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Abstract

TEAD?2 is one of the transcription factor TEAD family, which is involved in many signaling path-
ways, especially the Hippo signaling pathway is the most prominent. The combination with tran-
scriptional co-activators YAP and TAZ, and the process of promoting EMT, make it play an impor-
tant role in the development of human malignant tumors. Several reports in the literature have
confirmed that TEAD2 promotes the progression of malignant tumors such as hepatocellular car-
cinoma, lung cancer, and breast cancer. In this paper, we summarize the research progress and
related roles of TEAD2 in various cancers. The apparent oncogenic effects of TEAD2 observed in
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different cancers and the mechanisms of TEAD2 promotion in cancer provide some basis for the
potential targeting of cancer therapy.
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1. By

TEM AL, TEA S5t 5 5 K 7 (TEAD) % B DU AN R 3 20 . TEAD 25 & — A BE AR SF 1)
SRR o, HAE SR — AR TEA Z5M018 1 DNA 45 &M — AN S BhIN T4 A ME AL &
WFIR[L]. TEAD B EAARERMIE ST, BT 7 50 Bh N 7 AH FLAE B A Re X — 51, —H
TEAD 5EAMILFEHE R T456, BB RS SN2 il DU IR IG &K 8 3L, S (L
I WU IR B2, DU S 54 LTS E[1].

1E TEAD FEH, JRE & & IR IR 0 XIRAE— 7 5 EARSE, HETH TEAD KRR AHA — Mg
O T R ) 2546 130 (16%~25% X R 51 1) [1]. & 2 BR 45 A3 2 S 3 s i B A1 YAP Al TAZ 5840 H.
TER LB [2]. B, B IR ER 45 M8 T B2 TEAD 15 YAPITAZ KIS RIAH EAF F i & R[]
TEAD [ i) ()i B — SR B 1 HAEA R AW b 45 ) s Z5&E S YEYE I [1]. TEADL. TEAD3 Al
TEAD4 | ZKIET L2 MOFEIL. AR faf. FRLOIESAZ3]. Mtk F, TEAD2 iEffiEihk
ISTEMRRR L — AT, HE/IN . S AURTRT I 5 B szt v #5020 DA S B 2E 3] BT A B2 b B
T Hippo & S i@ % (1142 . TEAD XI5 B A AE &P A P05 F2 AT N 289503 Hh R 4456 SGBEE A .

2. TEAD2

VER—NE 1, TEAD2 WHEVF 2 EE N IR 2 5 5 P AE B AE[1] [4] [5]. TEAD2 & 1K
BT 5 A LS Y YA HAE FH[6], YAP/TAZ A1 TEAD 2 8] A HAF FHZE 5 3] YAP 1) N St 38R
TEAD X1 C itk [7]. 7E S i A FL B0 b () — Lemf 50 % W] TEAD P F7E /5 Hippo i@ x4 44 K
fsZm 7 ke EEVER[L]. 4 Yap 5k Taz #i/ F¥0E /5, TEAD v] LLRIEZFIThAE. Hln, ‘eAiid ]
R N RN AT AR AT MO I B 4] [8]. FESERERIR R AR . AU S OmEE rTRERIR, S 3 YAP 1
FEUEE[6], M YAP/TAZ-TEAD2 &I BEMGE . 76/ BRUIEH 4 o fis 4 e i 3, TEAD2 [1)id
FERIEFE YAPITAZ (%A S, WliE % #2[9]. & DAHT B — SR F L UESE | TEAD2 fEfAE ik g b
MIREEVER . H TEAD2 TEREAE AL HIIANE 2£[10].

TEAD FETAAIEZRIE, FEE N SRR H LR & R IEE T TUARIMERLL] [12]. 4
IS IEN SRR RN R, AL T IR T EMT [13].

