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Abstract The STRIPAK (striatin-interacting phosphatase and kinase) is a class of supramolecular

complexes conserved in different organisms. Functionally, STRIPAK complexes play essential roles in several
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biological processes ranging from cell proliferation, apoptosis, vesicle transport to cell cycle regulation. Thus,

STRIPAK has been shown to participate in regulating organ development, tissue homeostasis, and immune

modulation. Of note, STRIPAK can be assembled into diverse forms and compositions in response to extracel-

lular or intracellular stimuli, dysregulation of which, via either subunit expression or complex formation, is

closely related to diverse human diseases including cancer. Here by reviewing the recent advances in under-

standing the topological structure, signal transduction networks, as well as the physiological and pathological

roles of STRIPAK, this paper aims to provide novel insights into understanding of tumorigenesis and targeted

strategy for clinical anti-tumor therapy.
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therapy

STRIPAK & ik fb, b & B R <7 Il K> F 5 &
Yi. H 200944 % Lok, BFF0 N G35 H 41 45 4
B gk AR, IRYIRESRIThRENL ST T
I TR T, BB T ZE A MS 5 R
(1 B 2E D RE A B Ui TR A e 4 02
STRIPAK [A] i 60, 2 ol B2 Wi ARG , 380 T 4% A 1)
BEER AL AN R AL B, TS 5B HLRE K
BB, RS YRR ORI G g N VAR TE Y 1) 2 R AR
V)il fE . STRIPAKKCHEZH /) T RERAE . Rk 5+
IR G AR REL S BRI TE N I 2 R A
PN R A BRSSO BB S BR 2
IR R s 9l RS AL BT 78 AT 1 SRS

1 STRIPAKE &#I894H 57 54544
1.1 STRIPAKE &¥I894E 5>

20094F, >R H i = F 0= K 0 A AL RE 5T
/N DL 22 55 BRI IR I PP2ACNIB IH R L1 %
EH— NN ZHSEEY, R HGLRE
Striatins(STRNs)AH B H 1) g A il IR il 25 )
(STRIPAK)!"2 o 1% 57 & W A% o EH 36 TR Il R 5 g
M, AP ERRES PP2AH =AM 4502 (AT
FE, PP2Aa). MEALIVIE (CIEFE, PP2AC)FIE Y IV 3
(B"F 3, f1H5 STRN1. STRN3. STRN4)ZHi%. 7£
W L5 STRIPAKEZ &4, PP2A-STRNsH% 0 I i
T SRR SR o AT 2E 25 RS B TR 1
HEVRERTIIRE. AJE STRIPAK = E 3 4R
04 5 STRNAH A H i) 8 H 1/2(Striatin-interacting
protein 1/2, STRIP1/2). WLEF4EHH 5% 2 H (Sarcolemmal
membrane-associated protein, SLMAP)F1H: [F] 75 55 A
i 988 U B IR ¥ 52 A4 A DG IR 7 ELAE 25 11 3(TRAF3-inter-
acting JNK-activating modulator, TRAF31P3). IKKe

STRIPAK complex; topological structure; Hippo pathway; biological functions; targeted

111 &5 H (suppressor of IKBKE 1, SIKE1) A1 [F]i &
IR ET AR 20 0 AE G R 1~ 32 4 1 B DR A48 2(FGFR1
oncogene partner 2, FGFR10P2). Ao i 45 IR 1 & iy
JE£5 [ 3(programmed cell death protein 10, CCM3).
MOBZ ji% £ 1 4(MOB-like protein phocein, MOB4).
cortactin£h & 85 [12(CTTNBP2 N-terminal-like protein,
CTTNBP2)HMIH NoR i # 25 F (CTTNBP2 N-terminal-
like protein, CTTNBP2NL)%s (K 1), H 1, SIKE1/
SLMAPzK H [F]J5 25 15 CTTNBP2/CTTNBP2BL L
HFRESHMA S HERAFRBEEY . ¥
it 75 T, 3 TR R R 3 AL G STE2 03 5 Ik 1)
R JiE HR O BB GCROIDIE R A% 2, WiMST3 . MST4
FISTK25M121, J5 44 (1 2H = AH 4k R I MAP3K X
J F 1 MEKK2/31%, STE203 GCK T 5% J J 2
MST1/2(Hippoi# i )!''%), GCK IV 5 j MINK 119,
TNIK"F1 MAP4KA! 18115 7 0 FL 54 STRIPAK 1) 55
B Y (F 1) BEAM, STRIPAKFE i 25 i &
FLE R FEVRE A AH 4R B 5w BIER 1D
1.2 STRIPAKE & #1045

