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AMGPT1 HIMOX1 EDN1 0OCT4 CTGF RORe4 ShiA VM ANGPTL4 LOXL2
AMGPT2 LEP EFO TERT ENG STK1S ShAZ ZEB1 CTSC LOXLA
AMP NOS2 GPI TGFa IGFEP3 TERT TCF3 ZEB2 CHCL12 MNP 127914
BRCP NOS3 Dz VEGF ImF TGFE3 CHCR4 PLALIR
CP NOX2 IGF2 NET WT1 Apoplosis L1CAM sTC2
CHCL12 PDGFR MNE4A1 BHIP3/EL LGALST TWIST1
EDN1 PGF Other NORG
EPO SERPINE1 ANKRD3T WOXA [Riﬂo: Homw ostagis
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Fig3. HIFIESXRXNEHERE, BHEXIE: Dengler, V.L.,, M. Galbraith, and J.M. Espinosa,
Transcriptional regulation by hypoxia inducible factors. Crit Rev Biochem Mol Biol, 2014. 49(1): p.
1-15.
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BREMEMEFRNSERKBE—RIEKEF. EUHFRIESESERNEEMERBERE, £TEABT
BRPEEBEMRENRS, Shao"SHRENINERDERARKEREBEMKERBHIF-1a, BURAR
WHIF-1a EBAEETMENERRERZENG . FRLI: EERRMEKFEREFRHIF-1Ta (Dermol-
Cre, HIF-1a"¥") &, E13.5XEPO(FE/NR)/NEBRNBRAKREB/N, KBRE., ERBHMEKTER
BRHIF-1a (OC-Cre, HIF-1a™") &, BREARBARSRYBRAMELREL, FETRRERE, S
2R, BEARBALBEEFIE, UEFRERVMSEILRUHIF-1a A0H, BREEBRNIHNEY
FERETHESR.
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REERHIF-1aAIEONBREREIRET™E, MRNADHEREREFKFEEST, I, BREHT, SR
BARTregs LIRS R4, ULERRPHIF-1a EBESEETregsATHEXRETEETEE/EH.,

SEMENREEZFFEZRRFENAEUMLN, BRTESPEREENAENNE, XFEIURREF
EREPRRRERE —REFRE, AUBIN, XTHFERNARER—MEKNERE, TSHHVER
RENBEEFTFRAFTEENARR.

MEEYMBEFHANHIF-1a FEEEERER (HIF-1a-CKO) /NEER, tTHTFHRHIF-Ta BIAIEI
gE. HIF-1a EEEXNEFLENFHRET AR, HE, HIF-1a REHEESRNMNE—ESRHIFAXIE
BHRARPHNEEEE.
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