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R A X USHECEIRE e BUGHSESHI - 4 12 85004 — 27 (O L 2 05 Z L Al L=
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miNA FBBLRGES KOV Lo 37 oI S oy, HIF-1 2% WIP-1 (il = {Em+ 25 = L e hicieoitn, —od
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iy N EH SR M (ne=5) 45 2 OMSMAEAE b St BEHZ R
HESFEARR (=) OV 'L | TR 35 K UMk
FHC L DRBUR A SR B kIR T, —
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FEAEHH ARHESING T RO 725 72 ([416)

D. £ R
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A pfERE, AROEREN Z L 5 EEERERORM A
FhLELT I LMo TSR, 3, HIF-1IL
HIF-la SHIFF-I B OH 7=y b bR EN D~
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RIRIZ L » THESEAE L, FAMARENZ,
AlEl, &t invitro Te & B NGBRHE e &
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{Z Chemi-Lumi One (Fh 7147 A2) &H
l-"ta 5-8)

4) RNA Fikik
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O—BER T D, 1974 FRDIZ, ROl T E
ETRRSN Y LM FOF R -1iFE
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WA,

~%. FGF Lt 7 #—(FCFR)iL, v/ a7
ARy, BEGERS, £ L THIREAO T o
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PPN C FCFR-1 FLAM, -, M. B2R, B, Lo,
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