EFLECY 13 kAR ) Volds  Nos

20244F 11 H JOURNAL OF SUN YAT-SEN UNIVERSITY (MEDICAL SCIENCES) November 2024
Hippo {5 5 i Ak fi PR - 9 £ S ROG I 58 ik i

W, ik B

(1. ] g R B8 2 R A AR IR 2 B, VT aéKJl|4soo46 2. Jr‘ﬁ P 2 R AR — B EE B BRE R TR K5 450000)

& Ol PR A A (IS) S — R UL A R AR B 28 R BE P06 o Hippo {5 5 38 1 T 38 o 25 453 493 4 5 1y pf 4
AR AR TS ARRE S SRR N I8 A 22 s B B R ) IS 19 R A2 R TR R o 7SSk Hippo {5 538 B AE 1S
FP AP AL B 3 B ) FAE AT R Ge itk 2, LABH A IS I IR IR Y7 TS $R (o 22 i e 43 I JEL kG

SEHEIR - Hippo {5530 5 BRI B 2 o 5 Bl 2 ARAP 5 SRRE SO 5 AR I8

hESES R4 RS A X EHE :1672-3554(2024)06-0976-07

DOI: 10.13471/j.cnki.j.sun.yat—sen.univ(med.sci).20241021.004

The Role of Hippo Signaling Pathway in Ischemic Stroke and Related Rresearch Progress
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Abstract: Ischemic stroke (IS) is a common disease of the central nervous system. Hippo signaling pathway can affect
the occurrence, development and prognosis of IS by participating in various pathophysiological processes related to brain
injury, such as nerve regeneration, apoptosis, inflammation and oxidative stress. In this paper, the mechanism of action of
Hippo signaling pathway in IS and the interaction between pathways are systematically summarized, in order to provide
more options and ideas for the future clinical treatment of IS.
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O i A 45 W 3L 3h W) STE20 K 4 1 3 B 12
(mammalian sterile 20—like protein kinase 1/2, MST
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NRP1) 45, P 41 15 20 it A R4 5, 590 41 9/ =
SRR E L S WW R C2 8541 2 A
K (WWCs B R ) & —FEE NG5S E
1, 38 5 5 Hippo 3 i A9 A% 0 B AR BAE T, 981
TS I P 1, DA T 3 S RS . RS
KI WWCs B 1 B 5 LATS 1/2 M1 SAV1 AH H.
YR, T SAV T SLA] MST 1/2 B B A 31305 LATS 1/
2, 7 Hippo {5 5 B 50 BLAb, AR E
L LATS 172 35 ) 3 PE AR B2 Nf 2 F WW Cs 2R
P10 200 B R 2E 2 v i 2 I, T ST 172 B 9 Bl %
PENRSZ 5200, 3F B T Nf 2 F1 WWCs 8K 1 REHS 142
MR L LATS 1/2.

Wi 7L 311 4 v AR e 28 22 45 T Hippo {5 5 3 [ 119
PO TR S AR LI 1

Hippo OFF Hippo ON

(@ (iBRA) (FRMDS) ¢
f2

Cytoplasm MST 1/21;4'/:/\

= o
N ats 172 7
P,

YAP/TAZ

& [oosmmemd |
\k Growth, P:o‘cf«-ma\. (ﬂ

. xDifferentistion _
S e

1 FEELEhY PR S R 4 R Y Hippo i@ B AR 7S
Fig.1 Two states of Hippo pathway in mammalian

central nervous system

AT E I & BT Hippo {5 5 18 #% 5.0 145
PRI B UTAH G %05 5 18 I B VT RE S 1 52 R A A
L YEAL Y A, I LR LR A o A B, e
Hippo {5 5 18 % , R OS2 2F YAP B9 4% 5 47, 1 i ok
DR 4EAL , B D REDIRE ™ . BRIKZ AN, Hippo
15 530 % 5 A 2R A TR 19 A 2R R A DI AR G
AR MST 1 6 % Ul 45 JU1 2 45 00 2= B8 AL E /) Bl
PP 2 eI RSB TR B R fK 1 MST1 7
AL (Huntington” s disease , HD ) 35 1) Kk B2
JErh L EER . R, HD B R R 2 i YAP
BRI . S A DR R B, RS /DN I 24 i
K MST 1 AT Bl 1 2P IR 75 S 14 4 28 98 0 R 451
P . FRULAT L, Hippo {5538 B AE VR YT 1S h HLAY



