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PN 5T R 97 3 Cendoplasmic reticulum stress, ERS)
KA T WK 1 & & F R W Cunfolded protein re-
sponse, UPR) & 40 Jifl % &b 5L 35 i B vy v 2 4545 %
AR 55 VR T 38 3 1 42 0 T A R DG RE A B Rk L
HE A0 R A A BAE T, E IR RORE Y T I I
(protein kinase RNA-like ER kinase, PERK) J& UPR
10 B 2H B 43 o ERS IR 1 BTG B0 G B 9 T A
T FE R PERK B BA R 1R SR #5282 /9
PERK ¥ ] B8 S B ML 1=, F £ %K 5 PERK
ARl 3 A G 91 T B U 5% W PR L 22 AR AT MR
i O LR I iR 45 . AR 2538 BT PERK 7 5
i e H SRR G RR
1 MM R

A BEN B CER) & L 3 & A& i, 4] 40
AR K N T NS AR L R R AR L AR I8
PRI A IR & R HE B A RS e 2 s
IRFEAR TR RESEVE o W AR A BB A R AR . Y
IR (1N E =N S e B N W A VR O = B N I
PR AR LRI R 3T & i 8 R L 51 ERS,
£ ERS J& . 40 M 00 = A B AL, SEFk 8 UPR: @©
FERBEHA T IR SR A G QER 4 FHEBII B R
Bk 8 2 1 5 O T I R At i 1R T 8 2 1 KA 1A JBE R A
X[ i (ER-associated degradation, ERAD), i %L 3h
Y UPR F % i1 45 F 18 & 11 (binding immuno-
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globulin protein, Bip) fil = /M E&AF [ PERK | if fb % 5%
[l -F (activating transcription factor, ATF)6 FJJL 1
1(inositol requiring enzyme 1,IRED) J4-&M, W [E 7
FHAMH mRNA B3 A Bip ERAD &3k, Hrh
PERK J& UPR 1 5 e Bl 2 fie 32 2 1915 53 %
gAY,
2 PERK BERENMAT.BEHEEER
PERK 5&fii T ER J& I, J& UPR #Y 3 3 &% 52 25 ,
fil ER oA & A AR A . PERK N 3 {7 T ER
RN TG PRI 5 Bip 454, C sin oz T M B, & A
i3, ERS I, Y RYT &R E A FE Bip B4 LR
Yy 45k IR 45 A F L Bip B9 ATP BE45 Hd 55 PERK B B
25 Bl B AR M & AR R 5, PERK & 4B B B ERGM
W% . 78 ERS T PERK i B MR fb eIF2a 2R 3 /b
mRNA ) ## B k55 i & 1 BOR A B 28k AR
VAR P BT IR S R T R AR Y R A B R AL Y
elF2a & 5 4 38 I g 145 5% 5% [ ATFEF4 (activating
transcription factor 4, ATF4) mRNA Bl ¥E, ATF4
Fik LS5 AR S B S D R R A SR
ATF4 1 ERS J5 3% C/EBP [A ¥ 1 (C/EB pho-
mologous protein, CHOP) , A #F 58 UE L, CHOP )
Ja 8 & i T PERK 3@ #% £F 22 ¥ 19 800 % .,
ATF4 S0l sh ¥ CHOP 3 K H 3 N 7 b 1y & 5L 1R
RBefEEs AL IR Rk, B . ATF4 1 CHOP
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PRIR)IFS S0 B A T W 2 SRR A A T A AL S 4%
FhEE R k. BF5E & B CHOP 3 i 75 5 b f2
PR R 1 R AR AR A M A T AT AR 5 A K
i 5 DNA B340 15 % 85 1 34 19 5 S ALk R
L TS 5 28 D &R 7Y K & R IR EE K i T Ceys-
teinyl aspartate specific proteinase,Caspase) % &€ #F
MM T . Caspase-3 BAR Ny “SET-IRAT HE G, 2 20
M T G R P FE AR Y, Tao YK
S5 BEFEAE 52 PERK-elF20-CHOP 342 71 LI S 1L
WM. A, PERK-elF2e-ATF4 1] L) il
ib R X% A T 1 4 F (X-linkedinhibitor of ap-
optosis protein, XIAP) , — 8 72 & FH # #l 7 . A By F
Caspase W7 LB S EH T . 5548, PERK if Af
