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(# T PSP TR (HIRD) SR AFTA RS AP UL A B A PBE AR T R4 T T A I JEF AL 455 i BEL BT, 7 L e 7%
BRJE AL AR A, SR T 357 DR MR A2 T A B RE , BT O I SO A B . B 6T HIRL (5, 2 2Em] LUEZ4 0 3
Pl I PR < S A, AR Y SR, 5B A I TLAN T AT ATl 4 2 AR ELSE IR, AR o SR T 5% T 45 53 B 1 T A T 46

Ao BT BRI (5558 3% T LA SE S A B HIRT A6 43 2 1l i B L, A I8 BBy HIRT B35 76, 985 HIRT, {2 8 37 25 i iF
Ko B, ARSCEEF S5 T 0 F2HUH 7 0E R, sl lop BT 61 TR A
[ %4817 ] Notch {F5%1% ; B-certain % [1; PTEN/PI3K ; p38MAPK ; JiT-f 1fi.

[FHESES] RST5

T Gk 10 P88 15 52 475 ( hepatic ischemia reperfusion
injury , HIRT) & 7R | JH-R8 A A8 U0 7 o 2 A 2 81
Z e R AT AR I I 48 4 BELWT , 7 BEL T A2 B )
JH AR S, SR I35 B IR A2 T 8 A= BRI BE
T & I B 5405 . HIRT 3 o T 40 Bt i) 463 405 D IR 7
THREE SRR, i S0 T BU7EA OCT HIRT By it
FESBN , A M T 1) 32 PR A AR A N K L A ) R
R AL o X LA I T AT LR B A, M
Wi, EARAE 3 26 ] DABR A 240 )22 1 i A B
(SR S 12Y =675 wm @ E TR K i o vl 1) O s R e sS T B
KRNI Z 55 0 BT Y, I8 4 57 T A i g
G B A n] LA R T A H 0 b BT Ei {2
PR T A5 530 B B RS 5, BELASH 20 B A 0 T R
RS/ T 40 M A T, TR HIRL, PR, A SO
FAF S o2 O T B AE 50 R B F R
TR
1 PTEN/PIBBK/AKT 5@ K

R B A 5K 17 1 [B) U7 4 ( phosphatase and tensin
homologue deleted on chromosome ten, PTEN) Bl A\ Zf 10
S 0 A i S 1 W R i A 5K g B (RO Y 3 A
1997 4F K BRI — B AL T 10423 G €8 (4 iy 41 9 B 1AL
T N PE LIS 3 -3 i ( phosphoinositide 3-kinase , PI3K) J&
— KRB e P W R A FL I i i 3 157 358 6 1) DRl g,

[HEE£TTA] 2015 4841145 K% 4 Q18 L5 H (201513705042) 5
2016 4EPY)I| 48 KA A sL 5635 H (201613705033)
[BEEE] H  #i,E-mail:18692990@ qq. com

