T 400 i
INFE L B Ak 1 41 3 4 it A % il B B i PDGF L TGF-B1 %,
X HSC &6 38 588 R Bk RAE I 2 R 4 s B 5 i J5
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TS 15 T (signal transducer and activator of transcription,
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