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CHZE] i b i 5 4% & M ik 3 473 (secondary brain injury after ICH, SBIFICH) §: 80 & JC Y AT i B 473 . 31 4F
WFFE R B BRAE T 0] DAAY S Mg HE IS #2820 A6 T A 5 B 0k 2 77 400 okl % 5B T2 BB 4% A At 0 /> SBI-ICH ., T 76 A%
A F-40 & 2 # L HF 2(nuclear factor E2 related factor 2, Nrf2) X #4 il 2k 78 1= 3% 42 10 4 £ 5 B A 4 300 il 2R P8 1=
WL T 838122 5 SBIICH 19 &AL, I B4 1 25 953l i 0% Nef2 0 858 1= 7E 76 97 SBIFICH J7 It /Y 1
WFFE kB A0 1A T R IE TR Y7 A7 34 SBI-ICH 4R 483 %K 35 . 0 25 9 BF & 42 4t JL % .
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il & 1fi. Cintracerebral hemorage, ICH) &2 H IfiL
PR 2 i S A, P A 8 8006 T A 2
RIAH ) 10% ~15%" . ICH J& o] S B i 1 f5
M4k %& % Bt 475 (secondary brain injury after ICH,
SBIFICHD , T A5 ICH R R T , i 6 Z 4 J0A
I B, WRoE R UL AR i T S A R Bl Y
MMIFET, BP R FE T- (Ferroptosis) & 5 T SBI-FICH
(s B R . WIS SR R S AR AL rp 0 ] 2k A
T AT LU 504 U 55 A 28 T B 15 1 R A DT B A%
SBI-ICH., i 3 i % 5% A+ NF-E2 X W 7 2
(nuclear factor E2 related factor 2, Nrf2) i & 2 5t
TR B VE 22 O o), R AR BRAE T R A . B
ZER T T-Z 5 SBIFICH W & ALH, IF 648 1T
LS N2 S0 88 T 1 25 W 7R iR JT SBIFICH
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TR Z 3 2k ARG BTk Ak 3 AN Rt >, Bk AE T
M5 T 2 2 D OCHEAE 5, BRI 25 4k i B R RS oL
WAKZ G 7 5 11 (solute carrier family 7 member
11,SLC7A11) /4 B H K (glutathione, GSH) /4 B
HK i & 4k W) B 4 (glutathione peroxidase 4,
GPXDPU ARG HI . GPX4 F2 2 H 41 iy
i b & B R % 12 1K (System Xc ™ ) iz HE A 40 i
WY GSH ¥ i 5T i 5810 W 380 Jit 4y A0 7 0 T 5K
XF 4T A A Y A AR R 5E R B R R 1B 2
System Xc~ H SLC7TAT1 FlE AR K 5 3 AL I 2
(solute carrier family 3 member 2,SLC3A2) 41 A,
SLCTATL X xCT J: b W K, e 3 2971 53 4 iz
WP SLC3A2 AE MR E . BRIE T R iy
i AR W) 22 O T FRR B R 95 i (polyunsaturated
fatty acid-containing phospholipids, PL-PUFAs) i
IR AT R AT IR B K R L B AR 4 i A &
J B 8 R I B 4 Cacyl coenzyme A synthetase
long-chain family member 4, ACSL4) F1¥% Il UP #
g Wt X %% # B 3 ( lysophosphatidylcholine
acyltransferase 3, LPCAT3) 1€ ¥ PUFA 5 #fig 44
B PL-PUFAs, — H PL-PUFAs #{% & 5 it
PRIE AR 4 Tl N B 25 Bk Clabile iron) R 23 1
(O X PL-PUFAs #4752 A6 SN A il Ak
PL-PUFAs(PL-PUFA-OOH) . RESK 3 kAL T- R
i ) B 60 45 IS 48L& B (lipoxygenases, ALOX) F14H
e & P450 & 1k if JB EE ( cytochrome P450
oxidoreductase, POR)™ , DI I i #2 3 BUIR i id &
YRR IR BT i SR A B R L G 4
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T 4% B (4-Hydroxynonenal, 4-HNE) 1 7§ — B
(malonaldehyde, MDA) B 2 5% 8] $2 75 7 41 Jf J&E -
) FL BRI B HE 1 S Bh 8RS T e A5 R A AET

