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inducible factor —1,HIF - 1) , 7 TGF - B FL[EI 17710
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PAVETS TME H 8 5 S0, HG 3 22 T S e 05 PR )
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27" Tanoue %5 HE /N 4G 1 1 i B AL AL oh %
SE 11 415 PD -1 BTiR T AR A GBI B JF B
X BEUIN AR E AR SC 5 W 98 1 K AR AR RR AR, Pt —
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