FIAXE STRIPAK & & ) 1) 46 $h 45 4 0F 72 3=
Bk EHE AN . B, BAHSE RN
STRIP1/2/E N#e 3k E FI /-5 T SLMAP/TRAF3IP3
FAISTRNsZ [E] {1454, 11 SLMAP/TRAF3IP3 U i
— S %£ SIKE1/FGFR10P2HE N 5 &4 112, Hodr
SLMAP/TRAF3IP3-SIKE1/FGFR10P2#1 CTTNBP2/
CTTNBP2NL UL H S5 R4 5 STRIP1/2F1 PP2A-
STRNsTE R E &H. 20134, >k H & KA 78/
R FHATE bR L E AR 2] T Hippofs 5 8 26 1) B
TEM 2%, I STRIPAKZH 7 SLMAPFIMST1/22 [A]
FEAERE IR AR A ELAE T U9, ZE IR |, FRAT
W FC 4L Ja AT 7 B HE MST4-MO25M, CCM3 A
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GCK-IIT¥ R 2, STRN-PP2A!, STRN3-SIKE1P
A SLMAP-SIKE 1245 & A WITE N K dl ik 4544, FF
R A A T B b 1 HoAth 41 53 2 18] AR 1) R 1 4
Fdg, 3 H T —Fh STRIPAK“BUE 20 255 45 i K 22,
FEIZREAIH, STRN3(BLHARSTRNs 73 F)PE A% 0 3¢
ZUEA, O HEREPP2AK O, B — i
Wi <937 F- B "STRIP1/2 A1 SIKE1-SLMAP DL g
AR &5 & T2 2025 A B HE MST /25675 N 1 I3
5y, MM SZEl 7 STRIPAKE & W11 45 ¥ 58 1 (1
1A).

SR, ok B 3% E 7 e 2= 5 0 BTN
FRAT 75 PP2ARERR IR AT L. CWEJE. STRN3.
STRIP1 /1 MOB4%52H 73 71 A ¥] STRIPAK A ¥ FiL 5%
454 (PDB 1D:7K36)*), fEiZ45 4+, JU/~ STRN3
5318 Coiled-coil 45 #4355 2H ¢ sl [F) YR VY SR AR AE A
THNZ A, ARG STRN3 S TR A H 5 AT, CE
. STRIP1IFI MOB44E & HHZE AR &Y (K 1B).

(A) (B)

STRIP1

@\MSTS

LMAP
° S
CTT, @

cC SIKE1

A: STRIPAK “XUE 722, B: STRIPAK YA 1% H1 55 45 1) (PDB 1D:7K36)*,

fE STRN3SZ A% 041, A 138 L STRIP1 43 ¥4
NEBEMRE ST, B N-uG 1 C-ui o A 4
MOB4 5 PP2A-STRNI RS, RAFZH 05
hRE. HEEENSE, /£ STRIPISH N EH 4w 17—
ANTSBERR WUEE (IP6) I 25 A1 o, it — 2D uE B IP6 2
STRIP141 5 STRIPAK 4 %% (1) B4k B K 1. 4T 8%
IP6-STRIP1 145 & 4 i 2 #0555 STRIPAK H A
NTMEE, FREEVREMRE. BIEmNE, %8
BB AFRA T <XV "BV IE AR &, R R4
oy B = R 4H 23 A1 SIKE1/SLMAPZ TS B, £
B EE N SE R B S R A AT A — D AT
1.3 STRIPAKE A¥IRIENZSLEE
IEAESRHIE 7T R L, STRIPAK A Wi [N 4H fifg A 4R A
A 5w R AR E. S, 205/ N T
A3 STRIPAK W M J87 241 i &7 338 A A 2 3¢ B A
B, 4% R 3 Hippoi 4 (T2, iz E &Y
AE N Hippo Fi# 1) 1 BL(5 5 sz 25 224, it , 3k

STRIP1

STRIP1

STRN3 coiled coil

A: “Two-arm” model of STRIPAK??, B: Cryo-EM structure of STRIPAK (PDB ID:7K36)"*.
Ell STRIPAKE &¥I#RIMNEM(IRIES E SCHK[22-23]204)
Fig.1 Architecture of STRIPAK complex (adapted to references [22-23])

