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Research progress in effects of hypoxia-inducible factors on cell
migration and invasion during epithelial-mesenchymal

transition in glioma cells
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(1. Department of Blood Transfusion, Second Hospital, Jilin University, Changchun 130041, China;
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ABSTRACT Epithelial-mesenchymal transition (EMT) is a critical process in the development of various
cancers, including glioma. In glioma cells, the activation of hypoxia-inducible factors (HIFs) can influence
the occurrence of EMT, promoting cell migration and invasion. This review aims to explore the role of
HIF in the EMT process of glioma cells, focusing on its impact on cell migration and invasion, including
regulation of angiogenesis, metabolic reprogramming, glycolysis, and the immune system in the tumor
microenvironment. Additionally, this review summarizes the role of HIF in EMT-related signaling
pathways, such as Wnt/B-catenin (B-catenin) , Notch, and transforming growth factor-g (TGF-B), and
provides new insights and directions for further understanding the mechanisms of HIF in the EMT process

of glioma cells.
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228 JG2 5 968 SR v MK A 28 R G v B L Y iR 2K
B2 —, AR RREMLTRE LR,
I T2 240 M 3T B AR 28 R I O U R R T G B PR T
im b B - [\ it % fk  (epithelial-mesenchymal
transition, EMT) J&Z 5 iy i Je (1) 5 2 40 g i
Fio TEEMT s b, b 40 i ey b 5 40 5% 1k
A 32 Bl 1 [ FE AR T, 5 R 0 e A A D) Ok
B, HArc MA 24 FE5EKS 5 EMT 1
P, X B IR AR VR R DASE I EMT /Y & A
FoERE o BP9 i FF 85 (tumor microenvironment,
TME) £k € Mg R 220 B A E2EH . #t
e B TME B AR SRR IEZ —, Bk e fe iF
PR 42 28 L B RS RIS A i R R R Gk
S AT 38 o 3 b sk 4% 2 7 (hypoxia-inducible
factor, HIF) fi&#F Z Fh i 988 4H f (Y 18 3% A= 28
6 A B9 HIF a] DL ik 22 B #3855 b g8 40 i 1Y
EMT i #2 . EMT © 3% i Bk e 50 968 4 Jf AF 55 178 4
R, M HIF B CRMRIE A4 B NIMFSE
) R X HIF 76 ¢ 5798 40 il EMUT 2o A% v X 400 ffd 5 7%
AR ZE W E AT 4, AR SCAE & % HIF 5 5
JUE 5T 968 A M % 2B EMIT o #% v () W e AL ) i A7 25
R, DR B o L, S IR R U R R
ST RS SR B, A B TR A B S SR 1Y K R
222 ML, IR TF B TR T SR i I 1] 24 ) 4 it
R

1 EMT X4 i 539 28 AL i 7% #0142 22 B9 #2 1

EMT J& — Fi 5 3% P i g 42 28 1 25 U0 AH ¢ i 2o
B, 2 bR 40 M ok 5% A Sy B TH] AR BT R AR Y A
L, S AR R R A AR R AN B AR EEL Y o AR
DT il 7 240 6 ] 79 266 6 O 34 o 248 B 50 % 19 FT BB o
R T, EMT o S804l B 8 el ds, {1
NS HE S Y b B A 5 71 Ay AT Y TR] 5T R A
AT ol 240 AR A5 B 47 i B A BB ) o EMIT 516 41 g
) 5 B 2 7 ik i A2 4k, 4G N IR 52 e b B 4 i
[F1) 285 B 0 435 7 R b 9 A 5 0 G TR] U T 4 0 4
T, A5 R T 20 M 3t O A B R) R A B 0, R
M MEMER. EFEMTE/RY, bRMEE
H (epithelial cadherin, E-cadherin) Tjj#g K it 2k J&
KHEL B, M 2 5 sk Al KL ] E-cadherin (9
Fak . EZEU TR, E-cadherin Y F A AEH

