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Hippo-YAP/TAZ {5 5 B B IAIE $A L T X BB 2 o g9 i 53 it FRe

Research progress on the effect of Hippo-YAP/TAZ signal pathway regulating
ferroptosis on tumor
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U F] SIErR Ao B R e R AR AR AR T, AR BE AR UL A 0 5 R Ao Hippo il B2 — M FEHEAL OR <
{1 8 AR A5 5 S8 L VR R U N B 1 YAP/TAZ [ T4 A 5 (o AR 1 A T 5 2 5 1 1 AR 1) 22 i 2 i 2l , R 1 8E
KT A R R A R S o R K 7 IR, Hippo- YAP/TAZ {5 5 % 1 ik 4 it 25 152 200 it 2 ik 4 AR LA A
o B 2 R B AN IR AR S M TR 240 X R ST 1 R L £ A TR S TR (1 R 41 4 R R S RIS 1 VBB T R R R e R
AL S SEMAUA PR L FE T A IR A 236 22 8 S IR ) A AE AT AR o Hippo-YAP/TAZ AR 5 i B A Bk SET 8T AT T L,

WOE R Kt 2 1k R IR 9T SR AL 1T A R BR AT T

[REEIA] M RIS BURE s Hippo-YAP/TAZ {5 538 I 5 AT ¥4
[hEISES] R7302;R730.5 [EAFRIREE] A [CEHS] 1007-385x(2023)10-0919-06

BRAC T2 I A 2R R I — o B R AR AR
TR AR 40 B AE T, HRpAE 3 2 2 SR AR JI ot i
S SR A e H Ik 1 4 4L W) 4 (glutathione
peroxidase 4, GPX4) i& £ 2% , A o A2 41 g S AL AL i)
5 Hr S A ML 2R 6. Hippo-YAP/TAZ {5 %5 18 %
e T i R A DR ST K B R (E S I B
5 R U e S A B 0TS T Yes A 9% & 1 (Yes-associated
protein, YAP) 5 PDZ 45 & % ¥ % 5 $L WOs B 1
(transcriptional co-activator with PDZ-binding motif,
TAZ) WIBE IR MR ZS AN 8 AL, 442 4 0 RO B8 5 L ) T
S F A K/NED, Hippo-YAP/TAZ {5 5 18 B 1
DR BE TR i 6 G 58 R AR AL, A2 % b AR B A%
PR 2R 038 79, 5 e 5 T e 400 T B8 A2 0 2 AT D A gk
BT 5 EYE . Hippo-YAP/TAZ 15 538 % 1 26 43 i 5k
BTN AE B A T - 4L 2 40 R T DR, DRI N AR
ZE T 288 71, BN K F YAP/TAZ S 2R H 2 5 5
iR AE TR SR B 1 S R AU R AR, 3
HE P4 (reactive oxygen species, ROS) 5 5 HEF , 12
BEERAET-M, A SCHL Hippo-YAP/TAZ 15 5 il i 75 A
IF ok 96 20 Y P9 15 5 Bk SE TS AL R EAT T S5 A A
94, 519 I PR 24 iR B3R 97 S BT i) R i

1 %k

MNEIE R R NRE P I 1~2 mg k. &Y
o PR R B 3/ f 200 B RRIER 5 B AR I 3R b IR SR
HAMAE MR, 2R 5 fE i e R ks ik 1 i
TR REN N b B AR 0 A R I Bk A i A AE
BRE A, Boa ks A iR .

(RSP B - AE R 2 I 35 B R S N BB T S ek
M (transferrin, TO 45 & , 3 — 0 45 & #E40 M 3L 1
M) 3% 2k 28 1 52 4K 1 (transferrin receptor 1, TfR1) fig ik
S A R T, JE SR IR 2 S BRI S
Thim, He 2l TS & ae Jint, TR R TE 4 &
(non-transferrin binding iron, NTBD". NTBI fl 3t £&
ANFRE B 8k 5 - 45 B 38 0T 55 1 (Fenton) S 87 Al
Haber-Weiss [z W it #f A5 i 1 46 AL F H,0, 24, ik
YA N ROS TERL, 5 SR IE T2, bk, Bk iR B Je H
B W R T A N RS & . B FET R W, Hippo-
YAP/TAZ 5 il FR TR N2k E 3 HAE 1
(ferritin heavy chain 1, FTH1) 7] 38 AN € B &,
SFEMMERILT .

