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16 W R =, i sk o P OE v B 45 (cerebral
ischemia—reperfusion injury, CIRI) FJic#k#F- .
T AR h, A4 A7 “HRR T 5, 8T« XU 7
JalE . PHIEAZE) CIRT 248 Mk I — & i [/], 7ERE AR
SR ML TR I ML L5, B0 H B T b of A P 28 B
B S T B R RS . S EAREAEL)H 1500
% 3 K T 2w Ot PR T O AT B, R AR
H 200 Z 5 A\ fEENIE R, AR SGEILE 2
LA R, EEIAA R . CIRT (A
EEHLH S pe S AC U AL e A R B e 2R
BEFRER . RPN AT A IE R,
BB AL T R, TR R ZE, BRI (R 52 5%
ETAEAYIT I, T RES P ER2T . BRTA KE
WA R, £ &4 T CIRT A RIFHIAYT R
BT R R A IR TT R B B — RO, S
EEEES R AL AT A0S MRk B B AL RE
VR o LSRR, BFRTIEAEVRYT CIRT J5 YT AR,
REAFENUET #ET . &if2ae. AR KN/
SO AT, VRS2 R BT o B85 1 I 5 0 A SR T
CIRT By T LI Fe ik 2, LAy CIRT ) P& 2
G ARIRIT IR HE S 2%, BARIEW T

1 SRR SMBET
e DR T2 16151 20 24505 5 R 095 T,

HEWH : Hilva s S % R E (20184-042)

ARG 5 R AP R P b o i PR %5 3 ) )R
M SN 2% 5 A L R R R B R TR 12 % 4 i K]
T & A HE R K BB B T a(tumor  necrosis
factor-o, TNF-o) « H 4 % -1 (interleukin—1B,
IL-1P) M E A3 -6 (IL-6) &%, X L7 K AL X 1 7] 55
T 1 20 RO A% 2 o I o 2H 2R X 3k, 3% R AR 1) 1 41
HE— R TRCE 2 (P42 28 40 B DR, i 250 i 2EL 23 Frg sk of.
P o A [ ) T AR A 4 P IR AR B %
DR T FORETRCAT A R ek s AiG Y CIRT™ . &HHA YT 7T 3
AP SR RIER T, B AN R AL« RS
(tumor necrosis factor, TNF). 4 A & &Yk 5 F
(inter cellular adhesion molecule, ICAM). F3#t
2 (interferon, IFN) £&, [&) B IR 2240 75 1 | /D40 i
i N 7l N

TNF-ou —FP A SR AE 48 R, W5 5
BUAAR A HE A 28 RE A5 - 30 2% B0, SEALAAR A I 28 9 12
—BIMEAY B TREERAMK Longa £k
] £ A O K i 3 Pk i e IfL KBRS, FE T 2 h J5 4K
LT IE TR R A 2 KT, R BoR, KR
CIRT J& M ZH 23 TNF-oudik [N J 2 1 RIS R R T R4
B G0, 2R AL A4 52 B sl if 2H 2R g R ) R
P Ja, 77 AL SR A U S, PRI R TNF-ouffty oK B
JFIE, 3 — WS R N HAh 2 5E 1 5 I8 %, AT N =
A R S S BE, 3 BRRE ST HL, 3E BOS PRI ; T4t
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I 2 KMESUR, £HHI4H TNF-odt R R A R IA B
AR 21 I 3 AT, N0 E AT TR o ) f dle
FEVERE YR B 28 PR T TNF—oufi 23 WA U0 #6412 48 400 i
TE R 1ML DX 1) SR AR RIS , A 8Dk 2 5 oL 73 E R 45343 1)
PRI, 0 oG R L B, 1 Bt o, PRV T 40 4% i 4
GURZ INREMIWE . VPRI 5E " thfd F AR i/ K
it sk 2 (middle cerebral artery occlusion,
MCAO) 7 g e I K BRABE RS, e il 90 min J& 47 FEEVE I 41
I IE. KB =BIAE 3 ANIAT, 45 R, MCAO B
MGG 6 h I TNF-oo mRNA ik BB T A 20 B B %
% ,IFN i Y T (interferon
factor, IRF)~7 mRNA A1 IFN-B mRNA ik MIER T A
W 5 T 7, T MCAO AR L4 A i IfiL 5 d B TNF—-ou mRNA
FEIK AN IRF-7 mRNA WU ASE Y 20 W) PAIR, X b ik 22
S UnBA G SR L FFREVESS 6 h A1 5 d I RRERR T RIA
T 5155 55E R T 18 s (R 35 UM 5. et )21
76 WG %k I 6h TNF-or mRNA 3% ik %5 455 7 40 B & 7+
f1, TRF—7 mRNA ik ) B & F24I%, TRF-7 mRNA F1 IFN-B
mRNA 7E i 11 5d BF 4SS 78 20 W 2 v, 15 ARG
JTANREFN I TNF-or mRNA R I&, {HEEREHIH] TRF-7 mRNA
IFRIAFIEHE TFN-B mRNA FRIE, M AR K Hh 28 1