Epithelial-mesenchymal transition; Cell migration;

RER 3k 7, T BB A0 R A EMT B
BRI TR A0 A EMT i £ ] iy £ R 4 i R
filh A, W KK F (epidermal growth factor,
EGF) . ¥tk 4 K W + B (transforming growth
factor-B, TGF-B) . HF4iMd /K [ ¥ (hepatocyte
HGF) i /s #i 98 1 2 K
(platelet-derived growth factor, PDGF) 4§ %,

1.1 Wnt/B-# 2% & (Wnt/B-catenin) 1z 5 @ %

Wnt/B-catenin {5 5 8 % 78 £ Fp s i b & 45 &
BAERT, LG IR BTUR . 1% 8% Y 0 5 B B-catenin
TEA M BT R, IRk R 3 EMT AHOC R, {2
HE TR A M ) RS MR 28 . ZHANG 5 W F sk
B . Wnt-C59 &L G | B2 1A 5 (leucine-rich
repeat G protein coupled receptor 5, LGR5) il i
& AN H0] Wnt/R-catenin i 1%, I8 2D B Jgg i B AR
22, BHWTEMT, 0 /i N I A7 5 b 3% A 9 A 1<
TR SRR AN BRI . AR B TR S
& JB& 7% M S 3 7% ) 1 (signal transducer and
activator of transcription 1, STAT1) 7R Y
YERT, e ) 2 70 40 M 1 58 3 #% A0 0 T 7 T Y R
Mo STATLH R U8 A LU EMT DT B AR 5 5T
o A0 AR 22k, W Wne B8l R 1 AT DLAG T
STATL T i 5 &2 g il 7 4T, DA AT LAOWE 22 2]
Wnt/B-catenin 7£ ¥k 55 i 5088 4= 28 PE b i fE
A A R R W .l BEAR STATL AT DL i
Wnt/B-catenin 7 5 il B A 5 09 EMT, Hl 55 I 5294
AR R 28 . CHIAE W #F58 W . 3l 98 4 40 it
JE T . 40 B i B Il Wnt/R-catenin {5 518 3 5 i 4%
AL 300 ) SR A AR A B LIU S Y RS R B
TIPE2 i & K 38 o 7 il 5 50155 5 19 Wt/ B-catenin 7
5 O T EMT 2 B, R 40 b 22 5 A
i B 4 o
1.2 TGF-B#5@%

TGF-B A EMT i 551 . TGF-p45 4 3|
2010 3 18 52 UK L O Smad {5 5% FaE K, R
#EZAEMT R 0y KR35, 02 i I 519 4
JiL 3% Ak hy ) S 4 B S A BRSO . AN Y
53 CD146 58] 78 B 5% 4k A ¢, CD146 7E TGF-
Ab B U-87TMG 40 il i Rk 3, GG16 48 g
CD146/GFP By 5 o i F k3G om 7 M su pr & AL, i
M2 2F 40 M i 28 o H 4l B SR AL i IR 2 (molecule

growth factor,
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interacting with Casl.2, MICALZ2) J&45 Casl #i &
ER A TEAZREMR A Z—, A RER
20 M T A% R B AL S 22 R AR W) o R R R 4R EAE
o fER R, MICAL2 5 TGFRI A 548 A
A AEF 2 TGF-B15 538 B 0930 . IF 422 p-Smad2
BB IR fb o WS TGF-B/p-Smad2 {5 538 i 7 L%
SEMT R/ ", HOXC6 & — RN T, &
T HOX SN ZE I B A 2 — , JLAE IR IR % 7 A4l
LU A AR E AR, IR A 2 A R bl aR
B S R 2R AA AT g . HOXCG6 3 i i % TGE-
B/Smad 5 5 il BEAE BE EMT, 78 i 588 40 g 1= 28 v
KR IEAE .