1 AEFESTRIPAKE &4 SR
Table 1 Homologs of STRIPAK components in different organisms

iy x [T 23 PR
Members Homo sapiens Drosophila melanogaster Caenorhabditis elegans ~ Sordaria macrospora
Phosphatase com- PP2Aa Pp2A-29B Rsa-1 SmPP2AA
ponents PP2Ac Mts F38H4.9 SmPP2A
STRN1/3/4 Cka pptr-1 PROI11
Kinase compo-  MST1, MST2 Hippo unknown unknown
nents MST3, MST4, STK25 Gek-1I Gek-3 SmKIN3
MINK1, TNIK, MAP4K4 Msn unknown unknown
MEKK2, MEKK3 P38a unknown unknown
Other components CCM3 Cem3 Cem-3 SmMob3
STRIP1/2 Strip FARL-11 Pro22
MOB4 Mob4 mob-4 unknown
SLMAP, TRAF3IP3 CG17494 unknown Pro45
SIKE1, FGFR10P2 Fgop2 unknown SCI1
CCTNBP2, CTTNBP2NL Naus unknown unknown
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AR B2 20 0 2% 5 4 v I, MST /238 g vl % | 3R
BRI , 1AL A MST1/27] 4 STRIP1 F1 SLMAP/
SIKE1 PAR% R A 77 K Rn , AT 8 2545 PP2A-
STRN3Z %0, SEE AWK AREHS:. Hx,
R T 46 1F T, STRIP U [F) T & & 44 L i
R R, 380k PP2A L R L Y MST1/2 A STRN3-
PP2ARZ U g X S5 9 R R IF B s AL P2 SR B N
PR 5 B BF 56 /DN 2L O e B AE L 37 B IR R S
ARG5S, 2@t RhoA-RHPN1-NF2-
Kibrafg 5 4% S STRIPAK 5 MAP4K 5 MST1/2%%
Moy kAR EN G, B PP2ABE R B X 2L
B vs , TR I3 5 26 T U YAP(S 5 1 I #0
RO, AR a3 3R N 200 i A% S ) 8 R s R R A
SHMIEGE . e Ah, 55 P R B A O R T /N 2
% B Hippoili B 41 73 SAV 1 7] £ T SLMAPA 5 (1)
STRIPAK X MST1/2 (R4l R, AT 30 Hippof&
S, &k, STK250 A £ 3k STRIPAK-MST1/2
AR 2H 5 T 5% P Hippoll % 29, 3 — B it sr 7
Hippoitfl #% 5 STRIPAK & 54 4H & 2 [A] (R % 5

Bk 2 5 B B AMME 5 A, FRATT IR Tk B
STRIPAK L 1] J8 1 FF 1l b7 41 i A% 4 1) DN A X
WG E S . MBS 4R 55 5
DNA R A UUEE W 241, 3A1T A B4 i )5 1) STKE 1 -
SLMAP“/> 1 7 nl g & k11X — 481k, il i
P IR B VR IAKCE, NITTHE 55 MST1/2JF i 5 %5
RE AW, FEBE#E SIKE1-SLMAPZE #5145 J5 W R
Ve, EE VIR 2 AR B IF YK MST1/2 BB & 1
I, £ DNA#S I R, STRIPAK-MST12E &)
NG g — P < B4 25 0 A 25 > o AR, 2
% 515 DNAR {415 52 AL R 4 14 (https://doi.
org/10.1172/JC1155468).

2 STRIPAKE &¥I8VE I ThEE
2.1 STRIPAKE A¥EAIRHALARE L BMET
ik e

VERTEARFYIF R AR R I &9, 5%
XF STRIPAK (7T - ELRAE T HLB B R B Laas
HEFE B4, [FI 25 8 B Hippoill % 76 2 21 28 B & B AN
Fa A YERE 77 TH R FE [ DGR F 2282 KR 5L
78 7 STRIPAKGE i Hippoif i 4% 2 B K & M4
ZIFaS MUK 2). Bihn, 75 5w A B2k Cka(STRN3
&)Y 2 )5k Strip(STRIP1/2 [FJ5 2 1) -3 SUR 1R AL