3. TEAD2 fEEM R HFRIA
3.1. FFempasE
FT- 2 I (HC.C) 2 48 75 K fa s TLAC R 2ET,  t42 2018 4 A BRI AL T 1 45 DU k3 R R . MR

Tk
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JE DR 2 R R 11 P PP AR T 50 N IE R R AT 377 N HCC A 5  Hippo 38125 K ) mRNA RiE ¥,

IREIRAE R R R AP AT RN E R, BB, REAEMAELST, SEEXBEGAAL, HEd
TEAD2 H1 VGLL4 [) mRNA FiXBAE T m, I H#EH TEAD2 1) mRNA ik &1 FIH[14]. BAk, 4
17571 78 TEAD2 [ 5 mRNA FRiE 54 KA RIS A A7 2 B 3E FHE(P = 0.0067) [14].

YAPITAZ FEREER AL 1 KT g b MLkl LATS1/2 BRI S 9l e ML EEL b, ANfES TEAD
ghity, MM E . fEEBRILG, YAPITAZ $iEB 3I4nit%, B EM15 TEAD 454, I
FEE PR, XA A S A AR AE B OCE EL[15] [16] [17]. ERFFLH, HMIESE | LATS2
FIHIBEAR 7 YAPL BIBERR1L[18]. YAPL BRI IEiE YAPL AR 2, EiH YAPL/TEAD2 [12CHEk, 1E
HCC 4ufigrh, E#| Tk YAPUTEAD?2 [ S Al 40 i 2 22 1 /8 Fi[18].

BeAh, E/NERE, 2 YAP TE/NRIF AR I FIARS, BT 5 A oK 5t 5 e R A 6. SR,
HIL—MARES YAP A EAEH Bt /N1, BiaesiE TEAD/YAP A B AR Verteporfin, N
O] T Y AP I 2 IE 51k B AR O o X MR AT e AL RO RS . Ak, ARAE SRR
BHEAHT, TEAD2 Fl VGLLA 1) mRNA A% & i L bR - [R5 A AN L A BB A 5 1 ) 3 5
X LB HR 5 R () FE AT O6[14]. RIS 2, TEAD2 ] mRNA E£iEB N5 Btk 5%, 5 HCC #i#
TS A RA K. TEAD2 Al fig HCC 4 A it — TS D& A — AN a7 B bR[14].

3.2. BlifE

TEAD?2 & —FfhZ 54541 4215 IR 55 35 R F . TEAD2 BIVEERI T 5 YAP WA EAE T, {2dt4 i
ST ANPNH A0 AE T [6]. YAP 7E NSCLC H3&ik 1, YAP-tead2 & A4 IS N5 NSCLC 41 f 38
e fe JIANAR T T 2451 5 [19]

3.3. #LBRE

EFURR B A PR AN M ) EMT A2, 4R R% ) Tead2 /KSF3m, AT 38 3 7 B
Tead2-Yap-Taz & 5448 S HMBIA T Yap Al Taz #H47# E0[9]. WAL REH, Tead kK2 Yap
M1 Taz AR (O EE BT %, EAISERRHIE N EMT RIS 2500 B HE R 9 229A[9]. 72 3L IR 40
Hidr, YAPITAZ-TEAD2 &G T e 3 4 f A KA A5 [20]. 27 LATiR, X 2usk LK IH Tead2
L T S Py2T 4HAR IR 2B AR R K [9] AR 131 R 2, SRE T Tead2 B3 iG M 042 i /2 LU S EMT
FERL S [9]. SGLILIAT AR Y], t Yap B Taz (IHAESRIGN SHITHE Tead 51k T LAS
MRS, FH b, Taz 78 20%MFLIME PR ERE, AR RS HRRIEMESERE(DC), X Tead
UG IR T 1 3R 05 2 FURR R 40 i SRR AR 28 M (1 SR IR [21]