1.3 & &% KB F %4 (epidermal growth factor
receptor, EGFR)1% % @ %

EGFR 2 & FUR i BE R Ik — R E 2N 1
EGFR 132 B30 vl LB 240 T ilffE S i g, £
55 W i It UL 3 9t/ 25 H % B (phosphoinositide
3-kinase/protein kinase B, PI3K/AKT) HiI%2 % 5
6 AL B BOE /40 i A E S 0 T PR (mitogen-
activated protein kinase/extracellular signal-regulated
kinase, MAPK/ERK) , bk 5 5 i B 75 fie o
EMT i & & 45 5 2 AE H . EGFR AR 5 i # i n]
DA S i 506 200 P ) e S TR 7, IR S e S
T S 05 A F 3 (signal transducer and activator of
transcription 3, STAT3) FII AMP & b oo {445 &
# H (cAMP response element-binding protein,
CREB) , M § i i 7% F1 4= 28 A1 5C 1Y 5L P 3k o
GAO% "W WL R . TEMC R ML & b, BK S 8
M #8 R % [ 3C (kinesin family member 3C,
KIF3C) Wyt Ra et 74 sg s . T Miz2E,
I 900 60 240 B 0 T Y A o il KTF3C 19 390 3R D) 6 5
TR . 1 F ik M KIF3C i8 38 fin T N-cadherin
Vimentin, Snail 1 Slug % EMT fr & ¥R ik, ¥
— e dt T EMT i #2 . 7E WL J7 i, KIF3C (1
FIRH N T PISK A8 R ik AKT  (phosphorylated-
AKT, p-AKT) MAEMMfEsE T EMT i, L
& SN AT 3E S KTF3C B9 3 5 AKT B4 40 il of %
fe, F W KIF3C ] g i i #00% PISK/AKT & 42k
AR E 5 R AN M Y MG 5E L AT RS A4S, A 40
T
1.4 Notch{z 5@ %

TE 2 i 1 Noteh {5 5 38 % B 5 EMT 17 1E %
Bk o Notch {5 5 B i J5 . 18 i %% s Al 5~ Snail Fl

Slug YA 45, A 2F e B Ja 40 i i) EMT Jf 3 o {2 7%
REJT o BRAEHE MBS A9+ 1 (zinc finger
antisense 1, ZFASL) & —Fl# & 90 B9 K 4 JE 4 115
RNA, 78 NEFL MR b R8T W, B A s 3
Wy mfEH. g mmAas b, &KFr
ZEAST 33515 W6 409 i g oo 00 R0 48 22 1 8 AR A A
TEKHE . GAOSE ™ BEFERM . Mkl ZFAST A] ]
A b 28 R T R AN M Y 3 A L GRS R 2R EE T .
ZEAST @R, R 40 i) EMT Al Noteh {5
AW R TS, R ZFAST TR B R ) 3 R v i it
i85 EMT #il Notch {5 5 38 % & #5 b 983 42 2 1 1] .
W ™ & H 3 (epithelial membrane protein 3,
EPN3) R IKTE 2 15 (1 5 BE 40 f =5 24 41 21 rp a]
UL, MTEIE# A2 b A ik . WANG % 1 biF
UKW . EPN3 WYyt ik fe gk 1 i o I8 40 i Y 1T B8
2% . EPN3 1Yk 35 78 e 5988 vh al i 3l ik 3 45
5N T Slug, Twist Al ZEB1 Y 2 1K ¢ 1 35 41 iy
W E# M f22%, I Al fig ¥ & Notch il Wnt/g-catenin
ERegil S

