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CHZE] i i 4 b Gschemic stroke, 1S) A& — B e 22 45 AHE gy UL 4 v 1 45 992 0 » EL A & 4% (08 BT
PN 5T R R 8 Cendoplasmic reticulum stress, ERS) 1] DL i #06 22 Fh 5 53 1%, 2 3858 ) 1S #2840 it /%) T g, P ok
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[RBEIR ] A5 PN 5T 0 R 5 R E B 5 48 AL 3L

[(FESES] R743 [x#ttr&E] A

e i P i 25 B (ischemic stroke, IS) & — Ff &
UL LB ik B . R R LR B2 e e M 2
P22 GUBHEFE R i AR ST R I N BT R
## (endoplasmic reticulum stress, ERS) J& IS & J%
HORA] 200 B 2R N . ERS i K4 &
[ 52 Cunfolded protein response, UPR) I 5 % SiE
SR AR I A B R U T Y DG B S i
S Al A0 M A A SR TS, SR, TR T ERS
5 1S H i LR BIL ] B FEATE ¥ o7 8 B0 18k 0 475 ik
Z RGBS . ASCE fE 4 A ERS 7 1S
(9 XU A 45 AR H, J A 40 BT UPR A5 5 3 B% X il &8
A0 fiv iz B L R R ERS M SEHE S A T I T,
DI Ry o SR i R 1 T4 AR 1) B VR AR A0
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BB R A S AL OB R T & 78 (glucose-
regulated protein 78, Bip/GRP78) . ¥ %5 & 4 94
(glucose-regulated protein 94, GRP94) #E #| T A
B EN I Ca™" 2 oh AR FFE A E R &
ER Ji 19 0 A0 20 55 42 2 — 5 5 1 2 B, DA AR 2 4
FR 3 WA R B TR A 1 A S

1.1 UPR WA 3 515 5@ AME LA IS
R 5t it B A6 g I TR A5 B ON Ca® RS Y
BN, S B ERS, N BTN A A 4T S R 0 IR S 2
PN R A RO AR B A BRI & L A AR B
() 40 A AL 9 BEOIR 25 . UPR Gl 3 30 1 28 1 5% 5% 0
Pk 4 D% 4T & B R a0 Y BT ORE OC B R
( endoplasmic reticulum-associated degradation,
ERAD) FI¥ i 7K ok 4 47 9 Bt 9 R 25 . oA 5T 199 145
M B R 0, B 9 4 B B8 ) O U A 1 o B
fH, EHFM T, UPR & THE#OE R A, (A 7E B
L RE S IR FE R R I & S PR R il
UPR il DAV S ML AR 25 . UPR B930S ¥ & 3
o {5 5 308 g L RO 1T P 0 IR T ) 2 R A2
LB RS 220 1 (inositol-requiring enzyme 1,IRE1),
B P RNA FE N 5 ™ 3§ (protein kinase
RNA-like endoplasmic reticulum kinase, PERK)
1HALH: 5% A F 6 Cactivating transcription factor 6,
ATFO) Y RITEHEASHIRTEEARRE L,
= i T A T LR VO AR TE g . BT
TR A 1 B 4T & WK A2 22 O 804 M 1 T K F- D T
RAERSEAEH . IREL 2 0F 588 0 MUY 5 5 A2 14
RE R T 40 M ) A= AF sl T, A MR i IREL /v 3219
HLIK B Xt ERS: 3 i X-box 454 4 14 1 (X-box
binding protein 1, XBP1) {5 fili &% 8% 1% f& i 38 & B 87
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B2 15 2R 1 A B AR 7, 3 a9 S5 0 R DG R iR A G
PR A% WA T TR 4 Mot Wl 2 PN T IR e g 8 1 R A L L
e AE RS2 P N B BT L A I G 40 e O T
IRE1-E #% B & & & I+ 20 1 F Ceukaryotic
translation initiation factor 2 alpha,el.F2a)-ATF4-
C/EBP Jr] J% 25 1 ( C/EBP homologous protein,
CHOP) 3 it e 1t 25 200 I 4% 0K M 453 405 . 76 9 B 9 IE
HARERST . Ky 7 1#15 BiP(GRP78) i i 5 7
B B S TE 5 T & 0 AR A e S A A A
A2, an 2R BiP AN B b i B sk kR TN
SR B BOIR A . M & A ERS AR B E A M
Ry Zut IRED 2l H A B i 8 R 1 A — 3R 1ok
ST L LA 4EHE ERS RS T B9 FE E L X — 1 B
W KRR R FLEh W A HACT 2t XBP1 Ay 87 4% (&
ST By HE . B HE )R {5 A% OB A% 1 R (messenger
RNA . mRNA) 5 i i — A [\ 19 85 FH BT X A~ H
JEAT B T 40 8 % ERS, 5 B K & P M FA 7S )
AE . AR I N I DL REEE G Y IREL 348 1
WS o-Jun 2 5t v 3% B (c-Jun N-terminal kinase,
JNEKO {5 = i % #0159 ) Ho Al mRNAs, 7] 58 -5 B4 i
PR . 30 240 B R T AL A kg — ol DR A i e A
B 355 R TC VA VK A2 1E B DD RE Y 40 B, AR R SR
Bi#E ERS £ € 5. IREL A9 3436 & 9 B /R R i
PTC2 B8 % Wik & 1E % . 9F BB 1k R A & A
J I 38 % A R A R 2 A K AR R R
X T ERS 5 IRE1 £ BRI /E Rt 1
E R B, Sk A5 sR I 78757 IREL 8 5% 1
BITTE IS W P R P aCR . Mo Bon
W 354 At T 2 A B IR T A R PRI LA e i Y
IREL 15 538 J Ui 2> 48 i I 28 98 0 I » 31X 40 475 7
it 28 0 R B B 5 A0 i TP b IREL 9 B R 1k, %
Bl ERS i/