[ XEktRiREG] A [WimHH] 2016-12-25

A PI3Ks 1%, AKT & [ /i B ( protein kinase B,
PKB) , J& PI3K A9 B ¥ 85 11, nl & 40 T Ui 09 2 AP e
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W PR T A B R A 2 20 A ) JE AR 16 )i A e e
SEPEVE ROV L . BERR AL AT G AL I B, B 1L
Al P TNRE . PTEN HAG XEBERR G M. BEWEN
B YA B R VE F , 76 PTEN/PI3K/AKT {5 53l
B BEH PIP3 11 3 MR I BEERIE B PIP2  fiff PIP3 32
R INRE , N TTTRELIT PIP3/AKT {553 B% , 5 B4 o 4% 5
R AR T . HRGXE PTEN/PI3K/AKT B
9% FEIRTEMIR I 1A, 1 2 W R W, PTEN 7615
PN IR g | T s 035 95 | T L 45 B g v A O AR U R
[0 AR, % PTEN (R Z T8 A b Jed 45 4 e 22
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TRk Y 8 B A A0 2 I R TE 40 i (HSC) |, i AL 2%
7L NS R PTEN J# B, AT R AL 7T %, oL
il FTRE A TG 4k PTEN i PI3K A7 S|4 i , 2 1 9 il 1
HSC R385  DhHE A 4%, A2 gk HSC A T, {15 1k I
. AT S R B, PTEN/PI3K 78 5k i 7598
b AR R E T o $i| PTEN (3% ¢ w]
Y% HIRT, PTEN/PI3K FJ L7 |2 e i P98 v i £ 47
P A FRIE S HL 26T A foh & —Fb < B 3R ML,
TEER M LB AL 1) AKT P9 1 2 7 o ik &2 L
FRALTE T, R 1E AL 1Y) p-AKT 38 1 3807 s i B Wi
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ZEH] . AKT 0] B0 1k IKKs, fifi 2 B ff 1-xB,
PR EFLLCHT PR T HE D 4 5% . AKT o a] 41 fi] caspase-
O, BH IR 98 T Gk R R i AT . @I EE I Y. AKT
R4k forehead ¢ % 5% 5 K, I ] Fas-L IGFBP-1 #l
Bim ZEJHT-MIDCIE R 5 . O AKT B9 1 12 5 )
R JEEBTE R AKT (&0 7= Wk i 2 45 R K
R A e A0 A B B, P A0 AR T A L TR
HIRT H JH- 40 4 9 19820, HIRT 3%

2 Notch F5i&#E

Notch J PRl e R BF SR, 2K Noteh SR ) 2R
i 2 R A S % 5 21 ( Noteh ), 1983 48, Notch BEPH E ¥
W vl , 3 1 LR Noteh 4K . HATE & 46
R AL TUHE R L BE S fa 3G /N BRI R R i
Notch (Y[Rl JER, 7E45YFh Z [8], Notch ZEJ5 8 I 1) 25
P HAT R R AR ST 327R Noteh FEEAL I iy BEAR ST
Noteh {55553 72 38 125 20 1t (6] AH ELAE 7 Ul 5 2
FRANMLAY &8 SEE LRI T, FEMFLsh AR iy,
224t Notch {5538 #% H1 5 FP LA (Jagged] (2, Delta-like
DII 1,3,4) 14 Fi3Z {4 ( Notchl4) £ i "> .

Notch {5538 #§ 52 AR 8 1143 F 54 300 kD 7247,
Hi 180 kD Jifd 4 X 1 %5 K Bt D) S 120 kD (1) i PN X 41
Mo MAMX SHEARSS G5, ZARTE yv-53 WA ADAM
FIGEFEAVER T, P X K A K i, Bl i Y X
WY B BN M N B ( notch intracellular domain,
NICD) s NICD A 1 41 a5 5% S 25 20 M % 1) o
BLEEM AR LR BB AE — 1> RBP-J 945 &35, NICD
5 RBP-J 254, 30 T e 3 R 9 2 53, LR Ui AL )
Ji Hesl F1 HesS , n] LIk 40 MO # 5 FLFE2E T 0 ST 10
WFFE B, Noteh {5 53 [ mT LR 32 1 40 i 1 1% 4 43
AR R, 24 HIRT B, Noteh AT DA HESr ) AT-200 P
A AR T A0 B T s R B, DR 40 A %)
T-. [RIA}, Notch iffESE 58 X B B 3£ A 7 BR. Notch i
PR L] HesS P Bl STATS 3435 98 % MnSOD
M ik, B B W BT 95 & BL, 16 HIRT B
Notch {55 S BT iF 47 F Hes5-STAT3 & & YT ik
5, FEOLBERR LK T T, 5142 MnSOD /b, 1 7
A (ROS) 3 i, A 35 o PR 38 Notch 56 [H fig
WS BOE HL R W 9 Hes5-STAT, STAT RE#%4E 1F MnSOD
B A T PSR I P 3 o, — A R P R A
FEXT LA FE , MnSOD IR T FHEE 7 A0 B
F&, PR F 5t i 453 493 R Kk 8 o Noteh A 5 49 JHF 451 4
P77 8% FR K Notch-Hes5-STAT3-MnSOD” 43~
EEL