regulation

CIRT BERLK BRI ZE DI BEVE 50, REW6 I8 %% CIRT IR,

ARG W] CIRT J5 2/ 5 d WANEATR], KDY 5 d
VAT SR LA 75 R I 7k R B I o 22 0 5 KUz .
A TSR T T U, BHRIXT CTRT J8E A 1) -3

RORHUR TR 2 R ER, WXz (3 9% A RVA T R Ta)

ANIF) JERE DR 1) 43 WA ) [B] &6

IL-1B7E CIRI J&, HIRE 2 R iR 4 2 1 s - B
W 200 5 2L 5 4 e AN 2 5 e J 440 i 4 s
X 98 R I N R I AT AL a0 R, OTL-1B 4 2k N Bz 4 g
FARFEM 3T ZE 5 1 4 MR A - B i A
TNF-ou. TL-6 55 4t i P 1 1 00 2 R 38 98 08 [ B2 ; @)
IL-1BmB R EmESEEAMN (natrix
metalloproteinases, MMPs) H3iA, #ETMIALIR ML v 57
e, A2 st L R0 350 ik ZEL A SORE S B, 383 L A v A A
JE G R GETh  RVE AR, 0 — 2P S AR AN P4
[ g7t 2 df L = 35 i 2H 23, 0 EE 98 5E S N ; Paredes SD
SLUE ST Wistar HEE K BRI b 3l ik B ZE
T, e BLE B A P REG, TL-1 B2, hn = £
PR S K A M08 T, T ] 1L 1B REIA B LR 4
LIREMIER . IL-6 ZE B RRES T, 7] FEUW %
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P, 3 EAE R ER I 2 RIS 2R HOKP
2 SN I e i 453 457 L ) R Bt FR AR . AT R
18, MCAO #5241 TL-6 ZE4MA 2 h EIJF4E BTt BTk
YL 24 h FFUG BTE. BSEMAE SR S B ko 2k 1
BRI 2 h J5 4K H R 43 R K i v 30 ik BH 28
(transient middle cerebral artery occlusion,

tMCAO) /N BB A, &5 R I, i ok I PR VEVE 5 24
h, CIRT AL/ R IML3E H TNF-ar. TL-6 F11 TL-1B/K P4
BT AR S5, NF-«B p65 H ARIA MR E I &,

MRS 2 58T 1Us, WA DME CIRT BLAY /)N R I3/
TNF-ou. IL-6 F1 IL-1B[1)7KF B & FEAIK, NF-xB p65 &
FIRIA R 25 PR . X — 45 LU B, sl af m] LASOS
NF-xB &5 SR, 3E— 20 i bl ifi i 26 23 Hp (1) B4
BRI T VERIANAD . P R 4 2 SRE R A, AT K
W TNF-o. 1L-6. IL-8. IL-1B&ERIE4NMH T,