BRIV NG it ROS KR B2 58T T A ik
%o L5 NG a & A K BE 5% B 01 4 (acyl-CoA
synthase long-chain family members 4, ACSL4) ¥ Jif
51 2 AN A T 7 B2 (polyunsaturated fatty acid,
PUFA) 5 i & % § A (acyl-CoA, CoA) % 2 4= i
PUFA-CoA , ¥ B4 i ot JIF 1k ot 55 % 7% lg 3 =BT Bk b
F 4 PUFA-CoA & 3 21| % A% (phospholipid , PL) 1, J&
Ji PUFA-PL". NADPH % {t f§ (NADPH oxidase,
NOX) %1t NADPH, /= £ NADP' il H,0,”. H,0,5
0 B TT R Bk R AR SRR, 72 A4E ROS , ROS I
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T R A 2 i IS f¥) PUFA-PL, 3 S50 24 it JI55 o 22
FERFE T b Ah , 40 B 8k ak m) 3 g A
(lipoxygenase , LOX) ()35 14 , {12 it 24 Jfa 152 2 111 7 S
AWE S 58T,

il R/ R S 7] 5 38 A4k (system X)) FH A %K
R 2% 7 B I 11 (solute carrier family 7 member 11,
SLCTATD A SLC3A2 i/ FEZH R, System X 4%
ill It Z R (cystine , Cys) Fl 25 & R ( glutamic , Glu) PA
121 f L 33k HH 4™ Cys 78 41 i Hh 3 A 2 Jie
R , 52 25 B H K (glutathione, GSH) HJ & A o
GSH ¥ i GPX4, 5 Wi 4 Jg i S L 38 J5 fa &5 .
System X [ 3% PEHE A f5 , Cys W Wi sk 2> 52 1 GSH
MG s, 5 50 GPX4 5 PR BRI S 4 e bt A Ak e 71 1
F% . ROS AR B, R AEZRIE T, Jig il Ak it F2 R 1Y)
ACSL4.NOX. LOX %% 5 % Ji§ 1 /2 Hippo-YAP/TAZ
15 Z PR TR T ) E A AT A
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2 Hippo-YAP/TAZ {5 Si@ k%

Hippo-YAP/TAZ 5 5 18 i /& A= A A B 5 4 T2
AR B RN, IFBA @ BRSPS Tl .
*4 Hippo {5 5 1B BR BB0E I , i FL3040 STE20 #: £ F ¥
Wi 1/2 R A WEIRAL , 5% R L2 B A (AR 1 (Salvador
homolog 1) &5 &, H A0S Kb 40 61 J il 1/2 (large
tumor suppressor1/2, LATS1/2) F1 MOB J fif #5771 1
(MOB kinase activator, MOB1) , S E FiF N4 YAP
M TAZ WAL, 5 14-3-3 R AL & Ja i lAEd R,
HVZ Z OB 2 I BEIR B AR . YAP/TAZ AL & BT
[*1 DNA &5 54k, i 5 5 DNA 4545 % 5 5l 7 TEA 4514
35K % % 71 (tea domain family member , TEAD ) 1~4
(B D&, EREBREEY, LT ERERS, 4
Hippo-YAP/TAZ 5 5 il BR A5 A1, YAP 14 2 41 /i
%A, 57 TEAD 4541,

S S 4 40 0 40 0 4

\ [AA

=~

1 Hippo {5 S HEHREE KR R

3 Hippo-YAP/TAZESBEE ST

20194 WU ZMF 7T K30, B-45 & 2 ) 3 I 4
Jif 2 R 4 i Ak DA 4 i 5 3 1) 5 = i Hippo-
YAP/TAZ {5 il B % B 4k JE T2 . YAP/TAZ
VE A MR B 15 5 A5 2638 8 S At M AR5
21 Jifd 70 L )57 Cextracellular matrix , ECM) 5K /7 A0 A% & |
BB RSP ARAME 5 S g TR AR
JE B AR S 0 DG B B 1 25 R (A TR 1. ACSL4.NOX
LOX Z) 3R IA , il BRAE T- 1 R Az o TR, BB AS
I i J83 200 it A TR 35 5% 1 Hippo- YAP/TAZ 38 % 375 1 1)