1.5 Rfbiz5E%

Hedgehog i B 76 MG & & . T 48 it 53587 4
SRS hREZEN, Hrh GLIF RN F e
S AN & A EMT ™. TNF-o/NF-kB {5 5 i ##
FERAE | 20 RS A5 g 1k e v K4 A, TNF -
ik A E-cadherin I 0% BT 4 8 R A8 9
(matrix metalloproteinase 9, MMP9) , f¢ #t 5
EMT #M G & £ R . REMERE . A LR
TH % E B TR 0 M EMT AR R g >, R
H— T . ZHANG %5 ™ R 58 BoR . & A&
R s MR M 2 (Src homology 2-containing protein
tyrosine phosphatase-2, SHP-2) f£{# # PDGFA/
PDGFRa {5 5l ¥ 3K 3l 19 AN ZE IS EMT il 5
KEHEAEH, SHP-2# o M WwWHrds 4 5 &E a1 (E-
box-binding zinc finger protein 1, ZEB1) - miR-200
IR, S5KRBEMNEMT., 4T . MR
ZE M B T 40 (glioma stem cell, GSC) {4
KA. W EMT % & [ 7 ZEB1 &£ PDGFA/
PDGFRa {55 #§ A 5 B B B EMT 7E R 22
ST Sy R

TERE B RE R A: K ed #vh, Z2A44r 1 RS il
P25 EMT B 45, X 2615 5 58 P& JF A # ol S A
AT EMT, Wz TGF-RHI#)5, Wnti i nl
B Smad 38 H ¥ . Notch i %t 1] 3 1J Smad & &
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P8 EMT i TGF-Rl B, 3% 26 38 % 1 M1 A
H L EEMT o 8 & 48 W W] &k, 3 (W] 52 ) 25
ANEMT i fE o WARFSE L3R4 7 RIS 5 3 1 T
REMAHB G ER, A BT 48 % BB i R L, JF
Ry I R A o G IO R TR T SR e B A B K R

LV 258 2 B . KRS H BRI Y IR Eriodictyol
AT LA ) g S 96 4 M ) BE BE O A S A R T, )
it 3 R PISK/AKT/NF-kB ik 42 % $ il 40 j /9
i B M2 7% . Eriodictyol # & #l #il EMT 45 & ¥
N-cadherin 1 E-cadherin ) & 15 M\ 11 #00 fl B 5t
A172 U7 MG 4l s & 1Y i Fl 12 28, Eriodictyol
Al fig il g F M P38 MAPK/HE JE & i # i 38
(glycogen synthase kinase 38, GSK-3p) /ZEB1 1§
538 Ok KA AN E A . CHEN % ™ B9 R
ik Kz 32 A AR A1 AR P S 9 S e T R A i B 3 T
I IS4 o A0 B 00 S RS R 2R RE T o i ZR AT R
i i GSK-38/B-catenin/ ZEB1 {5 5 1% W 3 42 4 13t
HEMT FEH FERT R AL, FEALEMT A OCHR & ¥ 1)
&R KT DI 00 ) Jig S5 08 A0 R A A RS AR 2 . Lk
R IR A e 2R AE IR ST R R B T AE 2 W BRI T4
%, [ABf 48 7R GSK-3p/B-catenin/ZEB1 {5 515 %
BRERFRE P EEN ., B KW &
K 1 2 B bR AT LA T R R E R R TS .
YANG % 2 fE R 5T il AF 38469, HAE S — b
1A A= 49 R ) P ) 258 b4 ot 550 B S o] e o e
20 M A R 2R A8 O, AR Y o 5 A 0 o e o
AR EMT o f ok s, i — 2B = &
. RE T GSK-3B/B-catenin/ Twist 5 5 & &
ARSI R 0 EMUT B 1) 78 5 4k, I 42 k40
JL A 22 RE T o
2 HIF X BB 4 T B iR R i i

HIF 1 HLH (Helix-Loop-Helix) I il PAS
(Per-ARNT-SIM) 8 9 2 A4~ 3 2 45 4 3 41 A% .
HLH A T N AR, 417 HIF K% 1) DNA 454 5
FACHRE - - 12 i€ (basic helix-loop-helix, bHLH)
2 5 W2 5% 3 (Leucine residue, Leu) & % MK
B, HIF A4 HIF-1, HIF-2 #1 HIF-3 3Fh A, 7E
g B, HIF-180A 2 i FE MW AL, Jf A
P S 8 2 B 78 i A A RN gk R vy A OG
At