TR HE AN . BN T VA S5 SO
I TR R B RO — 0 I E i 4L 235245, 512 CIRT™.
MR 5225 F Bk W Longa 21 4 CTRT K RBLAY J5 AF 7T
SRR, CIRT KRB AU ZHEY SOD. GSH-Px 1%
BB T AL 2 PR, MDA, TL-6. TL-1B K TNF-ouKF-
WA F AR 22 T+, g T8 Fon T+ wE, AE
CIRT K BB 7Y figi 41 27 SOD . GSH-Px ¥ 1% (2 25 T i, MDA
IL-6. IL-1B 2% TNF-ouK i 3 FAIK o 31X — &5 S 0] 5t B
CIRT 1, %Ak LM e A6 48 1 40 M DXL -1 1) 43 WA IR A,

AN e e A AR R AU R 7 IL-6. IL-1P
Jo INF-ouff) 43 h, [ Bf 2 {72 i3 28 AE A A A~ TL-6.+

IL-1B % TNF-affi/=4:, d— 0N CIRI F2/E¥. FiF
2R B R B MCAO ZRAR il 2 h 547 FE#EYE 3 h
SRk CIRT KBRS J5 EAT £ E 22 B A
ARSI BB AR B JE, 5 JOR BVER G T i
A TL-1B+ TL-6 TNF-auff) & &AM NF-B IR A%
IR I 20 {525 A, $E o A AR T 7 HL A T Ak B W]
REAMH] NF-«B ik, M| NF-B T i 4 5k K+
IL-1B+ IL-6. TNF-ou7) Wb Jakdfe 48 14 S S, AT PRAF
CIRT KRR 0. MREMSE" T LRI, &
Il CIRT BEAUK R E Ik B2, R =HIN5, £ 80
SR X Y TL-6 Rk /KF-7E 12 hy 24 h, 48 hy 72 h,

96 h A1 144 h S ] 45 B3 FRAK. BARER ™ K
L, BB T AR N ek 2D P R o/ P R VR AR Y KRR
TNF-ofll 1L-6 W& . [FIFE, FLET BRI I S X o
BN PH 2 P EVE X 2L 2R AN L5 - TNF-ou, IL-1B AN
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IL-6 FRI7KF, AT et K0 v 2 ik A S P K B )
i BE AR T B DA K Heaz sh R ™. BLRIRFAN R
=10 (IL-10) 75 5 55 R Ho % B 8L A7 S it i 4% Hh R 45
HEAE A, A 2 R R AR TR e TR
AP AR SN . FURBIEKILE BRI 2 h J5
R RIS CIRT K RBEAY, &5 F ORI, BRI K
B INF-o. IL-1BE &S ST RFARL, IL-10 F&
A RAR TR FARA, Labe Tiab B2 0) o] LU AE TNF-o
IL-1BE SR, 1L-10 S & Tk R B8 CIRT it R A
TR, N RAE R 7 TNF-a. IL-1BM 4%
YEFR RS, MITTHCR MO 3E 14 28 DX (1) 7336, N e 1
CIRT MOFLRE, N 7 HAhgfifn. HHS" RS R
Longa ZA%v7: il 2% o il 0 P88 v KRR, 45 SR,
FRHEE 12 h, FATFUCERA M TNF-of R A 4
BRAR, VS TL—10 7 & WS A 20 8 28 398 st vy ; P
7 24 h, HEFTUCIEEA MTE INF-ofl 1L-10 &8I
TR ZH B A, 150 B P AT T A e e o Y A R I PR v
PEWIAN AR LR 28 R T INF-o 5t & 7 TL-10
E) BN A1, MNP L 28 14 e B RN JR, SRR e
Pafsi. 10 WANG P 25 U] 2 U ok i FEBEVE 6 h 45270 R
MG TL-10 &2 @i, HHE T IR GE A i
T IL-10 7K R X —25 51, TL-10 540 Al
FHIFRIBSZ BNR 2 3R A, L an s 24 (SE50 3t
i, REFAEE. TR, AYEMERRSE (CIRT 1)
HEAE V0 FREVER (8] FREVEIRGFEE) o Dai X &7
T 70 00 5 I 6 58 SR [R50 BRIS BLAA P9 ) 1215 5
B, AEAE MR AR T T, N E R L AR R . DR,
EHRINGYT CIRL FAIALAI AT 8 A2 18 i 0 i) 28 ik R 11
AR AR FEATT 28 R 1R 2R T8 SR A i 5t 1 2 i 2 2 BB X
(1) 9% P4 200 P32 Y RN 57 L LG 57 e PRIl IR, Bl A it
ORI S A IS SRR AU 12 98 TR (7= A 0 o3 i, g
— D e LA I ZE ZURE B X ) 9% 1 4 AR i, A AL
TGP LA, 16 P B2 i i NF-«B 2R3k, A1
1l U XA 26 TR P R IE, bR R T S
TR, A AR SR L BESE X AR 245457, ATl R
Xof dfe LA i 2EL 27 o 220 A L ) DR 3 RO, 6l AR Ty