34. BEERE

I, WU AR, Lamar 8 A IAN Hippo {55 i it 832111 Yap (YapS127A) 2 e it 7L
Je R BB ZOR AN MR R [20] . XA EEIA R T Yap 55 Tead MM ELAEFSK, 1 H Tead f%%: IG5 &
FEIE 2B R I RS TS JIAH G [9]. Yap AT BT R GIUR 1 e A K IR 38 D (2 gk e # 1y R 24 [20] . R
SEHIF T 2E HIE ] T Tead. Yap #1 Taz 7E415 EMT % SR #EE o (9S54 E L, (E2AE EMT 18,
Z 5171 Tead %% 53 A1 B 42 ¥ 5L R AL TS A A 72 [9] o

35. BRSERE

[ iR iR (PDAC) 2 B B IR AE 22— X1 H BR WA SR A& — Al BT B TE I, s ANEE
5 FLEAFARAE 4%~8% 2 18], FARUIBRAIIRZME— R @R FE[22]. fEZWIS, A 15%~20%(1 & 1T
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EFAREM:, s 50%0) B HILAT 2 [23]. 2K, T0%M B AT RN . BT 45 R W)
TEAD?2 1 fig/& PDAC ' TEAD KJEH BRI, RN E#E a4 OS F1 DFS k7 il j5 K 2 [24] -
TEAD2 fE4N sz rp B3, S45a e R v ARE SUAH L, JRARE 4R A TEAD2 B B18 n[24].

36. FEMESEE

SR, TEAD 0% 2 i RAR-g i3t Hippo @42l & 1), X it sk ARBE T EMT. {2225
o UG, TEAD [ 3Rk J FLAE 45 B d 40 BA% = 1% A 38 I T S O L) 75 5 EMT AN R2[25]
EEFER S, JfEilid Hippo-YAP 1255 TEAD #1115 ROR1-HER3 /i (IR 41 i 4> 1k [26]

£ Hippo #4241, TEA Z5MIE MR 2 (TEAD-2)2 5 YAP M HAE KRR — A St 1,
BOE BEAE ME FPURE T R R R IA[27]. FRATRILAZE TEAD2 FERIfE Hgmid e 5l h B — MR ER
A, XA RE R B TR AR E R (MS) A H R A R AR 1) B AR[24]. & H B R E S R
D ZA% & HAT MSI 1 B 98 (GC) &5 i B (CRC) I — MRFIE[28]

4, TEAD2 TEEM MBS RIRIER

TEAD fEAZMMEEREEM IR, E8ERE, e, FAEMHESARSIE AR
BER . IR IE E AR SRR SE I, Blangs A H SV K IR F(CTGF), & & - D20 BR ) 1f A 26 A%
75377 (Cyr61) Al Myc [24]. TEAD i FE g BR AN 5 3208 CU e S he ik e 1) 2 Ao Be o g2 31, A B Ja
TEAD A 8 TMogicas, (edbmiEidtke, b - MR LEMT)MEEFE[29].

R - R AL EMT) 2 MG K B &AW BT 7 Al 2B 24 R (9] &Rt S 1 i )ik
EMT SKIRSh40 i 410 ) TEAD #5354t [4] [15] [20] [30]. bRz 4HAE e EMT HI380E 4 S 3040 - 400
RGP AN T - HE AR 2k, IR R R FCIRAS, HRHIEAE TR R AR 22 3R A [31] . 75 SRR
HEREIATE, bR e 4 (B0 EMT) Hh B SRR A0E 1) SIS0 O R IR I R R B AL 2 —[13] [32].
Fo EMT AU s A AR AL 7 o M R i 4% # A2 28 MEARe I, 1) FLIG S BOR A3 T 4 R RRAIE, X
SHREREYR YT A 5o, AR RE Tz A % B 1 e AR AR B EE[32] [33] [34] [35]. 7E EMT HHIAIVE BR 1KV 22 JE DR Al
STk, HR TR EMT RPN EE PR [13] [31] [36].