ATF6 2R P (. fE R 3T & B AL R A
TS ENWIE IS (N N N AP S
UPR & [H &5, i ERS. H G 4k i 72 5 il sk i/
FE-ME VE #5117 (cerebral ischemia-reperfusion injury.,
CIRD By #2847 R B VT AR OC . 300G J5 19 ATF6
VE M SR F AR N5 ERS W B oG 445 4 . 4
A5 FITE Z2 A0 4> T 40 BiP, GRP94 il calnexin (1) 3
ik, IR 2 UPR™ ., SR, WHR ERS K 68 f# B
WG B ATF6 38 5 38 in CHOP fi% 2 1k HE 2h 40 g 94
T, IR 26 0] LARS Bk 32 40 40 By 1k L i — A 0 40
AN . TAEBF ST BoR . ATF6 235 (1 38 i nl L
P ERS 0800 4 M40 5 . it S 56 v /) BRG dk
M AL E AT L% S ATF6 B %1k, il /> ERS, x4
REMAZGEIVER . ATF6 B 5 B % CIRI Y

S5, R W ATF6 38 P& 10 300G A BT 203 ik ) g
i AN ST & B, 7 Bk I 3h 4 AR AR R T 4R
A A0 ALY e, 2R il R nT LAID ) ATF6 A9 380G
/U 8 LR T X i B I/ PR 3 A4 S B P R R A
MEAWBERIRITE L,