Hbo

2 HRATSEHRE
H 13, AL A,

I E A E T (superoxide anion, 0°7) . —FALE

FEHUAIE S A ) a4,
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(nitric oxide, NO) . fig i id & & ¥ (lipid
peroxides, LPO) A & ¥ H i & (hydroxyl free
radicals, OH ) &, 4N ZH LR AT, HLAAE 2 1 B
FANE B EIEIREE TN BRI T A 5 hUEAE
FH R ENAS P48, AEATLAA A A S8 A B 7, IX ] e 2 =
HCIRT (EERE™ . HUAEB LT, P4 K E
fan v PR 1 A It A B R AU E B2, 5]k AR 1
MINAZ, i A BB (superoxide dismutase,
SOD) [ P FIE 14 4 — % (malondialdehyde, MDA) %
e U A o i G 2, 7R AR SR A R ()= ), 38 R 2R
YRR AR AR ML LE IR BT (R CR A B il K
BRI X e A 28 AT /XX e A7, Fric df X EEEIX
TAEXAEX) 545 (BOCR it /CER] 5 mm, 2=
HoAAMBEIN 1 cm) % CIRT 24 h KEE E B
21T 60 [F1) 6 B A 1 22 A R ORI, CIRT AR
KEME S SOD v 14 B AR T 1IE 9 41, MDA & & K&
ICAM-1 R ANEE R RIA W s T IR W4, 4 TS
REHGIT G, T ALK R IMIE S SOD PR b A 4H B
T, M9E MDA & BRI ZH 2L TCAM-1 B R R
ISR 2 B R B, IREF A SR % 4H 2 (8] SOD V%
PE. MDA & &A1 ICAM-1 & M RIRTA 72 e ¥ To e it
SRS X A R UL, IRET SR 8T 4 R SOD TS
PRI MDA [ 75 &R 4E KR CIRT BIAY K R E AL At
A A A -, I8 HIH] TCAM-1 [ Rk i
RIEAM AR CIRT ARAY K B ik I X 7 K B 2R 4R, AT
Yok L 0 S N AN R A . ST SR B,
FRAEL 7T (B 2 B ars = FAS) Al S 7 (A 2.
RHE 7K I5) MDA 75 S 51U Y 40 5l 25 FAI, SOD i 14 AT
GSH-Px V& ML B R 2H (2 25 T i s AR AS L /U4 MDA 5
B KT H A /X4, SOD &1 K GSH-Px 5 13
Fm T HEAE A . B CRRARL” BRI L
il ] e A2 4 A B AR TE BRI e RIS BRAA A B
AR ) B AR, AT ek B FH 26 CIRT A8 R A 22 JT 1)
AR, ISBNEITIER . R A 2 DUFREE XS
CI/RT ALK P AF F e mif 78 i ™, sl 2 K
ReATHES VYPPEE CE, BEAIRG 8 h Tl 1 IR, &
72 h g5, AESRIX TR R R 20 T E 2 DR IT
DX 5 mm AbEATEEH, FEA] R 8h 4T 1R, £ 72 h
iR S5 AR, EH I A OR BR R I T 4 2R SOD.
GSH-Px &AM Nrf2. p-Nrf2 FRik/KFEEER XN
R T v, DU R RG T AT R I O
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Nr£2 {5 5 30 % SR % e i it 102 v A 2 K R, ke ofn,
iR R Ei I Z R A A S NNTTTR B2 R AR
B, RAEIRITIER . 38 AR A0 XT CIRT KR
AR R LIS R, i ZH A 0. 35 mmX 13 mm
RN Sk B 2R 15° AR, BT it DL E
BF (PRI 0. 3 mA, B, B ATZR 20 Hz, B ATZE 100
Hz), DLK R HISL A B R 3 o8, W% 30 min, &2 H
IR, JE9697 7 do S5 SUR I, FEHGIT LIMSE SOD v5 1t
R 20 5535 T, MDA 1 NO £ B A M 7R 4] (2 2 FAAIR,
HE— 25U BRI TT B FA AL 8 I 7 A R
BASLPHARER M. B2, BRlVEIT CIRT (5 —
MU AT B2 i 3 s LA 1 A Bl 5 PSR R LA
H H 5 1 & AR H MU S A = P = A, AT 4E 5
MU A TIPS 2 7] ) B0 25 P-4, AN T 9 26 dfe .
Y L) S A AR A, B R A S LR 1
BUR NS5 Nef2 (5518 Bk IE mp LA P AL
BRI, 4EREHL A AL AP SA L 2 TR 1) Bh 25 P4, R
i Y3 2 P L i 2 2 1 SR A SR A, i — D B
YA ThRE, M RIEBITER .