HIF-1 /2 o Al B S  1 5 R — R AR A,
FEBRE ST R EZAEN . HIF-1a W5 A £ H
AT SR, M AEBE ST, HIF-la

e ML gm0, AR B R B AR B A
HIF-la W R AL TR B A0 M0 A% , 5 B AL A &
Y, T LN RE % s R ¥, I3 i 5 Bl 4 s
JofF (hypoxia-response element, HRE) %54& K15
LA LR AN A A= . IR R ZR AR DGR I 1Y
Feak AR AR R G A K R W AE TS . HIF-1a
Tl S8 A5 AT AR B 3 08 9 A 2 I e o B R 28 1Y)
SRR A T

HIF- 1o K H ) 35 A 55 i 96 o5 2453 9% . Jib
T AT T 25 A O, LRIk i 3 A LS 4%
26 AERETUR A IR Y IE RS MR 2 B, HIF-la
K& EEAE M . HIF-la 7] 5 Wnt/p -catenin,
Hedgehog fl NF-kB & % 5 5 3l i AH T AR, i
— D MR [ B 0 R FIE T D RE AT S e G B R
1) A

HIF- Lo 78§k 58 45 AF T A S 15 20 2 2 4 1 34
7, a2 B H RO o B ] LU S 0
PI3K/AKT/mTOR i& 42 Jf #ff 3 US7 41l jfd Y iE 5
PR SR . HIF-1o ¥ 3 35 7T DL PISK/Akt/
mTOR AR F M H . Wl T HIF-1a 9%
ik, Al LL G B B &4 E-cadherin A1 Y% & A
(vimentin) FYAH KL PR IK B2 00, DA T 410 1 a5k 4
W 1 M SR A0 AT RS RN iR % Y. HIF-1o 0] LA
2 A4 K I F 52 4K p75  (neurotrophin receptor
p75, PTSNTR) KKk, 47 5 i B C6 4
ML R e R AR 2R ) . [BF, p75NTR A &
n] LLJR Y HIF 8 Rk, X ik 480385 5 19 I B e
T, ERARELSRELETE Y,
2.1 HIF 5B o % £ % 49 % R

HIF 38 o 52 Wi L A A8, 8 8 Jo e 40 5 4% A
8w A —EmMAEH o BEHOE 19 HIF-1o 0] DL 42
e B 5T 9 A M b A N B AR K ¥ (vascular
endothelial growth factor, VEGF) F13 i 4 )& & M
i (matrix metalloproteinases, MMPs) 2§ #f 5 F&
L 3k, DT 30 5 20 B G B8 L =2 28 RN I A AR
B M VEGFE 76 o 4il i rp b i 63k, &%
Ry LA PR R AR M, TR Y S R I A B
T o A B A A2 6% B SRR B SRR, A
i 96 0 L Y 1L B o AEBRECIRAS TR, HIF-1aif AT LA
4 PDGF . Jif & # 4 K W ¥ (placental growth
factor, PIGF). I % s & (angiopoietin, Ang)-1
T Ang-2 25 JUA AR i 5 25 18 PR LL R kg 210 20 L 2
& (erythropoietin, EPO) Fljk & RZ A K KT 2

&)
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(insulinlike growth factor-2, 1GF2) [ 3k i1 &
555 ZR W i A8 AR st B, DA A2 4 e R 240 Y 1) 3
iRZE.
2.2 HIFBRB@AERBEREZNG YA