FAR G AL AN BRIE T R A, A3 B 1 00 ok /38
HHNXT BRI T B S B

4 Hippo-YAP/TAZ {55 B ET M MAEATE =
HRERIRRE

4.1 8L mAe R B Ao tm R AE AR PG ta lA sk T
9 B
2 5 PR R A AR 4B PRIRE 5 i 5 3
VAT ERIET Gt R B % 5 0TS Hippo- YAP-TAZ
55 B, B 6 AR 7R 20 -4 B B Ak A A, 5
4 2F 4E 7R H 2 (neurofibromin 2, NF2) , ¥ iG

are
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LAST1/2 F- it YAP/TAZ Wb o 440 B2 A
K, E-45 %6 5K [1-NF2-LAST1/2 15 5@ B i 4], 2=
WRER LY YAP/TAZ #5150 2 4l A% , fR bR BT T2 AH ¢
FE [l ACSL4. TR il NOX1/NOX2/NOX4 25 [#) £ 5% ,
AR s )l e L O 1 BUIY = N - Brek e
ROSFA R M0, 5 SERIE T R A

St 7] ) 2 5 3l ok — SR T 4 5 U -4 A AR
1 NF2 FILE 5 7k 30 S 4 ) 5 7 40 M Bl 12, i 340
Jifl 5 4248 . , LA Hippo-YAP/TAZ 5 5 38 % N/ G4
MURAS 5 4 A A 2245 45, AT 428 1) 40 B 1 A= o v
Bl o AR AR YT b B A i TS AN 2 1 B R
T, HOE IR B 2 AR I KK R VR AR AR
1 BRI I 52 4k 14 284 . N i 25 [ (human kidney and
brain protein) f HAF ] , FE YAP/TAZ i (0. I
B SR B L IR B & AR R B R A
M B AR B A 2 —, Hgak B T e
YAP (IRE RS , [ B2 40 B2k A0 T ) S ST
42 83w A AX A T BT B 4| A sk st T B AR

JI IR ) % A 7 A R 4T 8 1 O I 1
[F)/E FH 5 1 b i g8 i 2 53 v 1) 86 67 4 ¢ <5 BE R
B B SR A 1B 0E NS 22 F2 I Hippo-YAP/TAZ {5
SO E . AMP R ) B G LE R A
FEC B B 1T VE FH L R D e AR 3 B LT Bl K
i LATS Wl (1) 75 =15 YAP (35 P AR L . i
I H PR S i A SO TR A D T e, B T A ) O
T B2 L FE M BG -1 5 TEAD 45 & 1 5% YAP/TAZ-
TEAD BIAH FAE A, (2 dE A R Rl k™, I HA %
R TR A2 P 184 0 AT 2 32F YAP 7E Thr241 437 5 4 51 Ser109
AF RS A2 O- 2 5 4] %] B 8t 44 (O-GlcNAcylation, O-
GIeNAC) , 4 HL ThRevi ™. [RIF, YAP 34 i 2H 218
1 B ) 81 287 B B B, 13— 2D i3 YAP O-GleN Bt
FR I AR S T8 RCHR) TE B it AL 1) 6 R B T AH G 12 JH 9 A
JT 41 g 9 (hepatocellular carcinoma, HCC) [ & H
B E AR RO, g il e 40 M k00 T 1) R A Bl i
THFIZEAER,

Sk S50 = 2R I8 1 Bk A 75 5 Al 1 -1a (hypoxia
inducible factor-1a, HIF-1a) DA LATS1/2 & #fi fr) 77 =
1171 18 5 Hippo-YAP/TAZ {5 5 i@ % . HIF-20 8 it 175
5 YAP (MRIA (L MR A fa s 5 . wF AR I, 41
P AME I A [ AT S i 5210 YAP/TAZ 5 TEAD 1)
FZ R AR 478 1) 2 PR ¢
43 B AARAE T T AT B e A sk st T 8 AR

ECM T 5 411t f ) LART &5 440 J&) B A 52 B 1) 1 4%
NURAS 5, F F UL Zh 2 1 40 B i 22 LIRS 5 1% i3
2. WLBhE AR RS AT B YAP/
TAZ 7E AL T 41 B k% o 5 1 B 7 25 24 38 sk 5 i 241 B B

BRI TR AR WG WIARAT 5 15 3 2 A A% , 232 YAP/TAZ
) A0 AL Fe ™ B G 2L o VR AN B R DLAS
] B 4 7 UM i) = 3R A, 2 ECM R U R 0
53, RN A 5245 5 RIS 5 88U, s BRI 15
FARIRARCY . ECM B4 BRI R S A8 , DL R Fo At
KAF T4 50 ECM [ 75 4 T LLEZ I ECM [ 344,
M5 YAP/TAZ B3R 15, ECM filf i B 2 5 il
YAP/TAZ ) #% 52 A7 , & Hippo-YAP/TAZ {5 5 i #%
VST