i it BE R L) BAD EIRSTIA T8 B Ak R/ A
1fiL 955 (B-cell lymphoma/leukemia, Bel)-x1. Bel-2 By &
KT TR A T AE Y Fas ik, [FIB RS Fas 75
S TR RO R STA AR . U, PERK 8 %
TS A R T E Al A . A RS IE SN elF2a-
ATF4 IR 2REHS 5 5 A W, Jiang Q 5"/ IAH PERK
T B TS Y R DR E AR s B — R AT
FEFRWINY, ATFA 0] LL3E b 5% 5% 06 5 [ AR O 5 A
(autophagy-related gene, Atg) 175 5 H W, i i Atg7,
Atgl0 Al Atg5. 76 H BEAATE Bl 4E K R D) B Ak A 7 5
W T B ATF4 fl C/EBP [l I8 2 11 (C/EB pho-
mologous protein, CHOP)™' | il jd elF2a-ATF4 @42
OIS Yk 28 g SRR DR AT DL 3 o = AN T RE A D 4 S 2
5 A BT A A BT Beclinl ; @ 4w i1z R
FEARGE AR, O HCHE T 1253
( microtubulerassociated protein 1 light chain 3,
LC3) . ATG12 il ATG16L1; @Z 5Z RIIKWFEH
MR i 1Y) 5% 52 2 R B BRI 6 4n p62 R NBR1M,
PERK AJ LS LC3 T ] LC3 I i 4k, 84 Beclin-1
TN i [ W IR0 2. AL, R PERK #05
A DAIE o O 2 SV UG B A AR OC I R
KV WD W A R T A R 1 e A SRR
Hasanain M 25 75 fili &8 48 g " 2% F o-Solanine ¥ 1%
PERK i # ok 7% & (1 1, 58 LC3 Rk T, Hidid
ULE PERK 036 & ¥l LC3 Rik/KF B ERHRM, 1
clF2aA/ A R Y /) BUVE iR £F 2 40 il (MEFs) H, ER
Hh SR A R R B Y R R R R AR i S Y W T B
elF2a A W IR 1k BT 30 i . 3% B 723X > 45 B4 o PERK-
elF2o 753 f% . ERS F1 H W R A7E — &, Kou-
roku Y SENR BLAE /N BUVE G AT 4k 40 B T poly Q72
5 h AFUAT LUBE PERK, 51 F W &2 Atgl2 193
ik AL IF H elF2a BERILZ 5 LC3 ML,
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3.1 PERK 5 AP BRAR IR 40 & & ER, fi 5t 1M 1L
IR WS 5% 2R T e 1 R Sk 3 A T 10 45 o8 A 7 R I
£ ER 475 A5 0 1B AR 40 it 5 25 5 % 30 A1 8 ) 35
W A ERS 25 A MR R (acute pancreatitis.,
AP R LR, UPR B2 MBIE LM AP A OEHY
2 205 3L 2 AR Ak A5 o R R R T 200 B v 1 v R B
MEFE TN . AP [ —A> 58 R SR MR I 40 i
KA TR . LU R B8 43 BT 45 R DL S e 25 4y
FAFAER) LC3-11 # R B & 4B T H W, 78 50 360 M e iR
#e /N BRURE RS e & B R 4% RN B W 2 TR A B R L HL A
WSz B WS RS A M B AR D Y S A
K MO NI AP KR EZEHLE . AP T ERS IS
5HM X%k PERK,IREL fil ATF6 M H Fif@icf
X, SEAERBEG &, PERK {525 AP i
Y20 LA 1 VAR O 7R W RS Y AP 0L
45| PERK W335 F1 eIF2a My RR AL . 75 2, i 1
FFEFH AP 1, PERK TG Il elF20 B 2 1035 1 5
SEE ARG, B ATF4,.CHOP ik 34 i 535
TH AL > A0 L BE T3 N, Lugea A UV A 7E H]
W55 S0 AP 23] PERK IS AL Ao 88 . o,
ERS 13 # 515 2 B 5% SR F (B 46 ATF3) 1 3T
X, ATF3 3 PERK BB b 7. 76 AP 19 5 H B
BLR MY BmUWE R 4-PBA W] LLFEAX PERK #
R ik, H 4-PBA WAl LIZEf# AP ERS AH G 1 12 41 fifd
AT AR, B4 CHOP £ ik | Caspase 3£, Xia S
S0 ok A ST LR R AR R AR B BT ERS AHICH
T PERK. elF2a By 316, JF b 94 04 T 4H OC &
Caspase Al CHOP {9 #£ ik, TUNEL 0 2 &7~ 7 i
ML T, XSRS AR A B AP [ AR AR 0 20 i Rl A
PERK-elF2o 34205 5 40 M A Wi S T