PSSR B« B L, 38 S5 41 3 1) R B4 A ok
T Pp2A-29B(PP2A ANV A & (1 )X Hpo(Hippoiik
Tt P [0 2 ) AR AR P v o) SR o PR 5 12 )
b R 2 A Yorkie(YAP [FIVR & () s, S8
ERE R WARIER 736 BY. thAkh, STRIPAKXT R
g AR B A 11 R8I I A7 2% 41 L 1) iy 128 v et &8 00
B, WERREEAL 7 CkafIMts(PP2A CYF 3 [FJ5 2 (1) nl
I8k 5 P Hippodf i, AT 2 it R84 it A 48 45 41 )i
RhSHEFRIA , MKTER LU yR8 V2 5% A8 i i Y
JEK[P) pR8ZAA T, thAh, fE R R B iR, Slmap
9] 38 3 5% P Hippodi i , Jiid Yorkie | i 22 55
NesprinZ J il 7t KlarFll Msp300 /1) 5% 5k 3R 15, itk iR
W E LR UL R 3G K B, A R B, StripA]
T It Hippo I8 5 4 3RS A 36 B i 4% 4o SR e o 22 48
L 2540 S B PE B, — 5T, Strip AT DLIE S £ 4%
Hpo il I 0 Enafk [, 8145 440 2240 i 4 150 &
22 fets 1E % L2 AN AE . 55— 5 i, Strip i@ T
WOE RabS 1 17 FE VR M T 447 1 20 40 L P 1E 0 K
RS

B Strip#l, STRIPAK 1] DL it Hippoi #% Ak
WS H5REHLRE LR W8 TR R
241 ffi(neural stem cell, NSC) A& Uir] 55T G
BEAR O BT 22 R SR 4 I, R 0 TR A A
/I T SR R i SR B PR 1 R BT 0 B NS C s
AT TR A 5T, RILSTRIPAKK Fimob4. ckafll
mts WA N4 T 5%, i8I P Hippo ik % R FE %2
PARIE R (I TT %, T2 S SINSCLM A o Hr s Y. i
Ty A TAE i BRI 7S & B, STRIPAK 4 4 8
1 mob4 il striatin o] LAFEE LRI 40 B A 1) Wntf5 518
P, IR RS A, R B STRIPAK AT LLIE
i Wt B i AR KR E B thAh, TR,
STRIPAKGE FJ LA i Zh A8 42 15 8 1 CLK I B2
PARES , S0 SRR IR B BT AR S 4ERF PO R IX
SE R 75 3 BAR Hp R HAW R B Yy AT, (B R
STRIPAK A Hippoif i 74P 2 [A] w5 B B AR <7 1k, 28
AR B AR YERF D) R A T B A7 1E T 7L 3
Y.

EWFLEF, HRT5%T STRIPAKE S 7¢
FEER T H A AL RS T BRI g B85,
Bl 4n, STRN 431 ] 3l o 45 1 28 11 45 & X 30 22 3808
HH CaMK, #ETfi b A SR 145 5 1K, it
BHIMZ TR E Y. BhAh, B AT DL e
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EeE G XA MR A EM B MR M E, S
N BRI/ 48 i 1) ER o 538 % Y, itk Ak, SIKEL/
SLMAP ] RELE O IE & B AIAR A 4 55 7 1l R 15 2
AT ThEE M, W SLMAPHI £ 4™ isoformfE A 1E O
JULEH B Hh G i 19 3 5 s 49, (1S — 3R, R E R
DUREIRIE 5T /N 2HL 9% T STKE T3R: PR 5 2 £ /)8 B8 LR 30
O UAE IR AN 3 iR AR, T Ik 2028 P 2 i B /)N R
W) 52 B RE KRB AR S, B SIKE LT 0 L A2
BHEFFRREEW, F4h 250K STRIP1/2
53 ) U LB 2 P T R s R e —
J7THT, STRIP1/2 0] 1 1 4 Jfa % 25 A 2H 23 40 i 42 .
51 40 5 i 27 F 08 40 L 2R PC3 Hh i STRIP1, B84
T 25 it A% CA B B 2 386 o, 1 i ok STRIP2 |
SEAN ISR R U8, T 7E HeL a2 g HH it 42
STRIP2)U| 2= S S A M A1 Fh Pt e 7 R B, 55— T,
E/NRIIIRIE R R B IR H , N STRIP2RIA AR
PR i LA 22 BT PE R T RSB A% R T 1 3 3¢
IR W STRIPIA A /N B TE SR Uk A B 1k
H, il g5 BRI AR IE B, 52540
JEURD> < SRS B EAULEh R (41 R R B
A MO M STRIPIZ A /1N B T HR 0 o o 3
JE X IR/ BRI AR DA R = Ay
AR Sl 53, 35 /N BRIT ) By, 32 BER I HEAT 1%
(R AT 745 25 B0, R W STRIP1/2 7 fiE /& 4 2 28 B
RE MRS YR EZ T .