HIF 78 6 48 5% 1 T A A 8 4 F2 . HIF 7R 5k
SR AT T ok R A S R 1R AU R AR T O B R ]
ik, =59 5T A A A QI g R A A K
HIF-1 i i | & SRz fk 18 A (amino acid
transporter 1 protein, SLC7A5) F143 37 5 A KL R 5%
2l 1 (branched-chain aminotransferase 1, BCAT1)
MR, S5 PR SR SR IR A Y i g 7 D) S
SRS A T I O R A B i AR K T HITF 3R AT D 7E Gk
SRR BRSSO g b R
20 B 1 5 BT R A0 AR . ZHANG 4§ 1Y BEgE K
B fEERE ST, HIF-2 A DA E B0 A 2 RN
Ml iR %% % i 2 (glutamate pyruvate transaminase 2,
GPT2) W#%s% . GPT2JE — R 5 13 AH 5 1Y il ,
Z 5 R EREA R o- T R . EHASENT,
HIF-2 5 GPT2 3 N i HRE 454, Ji 8 GPT27E %
JoURE A0 L vh e S, AT GPT2 114 3% ik sl 2 g ) 42 Jie
J5 968 24 A 1 435 R s R g A
2.3 HIF %} Jc Ji 78 o B 48 B 09 % vy

ff S 5 I JBT R %) MR TR A 4 R A AR D) OCBR
HIF-la 783X — i 72 P i 3 G E T . WANG %
F 78 % B . Ral # B AEH]H A 76 (Ral-interacting
protein 76, RLIP76) 7£ 2 B % o i 95 40 45 Jig o3 92
e RIL . RLIP76 2 —F A B S50 T, AL
FE SRR ST A2 A R 5T R 200 L P R A . AR R
i RLIP76 %% A S HIF-1a (957 845 , 0 4 98 95
HIF-Ta BYFSE P, 3958 5 22 09 HIF-1o #0385 H FLIR
i & A (lactate dehydrogenase A, LDHA) F1%i
EiMi iz A 1A (glucose transporter-1, GLUT1)
M3k . RLIP76 438 58 AE FI X 742 32 14 P e Jo 9
KEZXREE, IR T RLIPT6 765 T ok 4y
W I i ) LR <
2.4 HIFXNERBHRIFRFLE RGN YA

HIF A DL o 98 5 )il 988 ok 20 55 b 00 4 2 4 i
[ g A5G B AT Af (tumor-associated macrophages,
TAM) ] KF s R5% . ZHANG % " 5k
B BT TAM B M2 R g AR, M2 g
240 6L P £ BN ) R R V5 A iR A e L AT T 244 LA
KA b i 557 I R R E mEAR . B, SRR
PFF B M2 BRI AR S VEGF 953 M AF AR % D) ¢

B BT A4 AR T R R M2 4
il S IR L b i AR5 R R HIF-2a 1 22 35 £ 3
M1 g 248 e 1] M2 A A i 5 A2 . M2 I 248 i el LA
3 1 G PISK/ Akt/Nrf2 i % > £2 1 i S5 778 40 Mg 1%
AR EMT o #2 DL K 48 & XA T7 25 9 TMZ | i
2tk ik, M2 E W4 8 A] 38 i 4 W VEGE 3k
PR E A A B . M2 B 4T Y VEGFE 5 1 8 8 2
A VEGFRA BAENT, ek 48 A4 8, Mk
— AR HE iR A A K A R o HIF 38 AT L3 2 98
SRR T (A0 PD-L1) 4 2% 35 8 U6 55 4 2 40 il
PIARGIVER, TE Ry i I 52, $5t o i 9 %o £ 928
TR I 37 1

AR 5T 45 R i — 2 i HIF 78 Sl 250 T X
JI J5 96 A ML S A% A 22 9 PR T AE A . i AR S
HIF A G 09 RS = 38 2%, AT 52 o) Jie Jo e 1) 2B
SR, ity e B B A v A 0 R0 ORISR

