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Abstract

Hypoxia inducible factor-2 (HIF-2), as a member of the hypoxia inducible factor family, is closely
related to the occurrence and development of various malignant tumors. Head and neck cancer
are a group of clinical common malignant tumors, including nasopharyngeal carcinoma, laryngeal
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cancer, oral cancer, thyroid cancer and so on. Recent studies have shown that HIF-2 is closely re-
lated to head and neck tumors. This article reviews the structure and regulation of HIF-2 and its
relationship with the progression of head and neck tumors.
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1. 518§

SLETH R R IR o WA R A —, HARTI M S A B R RO RER Rl , B msE TR Rk
R R [1] [2]. BARBEE FARIGIT « BUHETT M= 25607 5575 A W 5 38 okl , (2 i
BE AR RIS N Bk, BRI MR & e R RN, B0, BoNERi2
W RN VG T SR, TSk S R G T A R . IR Fi R B BAE S R F-2 (Hypoxia Inducible
Factor-2, HIF-2){E N HIF SR ET — 61, 53k &R ERREY) . AR S E R E A4t
FEORSCHR, #t HIF-2 MISER . W5 R Sl e ik R 00 R AE— L33, DARA A Sk 25030 g 977 v A1t
—EMHILS %,

2. HIF-2 ik
2.1. HIF-2 &5#3

HIF-2 3% PRV 3L HIF-200 738 R 20 R S0 56 HIF-g WEIEZH B3] [4]. HIF-20 XFRPY B PAS 45 #3gi £
& H H-1 (endothelial PAS domain protein 1 EPAS1). 35 HIF [X-F(HIF-like factor HLF). HIF #5<[+
(HIF-related factor HRF)E{, PAS #8551 2 (member of PAS superfamily 2 MOP2), H#J#\ N2 HIF-1a
(I EIVE SRR, i Tian 28 N E R EEE R ILS] [6]. HIF-2a R LG & 45 bHLH 2543k, PAS-A 45 K38 A1
PAS-B 45438, 40515 HIF-1a A RL45FII R IR 99%. 91%FH 96%. L& Skif & 47 s UG 45 4k-C
(transactivation domain terminal, TAD-C). i % 5% i) ) s 45149 38-N (transactivation domain-N terminal,
TAD-N)FIEE AR B4 fifk 25 #4935k (oxygen-dependent degradation domain, ODDD), TAD-C #1 TAD-N 5 HIF-1a
AH L 45 KA 3[R R 43 )N 87% A1 81% [7]. L5 MM EFE p W3 AR 75 B 48 2 AR i iz 4R (aryl hydrocarbon
receptor nuclear translocator ARNT), 3k & 1) 2 /> A i 4 B i IR 358 b IR EE I R/, T 5 2 5
bHLH-PAS & K A4 7 — B MV [8] .

2.2. HIF-2 gyigfs

HIF-2 (% 6E M 32 B2l i 4% HIF-20 WEEE TS/ . HIF-20 5E (314 52 2 KUK f & 1 KF
IR, (HUUE AR N EG]. EHEEFM T, HIF-20 %I ODDD X3 4 47 e i 2 e ik S b
258 TR VRIS 1 U T A g AR IR i 3 I =t F2 L B (prrolyl hydroxylases, PHD)¥ 21k, FREEALI
HIF-20 7£ von Hippel-Lindau &5 A 38l N4 E3 12 3B 2 S 512 =40, 481 HIF-20 72 28 A A
FAEEMAE[10]. PHD X HIF-2a KR IMGIE TR Z TN S, ISR AN 757 fiR BEFAKRT, PHD
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X HIF-2a (ISR 155, BUE HIF-2a FEEED . RN HIF-20 TWEES g SR CE G M
HIF-2 & R E A th4h, Krieg [11]5F N 7T I B % B4 AL 20 B &2, 4 von Hippel-Lindau &
1Ak 8D I A HIF-200 85 F B2 20408, 1 H HIF-2amRNA [R5 B 21800 .

HIF S0 42 BRI R A 2 07 T, AR AR S R S IOBE AR I ) A B T s 48
MAbEE R AT 4iAr . s Yiiai . RERARIEE . (EN HIF SR i 5t 2 16 HIF-1 1 HIF-2 Bk
FEAEQNINAE N 2 AR AR KR~ (VEGF) B EIREET 2 (ADM). #i & B A E H 1 (GLUTL). H4E &R
6 (IL-6). JE/W7 4073 1A S B I (ADPR) S5 AL [RISEFL R, & HAEERr e R SE R [12]. AR, 5
HIF-1a #HLk, HIF-2a AIREAEESCE T K. AL 2RISR [13]. Lin [14]15 ABFFE R I HIF-1 Al
HIF-2 fE 2R B N iT RS REANE ME R . HIF-1 ATl BhEE S HIF-1a EARET S 5 &M
BRI, 1T HIF-2 38 JDE e 1S 0 HIF-200 (%% S A2 4 B g M R S 100 B b R P T B E Y, x4
IREATT HIF-20 75815 384 e 8 e vh mT e B8 B R