H1 T STRIPAKE G ALUR B MASS4ERF 2

N

KREF, HAZOH S MR RN & SEE R E
SRREE S R PR E R . B, 78 N CUR BISLMAP
T EAKCFHIHAS AR (V2691H1 ET10A) 5 U I 18 4%
JpiBrugadaZi S EAAAE B VIR, CCM3igiL 98 AR
FSTRIP 1444 Hfa I AL 72 5 25 ik v 2 bR AL 5 WG 0 1Y)
ELER ), STK257] 2 S5ifis s &ipi s, HJaR
SRR 55 TR M RIS (1) R AR DDA GBS RN 9T
ICTTNBP25 H PIAE & A 25 DA OGP
2.2 STRIPAKE AT R EBENE
BrosE kB AR SN, STRIPAK 7E Z AN Fh
H 2 51 3 R R U0 (K 2) . MR
RN IEAE F A0SR AL, STRIPAK G HE4H 73 1]
RIEARFRTI6E . 140, PP2ABEREEE JE K4 g o
X ULEREE E AT, 25 MG MR 6 7
0200 PR 2 RS R, AT i 3 R DK 400 e R s 4
IR 7 1900, T 7 NKEURH , PP2ATI KA H & 1
= ] NKZH P73 14 53 3 SR B B K T4 2% v 4
JfL PR 7 92, A PP2AH S 5 i % TA0 I Ah 1
B o TE TAHMLHIEUE 5 e fE g, PKCOBE 2
@ R 1L Ui Carmal. Bell0. MALTZE A
MCBME &¥). 1M PP2AZ 4 Carmal &5 164507 542
AR LR, BT PICBME WL, 51T
Ui NF-kBAE 5 11 53 2 IL-225 20 i R 7 43 W i /> 13,
I3 57 SRS AT T 4R 28 PP2A S N 2K B B S B 5
MIREZEYIM. — 5, PP2AR @ LRI
SMAD3 Il H: 5 RORytTE B &2 &4, 311 4061 T4H

[mmune respons®

[E2 STRIPAKE &¥IHEYIF TRE
Fig.2 Function of the STRIPAK complex
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e Th1 718534k, A0 Th1 705 00 B & et
PR, 5 —J7 1, 1ETregdl fiirh, PP2ATR] @I i
mTORCI TG MERGERF H A ik hee. |k 2, 7E
Treg AR5 MERFRPP2 AN 25155 FmTORC1 [R5 14
A, HET R HERE AR, MR 51 R B & K
A0,

MST 1/2 BB 56 R Fr 98 FHE R 1 B 9% A
PEE B IR . ET4HMR B 12 d, MST1/2i8 5
T IR A 0% tho 58 e GTPaseli (1937 (i i3k B 24 T4 i
MR R tH A AN o 7E TA0 B AR S M R B MST'1/2
M2 S i o CD4A* A CD8* 4l iy K& T, 4ME T
Y1t B i S S el O, AN, 2 TR 5T s MST 1
it T 2 5545 TN M B TS AL AR MR T 17, AR
THHMLE A JE (L H (950 B S A B RE 7 8, 7E Treg4Hl
Fo A, MST1/2RJ S0 TL-215 5 3, (@ s /N GT-
Pase Racl-STATS{E 51l %, M {ie 2k Treg )4 58 Al
G IHITHAE ) 54N, MST1/238 Al i 4 4 5 4
FE¥E CD8 o DCATMFRAS A TIRE , HiZidFEAK
i T2 W Hippofs ‘T il %, Hok 2k 2:4H|CD8 o DCA
RSB IT IR T Re 70 R id B S R %41, MST1/2
TESE R I AN T B DU Gy vh R 5 45 H 2
VPR o WTEdm IR ARSI G 2 i = B
LRI P AR TE RS DR KO A . AR R A Toll
FEZ A (Toll-like receptor, TLR)Z>i# ik MST1/2-RacfH
S S TRAF6-ECSITHE AW i 21 25 DL 1 28 h
PRFAZE B WS /INACRT ROS =25 5770, T 75 i 25
e T4 2575 K7 3(interferon regulatory factor
3, TRF3) & 105 F B 000 I 1) S S R T, JE i e
HET 2 10 77 A AR 2 B e 72 SR BTV K
SR /NG R I MST LI ] e i i IR 6 IRF3 11
Thr75F1 Thr25347 5, JETIH0H] IRF3 [R]85 AR
B, FPTE PR EEE . 1 MST 15k B0 7 14
PGSR/ BRI PUR EERE ST, R MST1R A0
FE B L I I PR VG 7 BT B s )0 AT MST 1
P BE P2 I SRR RS, TR e 26 T, AT
R I MS T4 B/ 55 20 i b n] LLIE R B IR
1& TRAF6, M) AT 1 R IR S g B2 B0, Bk
PP2 AT I il A 20 7341, SIKE AT SLMAP] [F] 5
% A TRAF3IP3 /& STRIPAK H' % 5 4 % i % 1) W
ANEERT. He, SIKELFZE MY Thhe CE AR
i £ 1520 SR (SSURIT /)N B (S48 Py 8 22 P X 2R )
WS R R . T A UK S AN AR