3 $HRAT 558 T (calcium, Ca’") L

CIRI [ RAENLHIE Ca’ MEHE DI, Ca’ #HEk
AT Al R — R AL e o 2R 11 R A SR B 1 /K AR U
W ATP A RG] E5 AR B S R D) 1
PO R, 2B CIRT 5 P& It M5 5 58
Too AHICHIEFE R, Midoh I it %ol J5 DR 4 A I8 3 457
PAmTLASIE Ca NI N, (AN Ca® & &3 in, 51
i Ca” HRE, SEAMN Ca’ GRIER N, 51 AR i I [X ik
FRZE ORI T o A, i i s 3 A 40 i
Ca’ " A#R, ik — 45 o 2 fle oG 4L 21X F) 40 7K o A
‘é%ﬂmzkﬂ%b 15, A 32t AR o i 2 21 X AR FHE AT CaMl

B, N Ca® ATl CaM S5 & TR &, 5
%Lnﬁﬁwzé@fﬁ S-FR (ORI 2 HVE E AR R RE
JUSRE 5 L e I i 4L 4R P I A A R Z WA, M T B
BRI BEE I FERE, 3 B G IR o 4 D
TR B MCAO AL SE5G R IR, Glu BERE (R Ca’ N
i, $&7R Glu 512 CIRT ALY B Ca” B # ML 2 85T L-
TR 3 T 5 P I S ST R R, B Ca” " PRI N, B
R | A L X (PO 7KMo 1 A Ko L P Y 45
PR AL /N B 4 AN A Gk AT FLEH AL 3, 45 R K
I PR A T e DA R R A 22 4 R TRPCE 5

e 237 -

Caspase-3 IR, BEARGHNLA Ca’ WREE, i #hL
M. $ES FLET AL BT REIE L T R TRPCE Al
DG Ca " A AR AV s oL PRV R SR AR R A 1,
T 42 0 0 s L P K BRI 453 3 ) R AR o A
b, BHRIVATT I CIRT BB AT AE R I8 L AL
B AP R SAR IR A A Ca”" AL, AT Ik A%
S AL 2L 23 X P9 240 7 e RN R A B 453 405, S 7% i
N AR T, KA BT iR A, B0 R I L 4
Ca’ —CaM EEWIRITE K, AT L e 7] 552t
FEA 25 R L R SR AORETI, SR MM SR I SRR, DAORI i
HIEAR