3. HIF-2 5L F Ry
3.1. HIF-2 Sﬂﬁﬁ

AR SRR R W, HIF-1a 7852 1) (2~24 /N 216 450(<0.1% O,) WA A iif ik, 117 HIF-20 7] BELERL
e R ) PR 8 FEE G 4 (<5% O) iR . HIF-1a BRBNXTBRAE I B S R, HIF-2 Bl e A8 v e e i Pl
BEH, IX B R AE SR R A HIF 853 (HIF switch) [15]. HIF B ure B i & B L Fe v e o Wl it
BE IR R I, HIF-1a FIAIZW 23] HIF-20 #34[16]. 1M Todor [17]4% N it %f Eb 2> #r 63 1
IR AN 5 1EH 41 HIF-1a A1 HIF-2amRNA RIA 27 K BUEMIE R E L HIF #HpLf: 76 7 41
HIF-200 B T3-4 JH&EE T, R 3 L BE R IR K HIF 4. thsh, AR Fa[17] [18]i8 K I
FEMGE A 2 HIF-1amRNA FIIfLE 4 iz 42 K (K7~ (Vascular Endothelial Growth Factor-A, VEGF-A) mRNA
FIE K B b B IEAR S (r = 0.392; P < 0.005), ifii HIF-2amRNA U 55 11 P Bz 40 i A= KX 73244 1 (Vascular
Endothelial Growth Factor Receptor 1, VEGFR-1)F1IL % P iz 4l A KK 7324k 2 (Vascular Endothelial
Growth Factor Receptor 2, VEGFR-2) mMRNA i 2 5 B2 IEAH IS (40 519 r = 0.671, p < 0.0005; r = 0.742, p <
0.0005). A THIF 7T 45 F 32 HIF-1a A1 HIF-200 75 Mk IR 20 A Je b bl R0 02 320 iR A S i 8 26 e, HE Bl g

3.2. HIF-2 SRR BhE

HIF-20 7E FUIR AR 88 O F 70 45 3 A7 AE 40 . Wang [19]%5 A K S 41 434k 205 1A 52 i RT-PCR
I3 M FCR IR L SRR (papillary thyroid carcinoma PTC). 45 5 4 FROUR i i F 1E 3 FUIR IR 4L 2R b HIF-2a £
A MRNA [RIETE DL AATRIAE PTC o HIF-20 8 (A RIEE LS T G A K OE 7 R AR 210 B4 v,
HE5MEEEREHER. 1 HIF-22mRNA 7£ =4 RIATHE 2R, HSMESEBE K. Jozwiak [20]
S5 N L 53 B 45755 1 HUIR AR (Noodular Goiter NG). HUIR AR i€ v 4 98 (follicular thyroid adenoma, FTA).
PTC AR i (follicular carcinoma FC)F HIF-200 2 AR mRNA (#3558 2 57 i R AR AN [ FEOIR s A2
Z Al HIF-2amRNA /KB R EWZ R, H PTC o HIF-200 28 A 588 S b 45 FLAth 2878 FEOIR iR A8 2
FHE . HAh, PTC N LU I, 533k e R BE AR | AR LG, 1/ LRI ) HIF-20 22 E AT mRNA
FKIKEEW S, (0 HIF-20 5 EF mRNA £ R385 58I oM. Liv [21]5 N I#F 7L R
£ PTC ' HIF-2amRNA I [ (I ZRE 5 1E 5 W IR L BT & . HIF-20 mRIEHHRERIEAGE T
F GRS AR IL R AR R e kAR . DL RS RARORTE PTC HAE1ES HIF-2a
HIERIE, SR TAE PTC R BIEAE HIF-20mRNA 53835 LK. HIF-20 175 255 2 15 2 8200 FUIR R i

DOI: 10.12677/acm.2020.1010357 2369 I IR = =23t e


https://doi.org/10.12677/acm.2020.1010357

TRk L RS i 5 ik — 2P W AT
3.3. HIF-2 5EAth Sk ap i

Lim [22]%5 N S A0 G 43 Br 58 BIAT FARIETT I 1 s bR 40 i e 28 23 J e 55 4 23H HIF-2a 2
ik Z 7RI HIF-20 E OSCC 2 i3 ik e 55 A1 4 W B 48 ey, FLS5 IR PR 43 AR 9 . IE 4, B8R HIF-2a
FRIAH S IRIAALE B AAFR . MR AR TR AR LR EZER, H HIF-20 mRIAHBIK
FIKALE 2 FNA A B RKMA . B RARIN[23]55 N R Sz 446 SP 2kt bt 51 {51 S 4 26 23R 20 451)
B 2 R HIF-2a RIS, KL HIF-2a HFIBATERIE R HE & T S R EH . 785
HIF-2a MRIESIEIRS . T A RS0 S5 % UM G TR AR . T3/T4 JH AN 4%
() SR A HIF-20 BAPERIA R S LA B ASR HIF-20 5 F1 s & S X /% D), HmRiA
Al HESD IR S, (R EARHLI G R s — P .

4, RE

ZE ERTR, HIF-2 fEMREE T FREh I EE— R, S, FORRMR . S, DEmsEe
o Sk SRS IR R AR R R AR DG . SR, HRTOST HIF-2 76 kBRI R Fh AR S 7 ATh ok e /b, HLEs o
FEERMAFIESF UV, Tt — D FUESE . WIREBE G 3 — BRI T, HIF-2 76K SR v 4 AR Sk 25036 it g ]
SECWbR S AR SR TR R a .
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