N IR B A A R FH B BE XU 2 A, BUIKK e N 751
H A% kB, Thig b, SIKE] X EAIIRF3 35445
A TBKI1, RA%E TBK 1B i% 06570 Th g ©1. 1M 2440
it 52 31975 23 B Ge i, SIKE1 5 TBK A &5, 32 s
TLR35 5@ B A BN AR DU 5 N . A HF LRI
FEASYE P BT 28 S e At e o SIKE 1 A B B 7t i1, 3%
B TR 28 T 26 995 2% ] RERI D SIKE 1R AM 115 £ PO 55
SN 68 1 E AR BT, 7 Sl A, SIKE 1A Cka
AL DR 2 PP M TR R, B GE Hippofs 5 i
%, (EEFE K1 Yorkie A A%, B 1A 1kB/Cactus#% 3 7K
S, AT 38 58 Toll AT (B B8 s B2 B4 T g &b — Ui
BT AN, SIKER AR [ (BeSIKE)Z i
P IE 2 e R BRI , 38 o0t 0 O fi7 05 2 A 6
1 5205 T IR BUAE 71 B8, Bt , IEHRATE N
(2 AT 8 /N %% I TRAF3TP3 B A 3 5 3% TLR4
TOTIE R, (AN AR 2 E S T A S R S, SR T
DA B RNAJP BR80T SR 4 B2 R4, 185 30E RIG-
I/MAVSAE 58 2, {23 R IR G ) Jio-on,
2.3 STRIPAKE A#15 iR

I AR R, KRR ISTRIPAKE 49111 )
AL 5 R R AR 2 UIAE OR(B12). SR B b K2
HIF 5% /I 2H 38 3 % 18 STRIPAK ZH 43 4t L 2 [R] 78 AS [7]
e o () 278 K Rk T RN, R LR AR SE
AR IEAR(0.5%~6.0%), (H455 7 STRIPAK S [K 5345 (1)
B MR R R R H B K. #—250)
MR BT 21 23 b i 3 SR AR R BE IR B 2 (161), LIk
9 AR (15N Iilies (134 AR B2 (13),
ELFE S0 TR 200 R e R 52 ke 25 PR v 8 AR 3
AR D (RT3 BRIARTIR S, T 1 70
S IUSTRN3. STRN4FIPP2AZY: HIZE B, T2 N
JIES S 1 RN T 40 B e 3R 0 I8 3 T =, STRIPL2 U 7
AN IR EIE, 52 M R, AFESTK25FHIMST4
TE P PRTE2E 23 WIUAE B i J 2 A7), TRAF3IP3
15 BB AN RIA N R, HERRE, RS K
A NHippofs 5 (E MR H B % 2k, (HIE B AT R B
MST27E B i H R IE KT B TP, 5, MST4
TE B9 P VR E ) E 45 B s RN F i T 2 T
e IXEeLE B STRIPAKAS A 20 43 (1) #6558
BCRE A T e 25 BLAE S [F) IR o T B O HE A S 1 )
HE o