4 §HRATT S4B

S WA V2 A T B AR T R B LA AR B
o B A B TR FH AR 1 B AR AL, R B A
G FEAT AT B A R 431 A A 1 7 A T R RE AR
BLam R A, i 4E R e B S fa s, 8
CIRT v, & [ WA oA Sy i dfe 0L i ~F il o P 1 5 T
AT RARIE =Rzt oy 0 AR e,
I SR 0L/ PR A 5% 3 L e WOk R CIRT &
TCAEIE, AT R VER - Eﬁ(#@%“ﬂﬁﬁﬁmﬁfm,
Je ER A R AR K R S 4 2R CAL [X LC3-TT Rk &
SR, i BA 1 — e T AAR CIRT fr;_}%o
T 25 ot A K i o 2 fk v ZE dk 1fi. (MCAO) K BRUASE
BUTRTAT 5 d FFas AR E A b, =5
N, 45 FOR LA 2K R W /A IR R 1 2 I 2 Ok
A, R LC3- 11 /LC3— T f bU AR S p A 4 Je 2%
FRAI%, p62 ()8R R 2 B35 R, 15 B e Tl
AERYEYT CIRT AL WT B 38 ) ok B | Wiy
FEXF CIRT A 22 (4 o 1 4 B 5 7 F T Az
B 2 e i R 0 P Y S A RN B K B T X W
M) 4D I 56 H %o 20 A0 A i 2 Pk s 2 afe i, K BRUASE 28 T
FARJG 2 h FFUE AR EE RN E 2%, 45 BRI s T4
P25 2 B 2 P R A A B L, R S T R AR R
7, LC3 BH‘&?HJH@E%%& LC3 HRILEE T A,
PEOREENIRE . 2SN AT BE I T 0 SR ot P
ifj:ﬁﬁmmrﬁ&/i%%uauﬁﬁ%zﬂewﬂw
2 B P 1 . F T R B R KT X RE R IR
Beclinl FKIX, Efﬁ/@/f 24 h N NERAEE.
M 53— SR 75 2 MR I SE 3, %0 7T R 30,
fE£ CIRI2h J&, HUEF K BRAIEE. BN 10 d, HEHA



* 238

7T LABE I Beclinl FERIA KA HE B W 0 A& AR T K
MR ER . ULEAANE AL TR T
8] f% CIRI MIFEREVE T HIgfAE EH LC3 Al Beclinl
L FRIE A PSR U, R0 453 T AN [
B B BV B AN TRD, pl b e A ) B g A
A XA R Bk, X CIRT ML AT R EUAS [R] i 8]
AT RN R YT, W T R B S E T RES
RAEPT CIRT VEH

5 $HRIATT 55 SR
5.1 $tRATTS Janus HEB/(ESHRSMEREEE
H (Janus kinase/Signal transducer and activator
of transcription, JAK/STAT){5S i@k

JAK/STAT {55 % SR & — %% S 5
VSN X AN R ER E AR € E A LA Y/ E s Rz Jilaley
TAE T @Az, RN AU G R | JORE S B
B MR A A 1 R . S RN, JAK/STAT (55 %%
T ANS GG KR E MaEE SR
T, WA 2 55050 #0 22 ZR G5 s B AR, 4R )
5 i ok I S5 0 48 2R G KD B AR A A DD R