PERK J& B A3 22 2 2 / /3 2 R 40 s Jot 205 #4355 1
| 7 ER Bz &, # 2 RAET . GRP78 5 PERK
G55  Hidy PERK A5 i 45 A4 380 0% 390 1% 4, 0 O 4k
TAWEPARE . ERS 44T ,GRP78 & 1 )\ PERK
I SEA B S . S8 PERK 45 M B iRk . 1% 1k
) PERK fifi elF2a B MR L. ¥ 1§ ATF4 H1
CHOP™ ™, BRI eIF2a i PN 5 W o 37 & B AY
0T R U A R B 2L UPR 9 g, AT
WEPN RN, i ATF4 FI CHOP (955 290805 |
P AR S Y8 T i 40 20 i BB 75 1k &2 I F DI
oE )RR P PSR TS, X — il R B AT X T 5T
ERS KRH AT W ZEIR Tt T 2% . R,
PERK 4 F1 H: Al W9 it 25 [ JRk 52 2% 5 - ATF6,IRE1
FEAE T P9 J5T I 5 2 b A 22 81 114 P9 I3 D99 K G 2 b A 5
(mitochondrial membrane, MAM) |, MAM 4 F
PR 4 B 28 2 T L AR S SR /N A 1 47 5 R R T
5 BAL B L PR Y SOE RN T OF T R
EHEE BB RAAMEERY . MAM &7 /Y
PERK 5 & B f& il & & 1 2 (mitofusin 2, Mfn2)
AR ORI 5% MAM JE B IX 3800 T2 R s . A

AL I SO RO N B ElE - AR N i =)
(reactive oxygen species, ROS)i% S W 1=, XF T 41
i At R AR A ) R L R G Y T By R R S
— H Mfn2 H¥, PERK ¥ 2 8% # 7% . il i3 PERK-
elF20-ATF4-CHOP il ¥ fih & ERS {55, iff 1 7] $
S T i A B, 1) AF G 20 L 1) A7 5 S PR TS . Bl R T
A RESE RN — i — B TR ) BF S AS B TR
A T B ORE AR W = W K-NE e
(trimethylamine-N-oxide , TMAO) /E N 5 W PERK
) B #2 £ 8, PERK 1] LI7KH: TMAO 3 i & b N
B HAE AT ERS i AR SE A . E 4 B IE S
Wit 2 5% 5 ERS, 9 NOD FEZ RKEH 3
(NOD-like receptor protein 3, NLRP3) #& P /M ik,
JERE T 2 MR 1 48 L A 218 (interleukin-1 beta,
IL-1R) [ 2 5 20k i 8 58 /4 & 4= & JE . PERK
R Y8 RIS i) 40 L ) B SR RN AR A T g L 91 dn wT DA
BTG SCRHEE 11 O1 (forkhead box O1, FOXO1) fY
LB 2 105 0 40 A QIR 2 L X AR A FE A
PR 9 s 1) O 4 v HL A B R SL R ) R A I X
ERS 445 40 i AR 11 7 0 2o A vt
1.2 36 RS AE B UPR T ik 41 2 4 5% i
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T8 5 AN R UPR W I 2H 4072 A4 T M)
SR, — 7 10 36 N PE UPR AR 37 il 41 21 %2 52 ERS #Y
L ib e AN R R IR R SR R el
IRE1, 874] XBP1 mRNA 4= ii 2 GE 1 & 1A . % 2 &
FIE R TS . R O304 i B 6% 101 ik 20 2 78 40 8 1Y
ERS 445 T Pk &2 2] 1E % DU ae™ . 55— Jrm . an
HERS K 8] 4 55 . 48 20 i 0 3t A S B, 8 4 AN
G UPR S s R 2 ERS 1105 22 1 38, 8 % 34
T ] T3 B PR 22 A O ) 98 T, i 4n, PERK-
elF2a-CHOP 38 76 ERS [ A8 M UPR H#%
H#0L,CHOP J& —F A 8 - i 55 5% 1 7, Hod 6k
S5 AU N RN RN B TS R D B4 i ik
8 [T 2(B-cell lymphoma 2,Bel-2) i) ik, S 2
20 0 ) BE T LA 0 R TG A 2 A 2 AR AT PR
AL R X B/ RURF T IS B L HSEPR L
TR 7 P 4 B AE T 7T RE HL A PRI PEVE T . AN PR
UPR 5 3501 #2870 B0 200 i 0 1~ A7 By 1 PR il 43
il it —2 9 8, SIRAEAH L, TR & B0
PN 1 S DT D 2D AR S A JBT AR R TSR AR S
VAR QS Uik o R SRS R Y DR A e U B
S 1 P A L R 2K (R AT R A I N R i 4
R Z T Z i .