i a8 E K E MEEE LML, STRIPAKE &
WAE 3 EE3E I Hippo i 8 38 A f i i =Xk 45 11 i Jgg
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i bR o] B AN YAP/ S0 B . X s IR B
STRIPAK nJ il i 61 I8 %5 MST1/2 4B {2 i YAPTH 1L
R R FE , B 7 $E 1A STRN3-PP2 A HAE
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TR, >k B 36 [E 1 AN BIF 7T 7N 55 331 L STRIPAK
T8 I AR 45 MST1/2 80 2158 MAPAK 55 Ik St U 73
PEJTTH, IR T YAP(E 5 15 A e 32 e % e (1) 7y
TFHL . BERE— D, & P R PR 2 A0 1 T
41 /B STK25 7] 45 5T SAV 1% STRIPAK frI il /E H
TR MST1/23E M, (23 YAP(S S &L % 1t
4h, STRIPAK-MAP4K4-YAPAE 5 ik a] {ig i3 Jes 3 K]
SV40/) THL 5155 T I Mg A 78, 72 R R AR B
HAWT B A A T OC A 107

BriEak Bk st it Hippo#is4h, STRIPAK BT
21 4348 LAAE 2R it Hippodd 46 45 2 1 42 e o A R
Bilan, WAV MSTA R B 456 FF R 1L YAPH)
T83AL &L, FLATS1/247 T 1 S12747 s B IR A 1[5 410
H YAPIEAL , il s B AR A U7 b R BILER
fEELATS1/2-YAP{E SRl 2% (1) 2644 T, MST4U
A FBERR AT 2 DAYERE YAPTEZAN IR (7 EH . SR
1M, 145 5 4l B R 3 B YAPTE o FE v AL IR
R, M, R, SERIA ) MST4
Al DL MOB4 LA B AL A A 11 77 X 4, il 5 4
PG5S 7 AT MST1-MOB1 & &Y 1k, 18
NI MST L & PR 15 5 YAP(S S 80E , AT
BRI A R I T ALE R P, HREENE, BRE
$558 1 STRIPAKAE #E YAPTE AL 4N, STK25i4 7] BAH)
B MST1/ 28GR AL Thae , 18 B2 0 R AL B0
LATS1/2, MT#0H| YAPA S5 ThAg . STK25()
FIE NN FBOYAPTE AL FF (R 2E 2 P ik A2 K
JEUI, Ak, MST33E ] DA E #2182 44 Hippoid #% |
T TAO1/255), # A AT BE M 3 — J2 TH 4% YAPTG
P, AR LE T LA 75 Bk — 2D AT

)5, STRIPAKIA AJ 3 ik AR T Hippoid i

177 A R AR . B, B mRiEm
MST2 1] 3 i #i% Ras-MAPKAE 542 1 41 ifg J&) 37 3¢
JE R0 i JRE 20 PR 3R . FRATTIE B R I MST43d ik
Wat/B-cateninf{5 il B N LR ik, (i
Jorges R AR R U, R dR B N EL AL A, ok B SR (E
BT 9% /NI 2 I STRIPAK A 3 1t 147 4 i 42 =
IR A 3 FL IR 8 1 Jt i 4 7% 9. HIL E, STRIPAK
1 4r STRN3 I FAM40A/Bif it CCM3 47 5 MST3/4
B, RS S X PPPIR 1458 % B B4 () i R AL 401 1)
VERT, (iR 4E LR 2T 5 Ezrin/Radixin/Moesin &K
i EE 1 A4 B P e 7, AT B e 2 4 S
. MAh, ZIRE AR R STRIPI A IE I p21/p27
Z 5 R LR MR AT BUR AR P8 FE g T, FRAT
1T W4 I STRIPAK & A5 4 vl J8 i1 - 51 25 M 82 T8t
7 P2 AR FIDNASU 15 5, 1@t MST 1/298 v P 1
2 DNAWBE fe A4 R R A e v Do b —
BRI R I, MSTRIPAKEEH R HKHIMST1/21]
FLER I BN AZ , I R 1k Y 0 o 45 W ER Y 2R
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(https://doi.org/10.1172/JCI155468).
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#2 STRIPAKWAEREEAHEE IRH)
Table 2 Substrates of STRIPAK phosphatase and kinase

Hoy F LA JEY)

Classification Members Substrates

Bk

Function

Phosphatase PP2A

components

Kinase compo-  MSTI

nents MOBKLIA/B

MST2

MST3 PPP1R14A-D¥¥
TAO-1/2 1

MST4 PPP1R14A-DM! YAPU7,
B-Catenin, TRAF6*!