978 HlR AR 2 (R A2 ) 5 45%

feFERRZE IO PR I L ROl 9 A S 10 45 2 FEA:
L, B iE 2 s o

®, G
<

2 Hippo iR 7EI&IT IS A ThEE S M4
Fig. 2 Hippo pathway for the treatment of diverse

functions in IS

2 Hippofs 5B ¥ £ ISK A X+ )
YE A

2.1 MERPIMBLE

RGBT A 5 A B BB Y 209%0-25% , T
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eyl | N ER DAL SIS % TR NS B 3| S Tl
KBE, U MST 1Al 51k 3 MO E 1
(dynamin—related proteinl, Drp1) M 4 Jfd Jii iF % 3]
LKL AT, DTS 2R AR 242 T ik B A Rk
A 2788 ) 25 S BORE R A 2k | T P 4 (reactive
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FE 2 1 (amyloid B—protein, AB) A PTEL 2242 #F MST
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TNF-o) &5, JL R K F E A7 14 2 -4 (interleukin—
4,11-4) A E-10(interleukin—-10,1L-10) % .
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FEAR T IL-1B . IL-6 . TNF—o 25418 48 H 1 i 22 3k 7K
U T R LS R 2 SRE o /IS BT 4 i v
WRP 28 2R G0 P i BE Y S e A0 A, T 3 g AiE 6 M1 Y
TR M2 B, HAR AL AR BN S 5 RAE L
INF, [F) B, K 2 5 AR R P 22 O D) B Y AR
Fo WFFE A& BLP, F 18 MST 1] 300 /0N 5 40 6 11
WS L EMEE T UR SR A2 e . Chen
SEPTHE MCAO KRR & 8, fiL B RTS8 0 N I8 Hippo
B S ) /T T 2 i 1) ML AR A, B T R
SN I I3 ket PR 43 5 0 RO e o A i 2
WRA 28 R G b B ~F 8 (WIS B A L, E A 28 AR ke
EHREAVEM . Ah, Huang S8 o ST A - A
B 25 /P 1 (oxygen glucose deprivation, OGD/R)
B e I, A i B R I 4 B Y AP B9 A% B 43 AT LA
P AT 1, I TL-6 25 9 0 TR B B
P UL AT AL 38 3 R T MST 172 S Y AP 45 S 2R (1 1
FIR A B TR 2 SRE RN, DA 2 40 A
MY,
23 HHRUET

AR T — R DL AR R AN AE T Oy 5
T ER R I A B A AR B R R S
Z5LE ., B4 -2(bell lymphoma—2, Bel-2)
SRRV EAPUA TR A, s A A A
T EE AR AR T . MO, Bel -2 SEHk X 4R
1 (Bel-2 associated X, Bax) 4 BCL-2 ZJi% /1 (1 42
JAT A, LA 5 R 2R AR 15T 375 1 1) 3 i, B
20 M PR AN B B R C AR I T, S B i A
T2, MST 1/2 45 Hippo {5 5 38 i 1 I i L
TEVAE AN Tl B b R PR EAEH] . Shang 45
N KB, MST 113 323K BE A8 % Ik Bel-2/Bax 19K
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R B, TDP43-CTFs35 7 MCAO /)y B 21 21
B A P AR IA K 182 T i H G Rk nT
Hippo {5 718 i, IR SR 85 R A T YRk K, ik
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F 2 (nuclear factor erythroid 2-related factor 2,
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