WX ERS K HAH ¢ UPR 5 5 38 8% (1) ik
BI%i 7 IRE1.PERK Fl ATF6 = 41 518 J& 75 4k 45
290 L A R 285 R O T IO 35 v P A AR . X AL Sy
FATHfF ERS 4 o] 52w 240 M A7 05 S TR AL T
B9

2 ERS 5 IskmislfrEENMEXE

IS Hy T LA B[] 2 2 L i S R M TG 12 3k A 2
% 1 S0 SRV 2 B, ATP [ PR BT AR 3 B0 Ay M
ZIoLr) LR Ca®" WifL, Ca® HRHGH ATP 1Y
ARZBH G ERS, 4 A BUR R % Bl il sl 0 ok
FFR A 77 HE S SN AR I IR R ot B 6
(cerebral ischemia-reperfusion injury, CIRD) . 41 iy
(45 i BE T 07 2 AF — F B AR ¢ A s AL AR B
B .
2.1 ERS 5408 58 T F0 400 M A7 05 00 HEOC M 40
MAE G S AT 2 5 A5 A8 1Y & e LR o o G v 20 i
BFET- 7 2T Py i 2 FE 3 8 T (apoptosis) . B
% Cautophagy) . YK FE (necrosis) . & T= (pyroptosis)
LI BB PE YR 2E (programmed necrosis) %5, B &
IS 1y &A= Tt J, 9 R B 3 A 5 R 1 RS2 i
PERK.IREL,ATF6 i@ i #0% AH ¢ i 17 538 e 22
UPR 942 P4 Jo 9 8 ) 6 48 L {ELJE: L A 2R ER'S $5 2247
TE il A iR A7 1 RS B W E M AT, Al T2

— PR PN AL T 2 — Tl 32 AR A 4 100 41 SE
TR B A A A4 E R BT AR RR R Y
A MRS ERS 6 & £ 14 PERK
HMIRED AR A . SR FFZEAY TRET I 4t v
PLE b 3005 TNK S5 45 5 0l o fe dEan i v 2. 3 4b
7E PERK I ATF6 H i) fie i T- i #2 di bl ERS (9 %
HTAEAE . PERK Hl ATF6 FY 3T fic & #6290
CHOP & H . PESTMHT-HE A Bel-2 M35k, FERH
JIEL PR3 T T IR A P AR 35 e A e ) A ) A L 2 3
Mg oe Tt A, CHOP & F Y 3 €k v]
i BCL-2 4l 49 BL 75 T 40 M T Bel-2 X
BEXT N BT 0 A A T A A2 30 B 22 R R R
I ERS 71155 5 00 40 ML AL T, AN RE 410 1] 38 it 2ok
RAR S 3% 72 19 4% i FC AU ) 8075 S 00 A IR SE T2
S0 ) 200 04 T e 4% T R ol 2 A S ) R B
Z W RVER N 2 5 H A M A0 TE ERS HIECT 1)
HIIRFE K JE  JF B I Z ) B L B R —
Fift 5 P S I A 3 R A BIDIR A . A TR e
pEAET-" . ERS L J897 Ca®' W B Ml Bel-2 |
P15 I 5 R MR i A% ik & 4 ISR BB . Al iy A
Wi [ A2 5 3] ERS AT 09 i 8858 A 5C 19 & 9 Al
TR 2, B Y A AR e R AR B Y O W) T i A
U8 S 95 B A DR AP A1 79 oA A0 H b i B ERS
) W R B g M A T CA WRAE T, i 51 Y
PRI AR R 6 Bl P4 ot 9 9 42 T g L 23 % ERS A ok 1)
RArEHEA . Wi H TR a5 oL T %48 ERS R
AT AR AS 0 P8 0 5l AT E 1S Y HL A N
H B BT B IR T .

