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Hypoxia up-regulates HIF-1 o expression through RhoA activation in
trophoblast cells

(HMEMBROEBETICHITHIESFE GTP#£ESEA Rho 4 L= HIF-1
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BB T 2MEMIRITTERBRESEBEINS T TEBRREBCH D, —RICHIE., EEFARIIHLT
xR TR 7R RAGHAB 2 L T8 Y | 2 0—78, (KESK T CHE SN EE T hypoxia inducible factor (HIF)
lazffLicZNVa—A b7 2R—%— (GLUT1) ROENEMIEMEE Y (VEGF) R EORBETH D, IR
B0 ABE) 72 IRARHERE ORINZIL, MEMRIZEIT 2 2N b OBEBOMIANRARRI R THIN, EKBETICBITIHT
VAUV TR E 72+ 3ic 2 Sh Ty,

—J. BoFEIKS & GTP A& B Rho 1MEBEARMIC LY ZORE - FHESHEEINI D L B8HLN 2o T
&, L L, EBFBREOKEMIL T, Rho DFBLSABLOEERORESEZ > TWE0ED, O£
MERICE L TIIREALNITR > THRY,

F T, AR TR, HEMRRIC R B EEEE T T Rho OREFEFM. B L HIF-1o OREIHIMEICHIT S Rho
DOEGIZOWTHRE L, &561Z, ff*ﬁ%?’f‘ﬂmﬂl:ﬁb‘f\ {KBAE T T GLUT1 ®° VEGF O %1281+ 5 Rho. HIF-1
a DEEIZOWTHENT 21T - 72,

[Fite & I Ak

BEORIEZ/ THRR L ER AR EER b 0B E Lo iads T e MEERE BeWo Miflaz vz, Z
B OHIKIZ BV TIEEER F T, BERT HIF- 1o A E SN2, RhoA R ORBFAMICEE L TWE0E 5
et 570, £7 RhoA mRNA B L OERRREZ R L EBRET TEOME5E% 7=, 72, RhoA activation
assay |2 & V| {EEER T CIXIEMEEL RhoA AN L T\ 5 Z & 258 L7, KIC dominant negative RhoA cDNA %
BETEAL, HIF-1a %3HE% RT-PCR 5, Western blot 55 TRl L7z & Z 5, dominant negative RhoA # A#%
TIHEEEE T T HIF-1 o BREEIINIEH X7z, W2 constitutively active RhoA cDNA D& A TliX, 20%8EET
WZBWTH HIF-1o BHREITHEM U2, I HITHEMIA TIEM/L S 7z RhoA 3, HIF-1« OIEHEE T GLUTL
BLU VEGF OEBRAEHICAEL TWE0E D 12 RETT 5729, constitutively active RhoA EEFEEAL
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GLUT1 B XU VEGF OEBARBHBEZRELL L Z A, TAOLOREEDEMET Dz, Lo T, MEMRIZEBNT
HIEEE#E T T RhoA DO RHMMF L OVEMEILA S & # Z Sh, £hiZ L > THIF-1a & 2 DEMNEETFENIFHE S
nDH I ERREI NI,

Wiz, BEEREF HIF-1a 1l X 2&EE T CTO GLUT1 OFEBEFEHICOVWT I HILRET L, GLUT1 re—F—
DT HIZ luciferase BETFEHT D LA—F —~_I ¥ —5BETFEAL luciferase assay #1To72 & 25, EKERT
T GLUT1 &=E{EHED LR %23 D i, S 512, O deletion mutant % AV 7= luciferase assay #1777, EERA
EALn 5 —3.2/—38.0 kb OFEFHD 398-402 FH D7 I /&A% CGTG 76 ATAT IZEE iz 5 L KEERIIxHT 5
BEENEO LR E2RDRL Role, £, HIF-1oa BB~ ¥ —2BEFEAL, 20%8%F T To GLUT1 Vot —
2 —iEM % luciferase assay TR L7 L = A, wild type TiiEM EH %D 7228, Bk mutant type TIZR®
Rpote, ORIV MEMBRTIHEBRRET CHIF-1a 35 E S, GLUTL 7’ —2 —0OBERLMIZHES L.
GLUT1 OREBISEMT 2 Z AR INz, X512, GLUT1 BEBEME 7N o — REEHEEEO BB 2 T~ 5720,
[ 3H]2-deoxyglucose & AWV TIEREER T TO /N a— ARV ALBOEE#BE L (EKBRFRETZOFERBMNER
Wi,

(4]
MEMARIZI\ T, (KB T Tid RhoA OREMME L OVEMAREZ Y BERTF HIF-1o & ZOENEET
(GLUT1. VEGF) OZBEME /2032 L, £ L TINOMEERERARITS T2 RERBICFS LT\ 2 Wietk
PRI ST, _ ‘

BRXEBEEORROEE

MR % AT D MEMMII FEBERSRE SN 5 £ CEERIREBICH S, REFAMIIHTHREEEL LT,
85K+ hypoxia inducible factor (HIF) -1a %/t L7z, YV a—R T AF—%— (GLUT1) "?’ﬁﬂ%?‘?ﬁ?ﬁﬂiﬂ@
IR (VEGF) 22 EORBERMLNTWA, AL TIX, ZhETEL LTT 7 F U AREROERECHRD
BEEZONIELRFELTHENTEESTFE GTP 4 EH RhoA 23, MEMIZIZEW TEBEET TEMEE
DWHIF1e2FE 7225200 TCHE L, 3510, ZoEMIEN7 RhoA 23 GLUT1 X° VEGF O Hi#
mb, blebdIla@E Lz, Thbid, EKEBRAMNICHTIMEMBOERNZRERED. Fi-oFL L
TORGTHERBEMNT L2 b O TH D, ABFEIL, RGO AR 2 B ORAD—B L 25 LD TH D,
FROBREIETEHDLED B,
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