5 Hippo-YAP/TAZ {5 S 18 8§ X 7~ [5] 2 B B J& 2 B
ERIE T RO 200 K2 EL ALY

Hippo I Ji i FE PR 2H B e SON-S R AE
J\RAE 538 B% 2 —P, R G AN K F- YAP/TAZ
Xof IR B S S5 A PRI B R SR K. YAP/TAZ S
R i Je 2B K I e S DR 1 45, IRt 2 i v 1S 0, 5
SRR, YAP i Rk R 2 A4 R
PEFET-HE AR -1 (PD-L 1D 2355, 7 it 988 4t A - 48
JRUARFAE , 75 5 e 200 L 6 72 8 3R R S e HE AT IR
40 b 7 1) JiR 4 (EMT) 2 5 YAP/TAZ 3 11 A 5% .
EMT 175 24 Jfa [) 85 B A FH 3 2%, AU 4 B Al 1k, 3230
I 98 A1 B 4 A% A 24, 5] IE UAS [R5 5 2 4 b
I8 2 Hf R AE T XU ] B Hippo- YAP/TAZ jd #% /i
FERIC T BAR 731 HLH] 6 TP B AR IT i 2
JHes B — 5 148 5 5 .

5.1 stk R ATE R GV b ek ST 69 % v A H AL

G £ e A e 0 B DAIC 25 B2 AR I, o 52 R 3
T Cerastin) At 2 BR ] 257175 T 1) Bk 0 T2 R80K ; 1 41 Py
fe B BEIL A I (AR S 5 2% 1R TR X Bk AR T P AR 4R
PUHER . W TR R I, e 4 A R R A K A
Hippo-YAP/TAZ {5 i % , i 3 TAZ &€ A, B4 |
J7 5 55 1 1 (epithelial membrane protein 1, EMP1) #%
K, WIE NOX4, SR M T . 7EN S, TAZ
M I A5 A2 1) 2R R B 1 4 (angiopoietin-like protein 4,
ANGPTL4)-NOX2 & T i/ SR IE T, 7E L L
IR 40 fJes o, TAZ B EMP1-NOX 1 {55 5 fili ] 18 58
BRBET 377 RSL3 5 S AL T2,

TAZ ) [R5 25 1 YAP, 75 5 Je Al 5P 50 o i i
W B3 2 R E BN S WIS AH O¢ 88 [ 2 (S-phase
kinase-associated protein 2, SKP2) fit] 3 i Sk iff #2858
TZB SKP2 A2 1 1 41 A A B - 58 37 R iR I 1 1
P10 AR YAP RS RS0 T O RE B [, ot R0k
] 3 5% 5 2 IR I 2 FR UL (threonine tyrosine kinase
TTK) AT TR F R ()54 5% , 75 5 411 B 2k 49 ik i ot ik
AR A,

FL e 20 Mo A, AR 45 M 3852 4k 2 (discoidin
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domain receptor 2, DDR2) /& 4k 5 /i J8 41 iid EMT 1) 5
BLR P, BT B R AT e S L AR 41 il EMT
iid i DDR2 H) 3k, g it b Jed 4 o 5 5 L 4 7% , 1
2 Sre BREE M , LA YAP/TAZ f#R5 ) 7 2048 6 20 A o2k
FETCI S MR = [ L e v R e 201 M v
Fak A FE PR CD24, B 51 & AL 1 28 8 4t P 1)
NF2-YAP 15 5 fli 1) gk sE -4 i 25 (1 1 5 CD24 11
FIE , W GRERIE T R A E RGN AR H AR A SRR
01 P e 4 i A P
5.2 SHIEAL R Gt ta 04k ST 0 % of B E AL

JER A JHE S R e A 95 491 o 90 26 # /2 HCCM™Y e —
T gL X HCC [ WF 7t 45 SOOI B, 4 i 2% e o 13
YAP-TEAD4 #L 2 K] LOX ZX 5 H Aloxe3 13818 1 7
A T TR R 41 R Cn 2R R FE JE D i 5 Bk AT
To . LOX S H # 2 #t 4 f % - 1) PUFA 5 &
PUFA I JIE 20 &AL 1E F 155 5 40 i ok S Ak ks 451
ZH AR R HCC 2 R T AW, 5
erastin /E FHLHIZSBL, DK LI YAP I R fr 3 B
IR FICY . X — R BURR , 4 R E IR
system X1l 71 DK B R erastin A 2 FH 175 i 24 b
AN FE TSR IT . RE AR T I RE,
JHF e 33t e 3k AR o0 B B O R R, Bl R R O-
GLCN t4b. , 7T 34 55 YAP (1) %% 3% & P4 , 38 i TR 3%
ik, kB3R HCC SR BT i BUs