3.2 PERK 5MZiRITHEEW W& BIT k% w .
B 7 T R T A 0 4 B ) 4 AR L D e RN
JUL 45 0 R A L 1 5 S Bl 28 o0 N BR80T 4
R &/ K& E AR B EERE. ER AWM
W SR B0 R 0 R AR L 5 B0 Ml R Bl 48 T T B
%, )5 90 UPR {5 516 $i& &, PERK Ik &
elf2o B FR AL AT LAY /0 85 1 5T & B, W 4 D2 47 28 2 1
TR JE —Fh O 4 P 4 S iy . {H 2 . K PERK-elf2a
WIE 230 2 5w 20 RHEACTE B ARG 6 20 1 A R
M FE NI BE, H 4. PERK/ATF4 A] DL o 8 5
PP T AL A A2 OTHi % . PERK A] DLy 4 a3
AR, T B X B A A FE ., 7/ R
A ] 2% 2 v RO 55 Y rh RR(IR PERK SR R 238 1
T2 fih AT B3R I A2 B R Y BT R P BR O A oG %
P GSK2606414 42 PERK #0130, H T o s 7% =%
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PN AT LU I PERK H B8R 1k . 20 47 by SR B A1 G
TR . AT MR L ORR R — R IR MR 2 AR
5 PERK G X", 5% PERK 5 5k S5
WA . FEZE 4R WAL AE h PERK/ elf2a i% 1238
TG v ER R T & B 1 AT R A AN R
1M PERK/ATF4 i@ B 06 M TR 42, B ME T .
3.3 PERK 5WMiR#  #F5E &K, PERK X i i
B0 L 4 W R 5 B AT B . PERK #BR 19/ BU7E
WA JE 15 d 24T AE B4R rb SR B A M g T, T U
SR 1 BB R 0 K AE . B Ah, B eIF2a 26
A2 (S51A) fl PERK 1 2 15t Al P58IPK ki , PERK
53 14 /0N B AT 2 B LR B PR R D, R B PERK & 48
TERE DRG0 %2 5 ML ke B ZEVE . 76 Wolcott-Ral-
lison ZEAAEH AR T 204 1 BOBE RS FIARH AN 4
iE  WF 5% & B PERK & A 58 48 & o — 4> 5 2
PV TR B R R R I RK N B iR R BT
TE 18 T e iy o 5 19 2 I 2 R R R (CO6 YD) Y 28748, Y
V5 PERK F 740 M iy CHOP 78k I /s BLUA B i 5
B 8 PR 1) & A B AR

3.4 PERK 5.0 UGk il FHE B4 O WUk i/ 79
7 (myocardial ischemia-reperfusion, MI/R) 25| i 41
L BT A ER Hh Ca®" i, T HE L Bip P g LA &0
Wle s 73 . AT 3 TA ™ B ERS & MI/R #it
BB H £ 2 —, Yk 4 MI/R B0 ULA0 I & 4=
UPR, 7€ 0> L 48 Jf 44 4b 4 1fi 52 56 PERK 3 ik }
elF2a B2 AL 118 72 BR A 10 T, 48 PRI & mT LAJA Y
A0 ERS K FPY . Guo XF 2555 5iF B i B 3 25 ) L)
it F i PERK-elF20-ATF4 4 5 A9 ERS F A% 47 0
JUE 4 32 Bl FEEVE S 0. PARM-1 5.0 Jy gl A &,
HAT LU 3 ERS 5§ %35, PARM-1 7£ ERS &1 F
XT4ER; PERK #9352 G /R H L Of 38 i 4 il CHOP
A ST T AR O LA IR AE TG Y

3.5 PERK 598 PERK il ¥t 75 M % 40 i 1Y 3
FEANAEIG R A AR . o Myc & — M A R
FUREE I, - Myc Sy r 1 /)N BRURE 78 F0 A bk T 93 448 i v
cMyc B35 5 PERK & P 09 W 35 1y A 62, &
ik Myc i 28 fL LT 58 24K T PERK #00E /9 A W, O
H7E¥%A PERK W18 B0 T . B B A A F) T 240 i 94
T2, PERK #HPE# T ULKL Ml ATGS £ ik, 45 P&
EKF I A WE . 7E PERK BREE Y /0 BLrb , S50 2 A
A PR ) 2R 58 08055 L 9 AE T 3 9 PERK 99
T RFEAE CHOP E ik, ki pe g - S 40 3G Ly
PERK 1] LLAE AR A5 46 B8 4% 40 7 3 3 AKT 3% 46 F C b
T T 26 0kE A 5 37 412 BE 98 40 i A7 35 % . Nagelkerke
A SEDOSIE S, Sk 35 9 A0 i vT L3 3 PERK-elF2a-
ATF4-LAMP3 i i 17 %% %, A W55 & 8, %

PERK 104§ 57 F 988 42 36 77 1T L8 N 22 5 1 245 98 20
J XA S A U
4 INEE

P4 R, MORBZ R W FEUESE T PERK 5 2 Flgk
I 1 KA R A G 58 PERK 197 AL AT L Ak
FRATTNS A A HL A 9N B X PERK 18 B 47+
Tl 22 ff ERS 2L iR A B T 40 i 4 45 . AR 9
LR » A A B B T A6 ST B AT A R
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