2.2 ERS 5RIESNAHCME  S0E 2 Bl B 4 5E
i SHEL 98 11 B 9 B I AL A O A O B L A 9 e AR
R R AR Y. RS A S R AL
WREZ K R pyrin 45 #4 38-3 (NOD-like receptor
family pyrin domain-containing 3, NLRP3) 7 ERS
AT DU A W 2 e RN A0 M A5 15 S B URR Ry
SRR ZEAEEGY 5T RAE Y, NLRP3
RAERH NLRP3 Z K& [ & A CARD 2514 f8 i1y
T8 T 40 3¢ B 45 B8 & M (apoptosis-associated speck-
like protein containing a CARD, ASC) HI & b 43+
et 2 R K & Z R 8 B 1 T MK (pro-cysteine-
aspartic acid protease 1,pro-caspasel) =5 1% .
M7 A ok BERY ERS, BT 5 2Ok IR 2 TE] S Y
Ca®" 1z iy 7] 5 BOZORL R 451 415 . ROS 77 4 . mtDNA
L LRIGHE S NLRP3 4 5 K (0 38006 . 18 B,
NLRP3 55 ASC 3t i 5 % 3] MAM {if 51, X & B
NLRP3 5 W& 2 5 /5 MAM, DL R0 28R 14 45
P s I A B LR AR 45 0 5 2 0 =2 ) 1 7T BE G IR
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I NLRP3 % %E /K £ B ERS 5 B 2k 7k 551 13
AT 28 0 S 0 =22 (1) 76 45 A7 A Y o RE XoF T M ke
It M 58405 7 5% e B T ERS R I 38R £ B[]
W B FERLY ERS R, RAEAR 5 A B T 05 40 i
0 o T T K A% AE 5 A0 i SE T R R R R
S G i A {5 45 B 4 4 Toll B AZ K
(Toll-like receptor, TLR) {5 5l % . 22 X i% L&
F1 3% B (mitogen-activated protein kinase, MAPK)
{55 18 % M #% ] F «B (nuclear factor kappa-B,
NF-«B) {5 538 . Jo Wi # £ 2 ERS T #) UPR 4K
gy, SRR NF-«B & ERS 55 4 AF 1 #% 14 5
EH AP NF-«B% % 0 B(protein kinase B,
AKT) B9 3 & A 7 & 7 B il A
(inhibitor of nuclear factor kappa B, I-«B) & H Iyl
il B 2 . NF-«B A1 b %8 38 %8 I F « Ctumor
necrosis factor-alpha, TNF-o) #H 5 A2 3 3% M 11§ 25 1)
RAE N : B NF-kB 4b, IRE1e- TRAF2-INK i i
AR PR 1 1 R T S A R ol A 4 AL A G B R
gr. Sk b ERS B RAEAF 5 4% S 08 e 1Y, AN
JE L] L A0 A AN TL-6 Rl TNF-a F Bt 23
finig UPR B30 —— B i 3 2 19 RAE 1, 77 2k
AGEAE PR A0 S AE S, HEHLH T RE S 3 Ca® ' 51
AR R S A AT O o B A ORI T RE B T A R A B
AR Y BT R A BEE ERS R UPR
R 3l 1T PERK B L elF2a FEA T R IR R
B4 8 20 R RS I B T-icB RIS AL Y NF-eB 1 35
WD X R elF2a 8 R Ak 38 1 40 i kB 1Y 7K1 O
Wk NF-«B, 5 —Jiiii. WM Ca' i it NADPH
AT 2 (nox2) HRMSEE S0 HE o Bl J5 0TS 55 4 M 2R
H ¥ B ( calcium-dependent
CaMK ). 32 ROS By ™ E . 78 K68 P Kl 3h
fik 7] € # %Y ( Transient Middle Cerebral Artery
Occlusion, tMCAO) #E#I /1, Ff Xyloketal B(Xyl-B)
67 G AT D I LA TR ROS B s ik 2R
M NF-«B F1i%5 5 8 — S A SR Rk, TR
IL-18.TNF-a,IL-6 MTFIZE v(interferon-gamma,
TEN-v) ZF 02 2 4 M 1 B9 mRNA JKF- . K ik 4
FEH, Ik 0 )5 D& TE NF-«B B 9L R IR )T %5 B 1
UPR Fll Ca®" FAZSHY T