STK25 PP2ARS), LATS1)

MINK1 LATS12, SMAD2"

TNIK B-catenin®!

MAP4K4 LATS1!7, LFA-104

MEKK?2 LATS1

MEKK3 LATS13

Moesin®*"!, GCKII/IT/TV?222426],
CaMKIV®, SMAD2™), Carmal”™  response, tumourgenesis

LATS12, IRF3™, STATS!",

Tissue development and homeostasis, immune

Tissue development and homeostasis, immune

response, tumourgenesis

LATS1%%, STAT5!", MOBKLI1A/B Tissue development and homeostasis, immune

response, tumourgenesis

Tissue development and homeostasis, immune

response, tumourgenesis

Tissue development and homeostasis, immune

response, tumourgenesis

Tissue development and homeostasis, immune

response, tumourgenesis

Tissue development and homeostasis, immune

response, tumourgenesis

Tissue development and homeostasis, immune

response, tumourgenesis

Tissue development and homeostasis, immune

response, tumourgenesis
Tissue development and homeostasis

Tissue development and homeostasis

75 4 T (BI3A, Hria)), M2 J5 1Hak 2 e 5 A
I H .

Nk, FATHE T STRIPAK HY STRN3-PP2A 1) 45
FIME R, A ECT 5 STRN33E 4+ 45 & PP2A [ il 14 %
JU, I Ak A U I AR E AR T, B2
T T B ) 380E Hippo B 1) STRIPAK A il 14 £ ik
SHAP(STRN3-derived Hippo-activating Peptide). 1%
%2 kAT A PP2AXT MST1/2 1) £ #EfR AL, K
2 MSTI1/2¥ X YAPAE 5 HIH 616 77, 2k 3
) 5 9 4 A A0 PR A H B (BT 3)P% FEIE
S SR P AT 3R 1, FRATT46 82 DL STRIPAK M 2%
“Or TR MRS, 43 Wit T #E A STRIP1-STRN3
AT SIKE1-STRN345 A 1 26 il 7 2 ik, Hor 3L
i % N SAIP1/2(STRIPAK Assembly Inhibitory Pep-
tide). 5 SHAPZRALL, 7EHippols 5 % R IR A1 i,
SAIP1/2 7] TG Hippo B B vG 14 , J8 i #H] DNA
WM E )1, 7S B 4B T7 Fl PARPHIH)
FI R ESURAE (https://doi.org/10.1172/JCI155468). 1E
IT7TH, BT PARPHIHIFIAGT 27 10%~20% ) DNA
TR R TR PR A 288, W R PR ) T L AE I R 1)
FHYE R, DR, FATTHE I8 3 8 1] STRIPAK 2H 2%

AJLE MR A M R NS T DNAME R B IE, AT EA %
JE R A0 I BB SR SRRE PRI R T, il S 24
TEME H JE PARPHIHI 7 (1) 78 555 A HE, SNilm PR B yeg 55
W SR AT 0 L o A, AT I v O T
BORAS T REfE 5 4T B STRIPAKZH 25 /N3 74l
A, ¥ A STRIPAK HYJERA 7 A R 4% A FR AL B
% 1) 5 M (https://doi.org/10.1172/JC1155468).
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25 bRk, &F%FSTRIPAK ) 45 F4 Al A= ) 24 Th e
T CE L BIRN, THEI T Hg Rl 5.
5 R 7R N I NS0 (MR BB R, HVDP R T
B ) TSRS, (0% A 0 A 0 2 R 1 S A B
W DR A KEWICE . B, S EE0A
5, RERMWILER 752 A5 s g,
(AT G = TR0 2 W R T . I AN oAt S 2R e
NI DRt A as, JLHEFERNZE AN
1 2% BUAA B 52 240 B N AME S IR B A TR
I, R KR FL R 15 R/ SRS TRIPAK UK 45 Dy g 1) oK
AR (AR S () F G5 R0 TR N AR 1 9 A5 5 )
WA AEA S R CEE, ik, FERIARA
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Fig.3 Targeting STRIPAK
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) [E1 80K AR R 3 & AT STRIPAK I 45 M A AE 4
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£ SR A B0 B R SR R

assembly for anti-tumor therapy
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