\SGLLEX]

HHHHHHHH
MODEL ORGANISMS

BAER, XRA/NEHEBL

EEEYBEHANHIF-1a ZEMEERERR (HIF-10-CKO) /MNBER, ofEFHRHIF-1a B9EIBINEE. HIF-1a EEMEX
FERBERENFIRAT AR, #H{E, HIF-To REEEEREBRNE —ES2HIFEXEERRINEERR,

WMELMEEITORA7H, ENREZASEWBEESH-M/RESH, 2019FEN/REBZFEEZRETF
B EE-G.ELMF (William G. Kaelin, jr.) . BB )-HERRXBL (Sir Peter ). Ratcliffe) FIEE
}&-L-Ei13L (Gregg L. Semenza) , DUEREZM(IEABES RIS ENFAR.

THE NOBEL PRIZE
IN PHYSIOLO VO&!\AEDIQNEZO]‘?

William G.  Sir Pe’rer J. Gregg L.
Kaelin Jr. Ratcliffe Semenza

“for their discoveries of how cells sense
and adapt to oxygen availability”

THE NOBEL ASSEMBLY AT KAROLINSEA INSTITUTET

Figl. 201 9FHEMREBZHEFZRREA, BRKFENREEN

SRR ENANEAEERERAFESEF (HIF) (MMEERHF. HFEBRRR_RK, HHIF-1a (XS
BRNED) REERZHEZEMEF (ARNT, 5E82xXX) NEEFYAR, EPHIF-1a 2FTHIF
FREERNAIXERF, MMNEGENEAMBIENTETARSNOURNHENKEES=NTL,

EEmAEREMRR BN ERA D www.modelorg.com 400-728-0660 1/5



\SGLEX
Iwhmmmx

AREBRHA?

BEASHT, HF-la B MEEMNSSEAERE, REREERML, WHvon Hippel-Lindau (VHL)
BEBIRAIHIF-1a HAER—INEEH, BEEIZR-EAWERKE, MEREEHMT, AKRHIF-1a &
EUNEAHZR-EAMERREME, RLREEEMNHIF-1a TEAMEZ D, SARNTHERHESE
REBZEERNSSEDNAFS L, NTEHENERER.

. WEBEZLE BB IR
0 3 > (ﬁ?}z’}’
@ - D -G

R

Fig2. RMBEREE, BERRRENREERN

HMERRAARESREFARNBTERANRE, STIMNEFEEXER. HIF-1a fEAEEENR
EMEEIRPETENRNEY, EEFFERETITSSREAXNER. B, E88E70MEE
BAREAHIF- 1o NERERR, XEERETEPRMEMEER. REENERT . BTHESSENAMU
RARIESREFSEMFINGE,

LEmABREYMRRRHERASE www.modelorg.com 400-728-0660 2/5



\SGLLEX]

HHHHHHHH
MODEL ORGANISMS

m—g Target genes |

4/;/ l \\A ﬁf*’f’?? g

# —
-~ ™ 'a oy
(e )e) (S
Angiogenesis & O, supply | |Sterness!/Self-renawal Proliferation EMT Illelaalaaia & Invasion
ADM GP1 ADM PGM CO73 REDDA D2 TGFA, ANMF LOX
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
FECH TF GADD4EA PPS GPX3
FLKA VEGF P4HAT MCLT (anb-apopiotic) HAOD X1
FLT1 NPM (anti-apoplotic ) 5002

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
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REERHIF-1aAIEONBREREIRET™E, MRNADHEREREFKFEEST, I, BREHT, SR
BARTregs LIRS R4, ULERRPHIF-1a EBESEETregsATHEXRETEETEE/EH.,

SEMENREEZFFEZRRFENAEUMLN, BRTESPEREENAENNE, XFEIURREF
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RENBEEFTFRAFTEENARR.
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