2.3 ERS SEACKIEACYE A 7E 40 i
k25 ERS iy E EEZMEA, B mik
PG 4R B 1 2 (reactive oxide species, ROS) Fl 7%
A& B i1 2L (reactive nitrogen species, RNS) =2 A= i
Z @ A YERRAE ) . AL R EMBUA L R
G AT HPIRAS . EAL L™ AR B9 A kAT DL R A
] 42 S AL B4 1 DNA L] 1 BRI 3, o] ke 5 A 28

protein kinase,

A EE TS P R BT Ak DTS e O T R 2 A
JI6L 0 AL 1 A B R B S N . SRR N S R E N
7E ERS &4 & e opAH B 52 W), 98 0 FRBE AT 3 — 25 Jin
JE) S AR 7 U8 s T BRCR TE AT A B A A A0 N 4 L
. PR RV FEEYER ERS 1 UPR #8005 .
AT BE T BOEG AEL I SRR S I B L a2 T
27 A AR I R R i R R 2 A A T BE L 24K 1T P R T
BERL ) Ca™ " 3 T &bk ROS 19774, itk & A=
48k 7 38 aE I AR O B 2R R IR T i B A T AR
ROS, 7] fig hin s o4 T ) T) RE B % . 32 7 E i ERS-%
AR GG 3 . o5 — 7 1, B AT PERK
(R VR FH A e 2 — 2 it R Sy 5 4804 IO TR /DN 52 J 4
WS A G o /INBE BT 4 2 R R 28 R G I T B A
ML ATTAE B 28 R R R 28R AT 1 T A T
FEEMO, FEEL R BT L /N 5 A i AT R
ST S 5 B0 bR 52 A0 R 2 20 G BE RN
et [, PERK 38 5 98 /0 8 A R, B Bl 4
JIfL 1 XoF ER T AR A I S B0 B TR 5 R R AT
1) [ &,

2.4 ERS 5/ P d 0 A C RS
F, 2 PE AT FE B CIRT {5 20 ffg i A ERSP
DAy e L RPN BT I b ) S A N R AR E
RS Ca™ 78 0 i, T BT ERS. 40 i S 1 X%F
FRERHLH = A T 2 R AR, BIA 508 T R AR 0 40
FET FE 3 A LR X UPR w8 5 4 B 3
BRI, b b CIRIGER ERS 5 ik ERS &
Joa AL B4 AF G PR 2R B AT A OCE o i I R
R ARAE RN . RAE R 25 #] CIRT 155 B AL
Mo R A B NI T T DL A RE f2 T BE
WCNIRTT AR A ERS 1Y S B 4 it 2 — . 3 — T 56
T CIRI B0 58 R B R R AE 2 ERS 1Y F 2 [ 2
— o I I/ PR S L 0N T A A R TL-18. 116
HTNF-a, X247 52 20 i PR 12 iF 4 F 20 i 2R 4E
PR L2 ORE A0 M R . iF — 25 ik 2 g i
£ TR L 51 4 ERS.JE i ERS 5 CIRI 19—
ASENENEER . 5340 7 ik 41 2 0, 32 2 A g B
AR DL ERS, 48 5E BV L 40 M o o 3, O
Jei o VR A0 2, 4800 e e 40 e 380 36 gl aff 2H 28
SR 5 0 AL 2R BE , 5 B0rb o o 4 if SR 4 i &, ™
A ROS HRH A 5T, 33 2647 50 AT £ 3F 11 48 A 25 B T
B4 A RE S FR K L 0E ALLEL IE #07. TNF,
IL-6 F1 IL-8 Y #G i —2 % 5 ERSYY . AR E
T B NF-«B 7E o 28 0 20 i O 1 .
S VAT RAE W AT ERS, #0 CIRT, NF-«B J& %
i AH G 1) 240 e R , T AR E R RE RN 3 B INOS,
IL-18 F1 1L-6 A9 3 B & ik, & CIRI, & ik,
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ERS o 7] DL if NF-«B 5 5 #7578 CIRI 1Y
R A G 38 8 Z B2 W 1 (sphingosine kinase
1,SPHKD) : & — ¥ 1Y ERS ¥4 K 7, SPHK1 #]
WO NF-«B i % . 512 ERS™