Hippo 38 ¥ 2 — it b b AR <3 (BB G S B, B 75 28 B R 7 FH-F A e 7 w8 1 400 B 3 e R O 1
SR il 2% B R /INANZ Al ] o X P0G 5 DR B VR BT M08 A 2E o 1208 % BOA% o s o) R DU R T
P2 U B S A N B S R A . — B O BB EE , LATSL2 SRR 1L T HE 2 YAP Fll TAZ,
SECHA T AN AR B AR S, YAP I TAZ W) 5 A7 340 otz rhif i 5% 54K 7 TEAD M HAE
M, BoE RGBT TR . YAP A TAZ SRR 2 K 2 8 s is (B 46 e . FLe . il AR iR
Jert) AR RE AT 4R AN AR K 1 BE K [27] [37] [38] [39] [40] [41]-

b4k, TEAD HIHEEER, 41 CTGF 1 MRTF, 75 7L M Al 45 B e Hh Al ik sSeoA (R i i R i /R [26] [42]
[43]. HFJ/E PDAC, KZHWF LT YAP-TEAD H HAF FHIE SRS AR gt e i Ik sh K &, (EAEI0
ARG, RS TEAD TERR A2 o 10 R ATI AR M AR 45 [24]

%25 TEAD TR —NEBMIEELE TGF-4 B1%, R Hippo &2 [ A EAE & ABLTE
Smad 1 TEAD 12 % [[29]. TGF-p S TEAD HIRIAFGHEIE N[44] [45] [46]. Wnti&fEe — 1 2AIA
1) B (R 5 % S iEe, el Hippo MK PEAAEMK# L5 TEAD [47] [48]. i&F, TEAD {72
EGFR-RAS-RAF-MAPK AR I A, %08 B A2 N 0 IR w5 LI i 152 2 —[29] [49]

5. RS RE
i B R ST 25 W BR(TEAD) & — N R T 500, EMRIG & B e b e B BV A, 2k VRS Frbig
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BERE RN . TEAD B\ A SR (R SE, O IR AR 23R AT MR 15009 ) P 1 PT 299088 ks . SR T
A RNk, MARTF R B B F R A Th RS TEAD2 KR h4h & IEIL 258 . ARSI 708 5
Z KT R E N TEAD (617, X2 —Ff IR T i va o7 s .

1t YAPITAZ SRE) B hE H1, it VGLLA ARG T iR YAP/TAZ-TEAD #H B AE H vl 4] B %6 75
RAMNRIR N 4K, I#E TEAD 4545t YAP [50]. Verteporfin & —Ff 2 &nal 4] YAP-TEAD
AHEARFH BN A7), Wl ik A . X SR 7R Sh A 2 1 TEAD RS e &R At R i)
YEM, BRUL# I TEAD J2 il T eV T B oS 29 W vl . Bl WS D& UE ] T TEAD FIAH EAE I
FLUOE DA 1E B Pl hE (B2 o7 BE 20 AR o FFEes AN BR SLE) kR b i) R EEH . BAIE I 2 5 2 B G T 1)
Rt iE e . Rk, ERUEAME T, @ik TEAD & AR Hippo 15 5l % Ok — M |
BRI A

T RAH M1 TEAD A Re 5L FEAE AR . Bk, FRA1E 217 8340 MAZ o i PR Bz
YR 57 2 18] 2 AR T DAAE R — Rl (3R TT J71%. 1 TEADs fEZHLGR 77, RTRER —RisBr IR s 4 7 2
BTG TT 7125 IX 704 [F 4% TEAD 1 Hippo/Y AP AR gt Ao szt Sy, JF H ) TEAD 5
FJLERFE DR (P A LA A — MRR AL, BIRT R PLER Lg% Ry TEAD &2 BUEE 5 1%
PE=¢

&> TEAD FE M S RK[27]. TEAD FEHURIIIE R AT REROIE T2 — AN BRI Pkg, B
P EARAAZ B I A e A A e S TEAD 454 . 18848 TEAD ) DNA 454 45#)38(DBD)
FIARIRIE, FIHATNLE, A FTHIBHIRI[51]. & LAk, #X TEAD MAERIATT 4MERRIEH
JEH R IR R 2]
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