2 Nrf2 FE8RIE T

Nri2 38 B S AL A b 8 S350 40 0 S vy Jd #% . e
AP ONef2 FEEA TN, 5 Nrf2 |
e R 7 Kelch #E IR AP BEAHSCHE F1 1 (kelch-
like ECH- associated protein 1, KEAPD %54, &7
R LR AR PR A Nref2 4576 FL Rl KRS, 24
52 33t 2 0 A AL R Nrf2 )0 KEAPL i i Hh
K iz B A0 5 B R AR L R4 AR bR AL
JZ R JG 4 Canti-oxidant response element, ARE) &
SNEE4G L 3 ARE 45 il 09 Ht 4 1k g 3 D ) 5% o
Nri2 ¥4 45 8k 8 T A & A2 00 OC 5 W, A0 45 I 7
GSH & B W 41 SLCTALL 1 GPX4; £k 18 if 3%
WK Bk B B % 1K 1 (transferrin receptor 1,
TIR1) 8k %12 5 1 (ferroportin, FPN) | Ifil 21 Z i
A ¥ 1(heme oxygenase-1, HO-1) fM4k & A ; PrE (L
DS e S S B3 VNN (1N 7 A Wl - I
(Ferroptosis suppressor protein 1, FSP1), I,
Nrf2 & i Buad AL FBR BT T~ 1Y O s 3 5 A+, B
Nrf2 fEMEH 2R AE T, 4 W7 5 B8 o ok 4k 38 im0
BREET: A G 1Y 2 9 FTRE JE Nrf2 {5 5 = % 1 45
R

3 BTSSR MEMERGRRFILE

2017 AF B9 ZE T 1 UK S i Ot S 28 e A
FERRBET 30 M A WG . R SRR st R SE T kBT
T E i B IS p 2 e A v A AR R 3R o
P25 B 22 RE ORI 484K N I R N oK 2 5 ki 1L & 96 HIL
il o ICH J& » I V8 H i 27 26 (RS T 4k £ 7 A K i
PR T 1 4 5 S0l 2 4 i ST o7 Y8R Ak e i A 4
I PR 115 R I PACBIF 55 10 I 4l 26 B, TICH Ji5 1t i 8 5 1)
BE R 0T RE 2 S B0 L i R . LR BILE
FENUAR & A ICH J5 , 35 fif 0 21 40 i R i I 21T & s
Il 21 25 P A 4 it fire J] B DX 3 A 7 /0N fie o 40 i A
Ik 210 i T A L B WY 2k (Fe? ), Bl S B is /DN I
AN A E WS B Y Fe* ™ il PR 1 — S k|
HZ R R Gt A M2 o0, 1M X e 7 # 2 0 Hh LR Y
ibi Fer ™, il if 2F B i AR R A o 3,
DNA | [ 5 FLRS BE . DA 75 S 906 1 40 77 A A
Ja A R A . R B AR I 2128 1 /R 5 1
M RE R ICH MV TR/ YT ik, M E A SY)
F 85 IR B AL p, Bk B TR SR R Ak R 1

(Ferrostatin-1,Fer-1) 0] B 1 #ft 28 5030 T, I sk 2 1l
LI A S AR DU ICH J5 I Fer-1 M/ &
PR L B 0 G O RN R 2 T B el . ICH JR 8k
BT B 2 TCFE T, I Fer-1 B8 68 Wl 4% i 1l 7
i 5. A BF RS OB R RS 2
(Cyclooxygenase-2, COX-2) A] BE & AL T- M 4= W)
PRAEY . BTV R WL A8 ICH 40 AR R ICH A
M ZH 2 BRBE T A DG BE I R s & By, ICH &
P A AR R AL T, R T B it e eb o 1 0 22 T A
TERRBET= , Fer-1 AE MRS FIAK Py BEAR T B 020 &
SN IS TR S IR R N I AR A 2
(prostaglandin endoperoxide synthase 2, PTGS2)
SN R H A P28 COX-2 F kK- Ay 38 m . gk
535 % 1 1 (ferroportin 1, FPN1) J& — il £k 41 HE %%
BSR4 Sy b — o o 1 R L 3 A Bk i e i
B, FPNL 724 ICH F 3 R/ BURE Y Y 1 1 i
ML i BRI FPNL 56 &R 5 ol % 1k
ICH J& WREAR , 1T 3 63k FPN1 A9 9 75 1 &b B (1) %
W/ B 7R X SR IR Y B s, R
FPNT1 RE 8% 300 i it i 2R PE T 09 & AR . SRR
R NEE A Z K 1 (oxidized low-density lipoprotein
receptor 1, OLRD) . W FK hy 5 £ 5 FE A AL 1% B i
HHZME 1,2 CRIBERERZEMN B E H 2k, A
TCH IfiL fif v 3 35 38 &7, 78 K BNt ol A5 2 o,
OLRI AR Bl 1 it i IR Bl 1 ol 2 488 43 ik 20>
R S ZH 2 e e i e A AR B 28 TT i R R R R AE
AR AR B . OLRY (9370 B 58 i 198 GPX4,
FTH1 AR COX-2 M BRAE T, ik i 1) ¥ &
%% B 1 (sphingosine kinase 1, Sphkl) 3 ik I
JHH . Sphkl J& —Ff i 45 Bk AE T 3k 42 B AR
W OC B 7E R N AR AN TCH A5 AR o, i
Sphkl Re#% Ik 55 ICH 55 1Y Sphkl L8 FIEKIET,
T U A K T P P A R R 2 A0 L AE T X 3T AF
FEHH AR E— RS T BRAE TS 5 ICH % DA ¢, T
Sphk1 7£ % — B 4L ik T b 5 O HEAE L 53X 8 1 i
I A8 T8 FIG 7 B T — oA T A5 80 VR T O
AT my . P, a] LUK E BRI T & ICH Jm i 2 T i
P 0 LA HL I HL AT B8 2 8 o 2k 58 T AH DG KR
HR B BB R AT 5.
4 BRiE Nrf2 #6552 T M TR 58 F H I J5 4% & 1
Fii 453 1%