A& ROS fil A A M % (nitrogen-
centered free radical, NOX) , L H. & ROS 7] L &
SR ANA S L k=R A VR &3 A I o T
Nl R - S il v = O i T, V7. sl = o
BFL a2 S8 ERS. A 3B CIRI i & 4 77 78
FHOG PR, 7E G B i B R B Be, NOX il i i
NADPH ¥ & AE A e & 0 H 7 52 4k, 5 807 B =4k
0" .25 NO IR fife AR M g 2R s . XA
I ARAANPE R T — S A0 A W T R I A ) £ A
P 3 38 3 25 1 K 2 R 1Y) A Ak 5 30— 28 1Y 4 i
Pt . ok e A A AR Ak R T B L 7 T 440 B
., 7 CIRI#iad B, i 21 ROS vl 3@E i A
W IRBE AT T2 45 7 XS B AE TS, ROS AT A &L
fih % ERS, ™ & ERS nJ 5 CIRI # 7] 40 i 94
T-H,
25 ERSHEWEIS THRESEL ERSHrE
Y GRP78 . CHOP ATF6 4, & 1S & 4= kK b i
DA 5B 11, LR R AR Ab e A0 M 7 AR A R T
GRP78.fFEH ERS ) — A~ FE L 45 /R #4% , H A7 ik £ 58
A ] 3 2 R AR B B 8 S . GRP78 A
BT 445 26 1 BT TE B AT & L B R R AT S AR
FR R 22 AT O 47 200 L B 32 00 300 e aff 46 25 . Wi 9E 3R
B L e ot AL B AT LIS S GRP7S (R 3k, M1 7 —
FERE I b B/ T (/RO WEEY . CHOP
J= ERS 51 & A IA - B A2 b i) — > KA T .
FE IS WA 38 W M 2 g B Be» CHOP (1 3R 35 i 25 3
i, AR A AR Ak R SR AR I BT 4R A B B R AR 1
AE 73k i 40 BB FE T, CHOP 1 3k 2 35 {12 157 21 ity
A R T 38 0 2 2R 4 405 1 7 E S . ATF6 &
ERS iy — A% 5 R - HAE 40 0 3 2 H A &
AL I EAE . AE I B S . ATF6 it i S
22 70 A0 M3 4 5 AT 1% 2 8 Dk 1 i 240 i ) B 1 38
J1. CHWFEERETIE ATF6 193§ 0l LIy
SHR P 2 240 L X R L B 40 9 i A2 Y. PERK
FEAE ERS e FOCHE A . G 28 e )R E
F T S A A L e 4h , PERK 38 1ot W 1R Ak % s X 1
elF2a K7 4 i fiv iz KBS RS 5 1S J5 4 Mg 17
TR RN A 225 IREL fE A ERS B A% 0 5
a2z —  HOE A v] LU HE 40 & N ERS 1% 45 BR
Bi, X2 ERS Fp R ¥ 09 2 05 F I 4 A AL Sy B 1S
495 BEAIL ) B2 41 T I UL T ELh R R TR T
WG PR AL T R RE A ST,

i 53 AT ERS U]l i 4 E SN 48 A I A
MIPIET-F iS5 IS WA M HLE, 8 /R T ERS
A Vi 28 Ji 2 v o B A v B 00 A T - B AT A i
T L PR AL DR i 4 2L, SO RE PRV IR 5 2 A AR
TnJE A 2 A AR AT . X Ol R — P ER R ERS T AR
FEIRST T ) BBt TR S %

3 UPRFIERSTE ISBITHHBEN A
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