2 W] JAK/STAT 15 530 %t m] LS4 76

R I 4 P AN AL PN B AR B AR T L SR AN L R 20T
FE A JAKL. STAT1. STAT3. STAT5"™,
JAK2/STAT3 {5 518 B 7 1 425 O i 100785 2 975 (4] Ao
SRR T SRR RS EEER . 2
FUA, WS JAK2/STAT3 {5 5 @ % Xf CIRT LA & R4
VERT o T 53 — LU 70 4 HL I SR B, 76 i S i sh A7)
R i 4 2R e 1L [X 35, p-STAT3 5 w223k, [ B af P8
AR AR R BRI 06 3 33 55 TAK R S PR AT 1] 71 AG490
Al STAT3 /N34 RNA JE 4> B FRAK p-JAK2 A1
p—STAT3 HJFIE, M &k 2 B A fh £ oA O T 48 i
i, IIMAE CIRT AL R I X wh & 2 R E, K
RS EM . Zhao JB 2 W 7LRIL CIRI Ji5 p-JAK2,
p—STAT3 7E i IfiL 7 Y v 5 49 = Wil 5 R B S 18 5, Ok
/A LR AT Yl 2 e I b 22 4T L P 455 - AR A R B,
T S5 ML PR BP0 Sk e o) 95 T 30 R 42 R TH 5 i
REER, AT ARG p-JAK2 &5 & LAR IS B & R IE BRI
FIK, WAE RN R A 5 G Sk B30 p-JAK2
EESERIH T p-STATS EARIL, Ik
T R R (R B 45 o DR Y S A, A
FEORAHMEI, B 2] R X STAT3 HERIA,
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ATLAGE IR ThRE . W], EHHNA 7@ 6] JAK/STAT
55 PR O AR 1 JAK2, STAT3 S5 IR IA KR
B RN S S AN R 22 4H MR T, TR CIRT 1Y
PR AN, RAFIRITIER .
52 #REBTERERETF-E #HXE
F 2(NF-E2-related factor 2,Nrf2) /fiE KRR IT
{4 (antioxidant response element, ARE) {5518 &

Nrf2/ARE {7 5 i % e 40 i IRA70 &% b R 58 B SO
PR A LRI AT ) b 200 T S A IS B8 S v ) R A
SUREME ™ . 405 A A B H K (glutathione,
GSH) ¥ PE B AIG, O MR B2 T v ), 2 Ao 240 i Joa P A BEDIR
S TFHEE KM Nrf2 5 Kelch £ ECH A& HEH
1 (Kelch-like ECH-associated proteinl, Keapl) Xk
A AR, TiE R I Nef2 RAETERRAL, FFR A AL,
SYMIAZ N ELHT ARE JCfF R ESS G, ARE 5 Nrf2 £
PAH ELAEFH, Nef2 @i Y ARE J54k R I 21 2 %
HO-1) 1 Jig %A At 3L JR
1[NAD(P) H: quinone oxidoreductase 1, NQO1]Z& 1l
BT EAC BT A ALY BT 1 2R, RN 7 AR K AL
W, RIEPUEAAER . 76 Nrf2/ARE @8+, Nrf2 [fE
IR BRI N5 5 e SIS bR &
I, Nef2/ARE 38 % i A 45 (R 12 4 F R 1 Bt e 2l
P A FBE A KR Z0" R B, Ne£2/ARE i %
FEBU I B AL R A A S 1 T R HE R R . X
FRBHZE W 7 R B, BHI CIRT AR R 2. P4
HE O, FLth i 5 1 23 b SOD AT GSH % 1 82 3 T,
ifij Ne£2 1 p-Nr £2 85 [ FIE K5 52 3 T i o FL g 2
WFFEA A, Xof IR AT 8 2 R B BT\ X 8 7T (B
BRI EX TAE N TIR, BUE XX IRAE R
B, 1697 2 i Ja, 45 ORI, IREHG YT 41 34 I NQO 1
ARE MINrf2 85 F i3I8 7K-F 2% 1R i, Keapl SR AR
KPR A o BB T AT 80 Nrf2/ARE
W 8B (3 (N2 ARE. SOD A1 GSH 2R () 1%
B RAE DAL AR AT O FE R, % CIRT AEHY bR A ol
Ay ERI NS Il (AT S
5.3 $tRIEITS ca’ /5% M (calmodul in, CaM)/
$EHERMER || (calmodulin kinase I, CaMKII){§
SRR

Ca’"/CaM/CaMK IT {5 5l i /& — 26 A W BA Ca’ A%
AR IEAT PR 15 530 B o 0 & A0 R R (a0 | Pl 2
0" Fil OH™ FIAE it %, AR ER AN NO HOREETH i) K

% -1 (hemeoxygenase—1,



VR R AR 2021 2 H 5 40 55 2 1
Ca’ HBEIT, MR Ca’ 55 CaM £54, W& 7 RS
MILE AR CaVMK 1L, J5 34 st T 15 Sl g " .
I, CaMK 1T B LR AL 2 5ok e 240 4 . i
CaMK 11 3k i 38 %o o of 57 000 o 22 4 i A A o D,
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