3 HIFMKREBHEEASE EMT B2 0H

HIF F EMT #5 A8 15 58 s 5798 40 i 1) 3 7 12 4=
ZERE T, O W A T RS 0T U8 AN M RS (R 28 o A h
A RE A 7E D[R] 5 S B8 4 T o HIE - Lo 76 98 455 i 983 20
ML EMT . =28 F030 5 7 1 R %5 H M PE Y
HIF-1a [ 5 5t AE B AR EMT A1+ b5 25 9 1 &
B BEFE Y R s HIF -1 LA B 8 5 TR
AR EMT., R MIIEEE S . EEEKMET,
HIF-1o B9 K35 LR, 5 350K 594 48 B b Vimentin
B9 F KB, T E-cadherin B9 2235 B 200, M
AR 3E 441 Jf 1) 3 B MR 22 88 1 o Bl HIF-1o 1 3235
A LA 8 1 o dle S0 A RS FNAR 2B B . HIF-1a
Al LLE 5 EMT M 6 i #% 5 B 7 S S 0l
T A R R AR A EMT FNR ZERE T .
3.1 HIFXEMTAHXA#ZATAXG YA

ft 3 TR -0 98 0 F R vy VO HE A £, T i
FEMT K2 B K . A am 254 . =28
MEBELZLTMAEMN. F5 EMT M5 2 HF
(Snail/Slug. ZEB1/8EF1, ZEB2/SIP1, TWIST1/2
M EL2/EAT), A] DLV 240 M b P . 240 B - 200 B 422 i
TN B 2R s M 25 5 A Y EMT B bR 2 PR AE 2
E-cadherin (i #5126, JLHLHI } 5 5 EMT i) #% 5% B
Fiffl i1 45 & E-cadherin 3£ K 5 35 7 _F A9 E-box JT/4:,
0| E-cadherin f %% 57" . fEIEH M, E-cadherin
5 B-catenin JE LB &, 4+ L w8, M
E-cadherin [ 1 2% 42 fif B-catenin BEHCFNTE AL, PE1T5
SEMT %4 %, TWIST1 AL & 54 ) E-cadherin
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35, iR % R Snail 8] 3 40 ] E-cadherin ™,
Snail. ZEB1. ZEB2 I Twist 2 [a] it 3¢ ik 4 T 5%
LTI ¢ o N 1 O o Sl N B L e O
Snail 3 i 7% 5% A% S J5 AL 8 ZEBL1 fil ZEB2 19
EAKY, HaEME TWISTLH mRNA K& 1%
ko I, Snaill (JREE JE/a 8 EMT &b #2, 1 Twist
M ZEB A F W 78 3% — oo #2 b & 8 ILE 4R
HIF - 1o 75 I 50088 40 s EMT 5o 72 v 1 58 8 45 40 B 10
TR . REMMAEAE S . HIF-1ail i #4075 Snail |
il E-cadherin 2235 % i 42 P8 45 5 EMT #H 56 19 #%
SEPR P, i — A 1 A i 5% 40 A A EMT RN 28 g
J3 0 AEBVEREE T, HIF 1e-ZEB1#A S A EMT
T S5 JR 1A B RS 0, i CXCLS it JAK/
STATI1/HIF-1a/Snail {7 5 i # 7] LL % 5 EMT,
iR R TR AN ML B . SRR AR ZBRE L T
3.2 HIFXEMTAXEFERNYHH

3.2.1 Wnt/B-catenin {5 5 i@ #% & 57 98 1) W M
Ji& 38 H A B Wnt/B-catenin {5 5 38 B 0 ¥00% o FE
iK% 3 5% b, HIF-le 3 3 45 & APC Ja 81 T 1%
HREs B i sk UG 5 G40, Ml B-catenin i B 1R
b, BHIE LR, 53U B-catenin K- F 5 I A 4
A%, AR 2R Ui R DR ek Y, DT HE B0 i R
EMT FIAR 28 56 B 25 s B 1™ ol 28 8 I I8 400 i
Wt 38 5 A9 3005 2334 in EMT 385 4 F Snail A% JE
EEHMER, MBEARIENFIEFHRILEN 2
(TNF-a-induced protein 2, TIPE2) u] L1 il i &
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