3 p3SMAPK (=258

24 B3 EIGALE i ( mitogen activated protein ki-
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PGS 0T, BHA S SHE RN ARG A
AL . p38MAPK & —Ffi 4352k 38 000 kD 1)
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By s
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T A p38MAPK 47 5 P iy 41 il 571 SB202190 4 42 ik fikt
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SR E BEP ) Fk, 5 R A0 MU YE 5 L o1k B 25 Fh 2
JHLERL T8 i, A3 HELTHT p38MAPK. 2 2021755 Bel -2,
caspase-3 A1 IR ToIH B, 5 |2 — R I AEPIRUN

JLS DA LR AR S, p38 MAPK 2 % A G0k e
Vo p38MAPK [k S b A 45 4 it : PAK (MAP-
KKKK ), MLK ( MAPKKK ) . MKK3/6/4 ( MAPKK ) .
p38MAPK(MAPK) , 3t [rl#4) B T — ™ 3% 2L 1Y 25 H i
JRAE ™ o p38MAPK i 1l i iof |- VB 2 5 IR -
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R SR G (G B MBI Z RS G IR A
50 T B A MR b RS S R TR
p38MAPK , p38MAPK #% # Fig 4t 1 7% J5 ( p-p38MAPK ) |
SRS N A0 MAZ b, JTU0E AN [R) 1) 4% i TR 1 T e 4 T
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fer HSC 1 5 A SE S, FLIE A 2 p38MAPK Y215 T
i, 13 HSC Ay Toizb . e HIRD H, p38MAPK 11
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Wt {5538 2 DS A P TCRE 138t 14 22 1 0
ORI, Wit 53X — 2 7R IE T 2 R E R
1) wingless ( JCi#) FI/NE Y int (£8) , TEA Pk ik h
WOAPRSF . Wit ELERIRIG KT Al fris
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I U R AT 4R 40 A A R ST R B
VERR TR R A

Wnt {55l B4 TR 2 E2A 3 4Ol B-iER
(B-certain) 2 12 5 1 4 Mg 144 ; @i 1 JINK (c-jun
N-terminal kinase, c-jun & & K ¥t i i ) /5 A Planer
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FZD-7) MBS X 45 4, 7656 B 32 4& LRP5/6 3 W] 1 F
M b B HGEL AR 1 (dishevelled , Dvl) #5545 28 fifd i
B, Dyl BEAEAE 3 GSK-3B 454 Bl W2 1k , £ Ho ik
B BT TR T B-3% I H R A AR, Al AR
REDLIRAR , R il 23 1 B PR I FE MO BT P SR 4, X
Tl BRI TR T A0 A N A 1Y B-i% M 1 AR
A AR AN N B-E R ORI, 24 HIRT
IF, A A A A A N BB, 7 AR R T PR 4 ROS, X
fi}, B-certain H %5 XSk 155 5% A T ( Forkhead box,
FOXO) 4545, 155 FOXO %% S 16 14, 8145 4 i J1 39
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723K ,S0D 5 ROS 25451 2K ROS , DT 98¢ 5 4 7 33506T
JF B 451 E 0 Bk SOD3 2 4, B-certain i RE 14 4
CYP2el ,CYPLa2 il S-25 It H HK %% 7% il i 26 9] 455 450 ;.
W PR T

5 RE

PRIk HIRT J& 40 08 123 B , B AR iR/ M T
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PAT 0 o e, ok S g A 2 R — R . Bl

PTEN J2 a3 # il [N 1+, c-mye BEAE 92 € 198 30 1,
24 Hesl 8645 c-myc 535 PTEN [ )3 3 7, PTEN G
Al ARBERR AL, 1516 PI3K-AKT {55 i@ % . Notch i
W Wit Sl A, ZER T AN E AR il BERE
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