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# §.2% % B F (Hypoxia inducible factor, :AF ff§#% HIF-1) - #%=4| Hypoxia
responsive element &) transcription &% > EMFBII A o F o (T4 o K A AR
Baeh it EHE ATP RBERGHRE - MBLERE  BABZF AR
PRASGER - TETRAOARR > RERHE A — BT U 4o HIF-1 &
AR RBZRYRERFERESH K - TROB S MALEFR —LrEHY
3 HIF-1 £ ey 84 - B AR T 960 HE R > o RAFFEIT AN 18 ERE
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BER AKTRGOARARI G ARBEYH - M LB A BRRKGE
F RARHNERREZLEARAR S @ FRE|ETRRGTE) - KM > gk
SRER  BAREKTROEGHETBRAIS LY - LEHB TR GET @
BEATAL RAE BT ARBARARE ARG ERTA ARAS
BT PR B AT ) LRI ARG AT - 12 R E—BReE R X —RIBE ARG H
Mo RAARBR SRR ABEER 5 —AIRES LA B adtiE Sk %
BRALBFREBAMGP S  NERLHERNERVERELR AGTE - K0
BEEFDOFE LR LR X UHYRATRAER R F RS Bh T
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# 8.% % B F (Hypoxia inducible factor, tA T f§#% HIF-1) T4 B4 :4keh
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HIF-2a & HIF-3a » B E4L44k HIF-1 8 2, aryl hydrocarbon nuclear receptor
(ARNT)-HIF-1 4 Re9H A2 T RE5H WK AR MEHRGHE LT
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