SR, YAP/TAZ I AN BB S BT KA1
HCC.HT1080 £F 4 P8 F1 MDA-MB-23 L Jlf 982 4 fitd
HOR L, WS Y YAP/TAZ 5 06 5 s 1 4 TR IR B
EYIE I SLCTALL HZRIE, 40 gk st =t
53 STFeR R SRt Ig o e sk ST 0 % v B AL

ZHANG 5P HRE 1A P 51 2 2 R e o i
2 5 1k B (adenylylcyclase, ADCY)/ZE [ 1 B A
(protein kinase A, PKA)/C. ¥ i 4 1 & A& & &
(hexosamine biosynthesis pathway, HBP)/YAP i/ 5
) it iR e 4 B Bk FE T2 . HBP LA &5 B N, R &
M Ji% - S bE -6 1% R 7% 2 B (glutamine-fructose-6-
phosphate transaminase  GFPT1) 4 B & AR
TR N - £, Tk 28 54 % i i (UDP-G1eNAS)™ ., FTH1
RYEANEZHART Y, — S5 A7k,
— 7 -SSR BSR4 45 A DL R 1 E I
()38 A R JBOR B BB T, System X, M) ,
WIRHER R K2R R, @1 ADCY10 {2 i PKA %
FR AL AT GFPT1 (4, 4 YAP B2 4k, N FTH1
e, SEEE A B D, A R i ek
TR, NIRRT AR FERIET R AR EE . il iR
e 210 PR T KRS A2 %) T P e AR A A 1 ) LR A B TR
F ADCY10/PKA/GFPT1 {5 5 %l X YAP [ #1 #1l 2

JERY eAh B FT R IR B 53 R AE KR 1%
1 Je 22 S IR - 7 2 R T 2 R Al 1 5 U 39 ik R AS ]
5 1 2 510 18 it E AL R, 7T 5 Hippo-YAP/TAZ
5518 % L W75 FEIE T, A E N EE /N0 M i s 1
TRIT FRAE A 7 1A
5.4 PRl RGN G ba Bk 5e T 04 %5 v A L AL
i JLAE, FOIR s A0 22087 7, AN e 2 i WL
T HOR B 7L 2k IR 98 (papillary thyroid cancer, PTC) , 18
& 1= 28 1 R J3 A IR i 9 (anaplastic thyroid
cancer, ATC) 1 J€ 1 14 H IR i 9 (follicular thyroid
carcinoma, FTC) # & & i T Hippo-YAP/TAZ 15 5 il
g o IR P R e A Y VA P Rl e v = o
PTC H O-34 N- Tk 2 5= i 26 i 4 AL i 1R 08 F i
AYAP (1] O-GIcNAC & WAL (i 32t PTC B R LY
FRIEP, E3i2 FiEH: M TRIM11 7E ATC #1358 YAP
B R P A2 2 i JB9 4 fiw 3% B AT #2140, FTC A A
-2, 6-ME Y 2 % # Wl 2 47 PR 71T Hippo 18 #% , 1 i
YAP/TAZ 1535 14 5 i I8 4= 22 B /111X SE R Fe 4
7~ > FR B8 A AT B A7 7E LA Hippo-YAP/TAZ 15 5 4
RN FHBIE TR T I8

6 %4 &

BRAE TS — Pl AL 0 B At ek PR 2 e e 4 i 2
T2, B RZEMERIMT 21 0 i 88 2 i 58 5 i AR kot
ONMER IR THetE OB JT IR MRS . Hippo-YAP/TAZ
I % e P OR ST R A A S B E T
1 348 RO T o B RN, TR R TR 5 i
JEE U 1 5 7 AR 97 ik 245 1% A 5% . Hippo-YAP/TAZ
ERcpil SUBVEAUE Sv iz eSS A b PR
SU T BB, 72 IR I R A R e B AR
A Hippo-YAP/TAZ Ui /- F IR FE T2 5 AN [R5 7 fih
J6 240 L 0] A ) R R AR OGO AR B Ak ML
FYE % 5C 2T 75 B3 — A B W T A0 i B [R)RF, 0]
BRAE T0] 8 3 s P RV A 2 B A2 750 A FH T e
FI6 97 54 £ PPl - Hippo-YAP/TAZ {5 5 il %1% 5
{14 fieh 988 240 PR BE T TE i 24 14 B R R VR T R T e LA
HERINAE , IR IX KB AR R R AR N 258 24k
BT T, R T B B 24 R (R T
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