U Nrf2 RERE I A T, AT A R I i U
Nrf2 00 i) Filg i i 5 2% 2 Bl 4 0 BRAS T — o i#F g
Wi % A(Withaferin A, WFA) & —Fh KR L A9,
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M2 WA REHIWEA MR ER . ERRE
TS A AR sl kit 57 / BUICH A AL, WEA
3 BN T 1 7K - IR 3 1 0 AR Ak R R A
Wy SR 0 5 Ak T R A b K Ao 4 Ak 0 i 1 T
WEA ¥ Nrf2/HO-1 {5 53 g%, {2 T Nrf2 )
2 MG T T AN M R B B AL IR B i T HO-1 g &
KU AR AT S S SH-SYSY 41 il b, WEA
AT SH-SY5Y 2 A 453 473 , 7] B 6 AR P9 — 1 149 7K
S, I3 0 e ST A 0 A T RS G Ak )
FIEMEDY . WEA #0% T Nrf2 #Emifg o HO-1 %
KL UTER Nrf2 58 Wi 5 T HO-1 1933k A AL i
M WEFA R EHT X R W WEA Gl #0005 Nrf2
PO P45 . WEA BEA Fer-1 a Jd 4> i 41 &
S0 SH-SYSY #i & o 40 i 43 473, & B WFA i@
IO Nrf2 SRR T i AR W e A
FE YL 1% 32 K v (peroxisome proliferator-activated
receptor ¥, PPARY) & 4 K 52 1K K% b 1 — B e
POE 2K 5 Nrf2 B [E 4R T L A2 320 A OG 2 PR Y 3%
R IRIBRBE T . 2T 75 00 AR K RO S 22
JLH, PPARY i 2l 5 it 4% %1 B ( pioglitazone, PDZ)
W% PPARY Nrf2 FI GPX4 , M 1M $00 i # 25 56 2k 48
TR A T AE SO PR B R S i ICH KB,
PDZ 3 25 4 il 8k S T 42 3 K B ek 22 T B A WK &2, i
Nrf2 il 5] ML385 ¥ % PDZ X K B4 i 48 {2 47

ER™Y, F W PDZ i i #00E Nref2 i 90 il 2k 5
T, 3 ICH J5 #l 2 851 405, DT Bk 35 pl 22 D RE .
6% (Crocin) J& N F LA T 70 B A5 B 19 22L&
Yy, 6 i 0l 55 22 RhopE i HA W AR IR I /E . BF
FE AT AR 20 i PN Nef2 ORI I S
M ITTRIET . TR/ R 7S % F AR I S5 A i i A
RUrh JEZT AR R RE 08 Wl 5% 1 it ] S 1) fiki K ek 0 A
22 Y RE B L 34 0 ik 2140 SOD il GSH-PX & 1 , 1M
MDA % & fl Fe’' ¥k &, # i1 GPX4, FTH1 A
SLCTALL B3k , & W] FLHA 0 #2870 40 A 19 2k
FET-AE VYL iE— B s R 2D AE R B
Nrf2 , & W] 50 £1 48 R 30 i W00E Nref2 3 1 30 ) 2% 58
T W IS Ak R . (—) — RILAEE
B FIREE[(—) — Epicatechin, EC JREAR ik i 1. /)
R P A8 AR, O e AU ot ek ) T DX 5K ) 240 i 56 T A
P2 T AR PE T B3 T i D g it > X 5 3L
B Nrf2 A 5, FBF EC @ T HO-1 ik #l
1 140 G A T AR T 00 7] kK M A B BT T RN Bk SE
ToAISEEER ik, R EC il i #% Nrf2 dF i
AR FE T, DI 2 44 X A i 453 43 1 40 ) 4 R
R L 25 4 1o 30 Nef2 1R ERAE TS . e 1E ICH
A P MR A e s A B L L S 4 e A A A L B T
M 2 BCBURE AR 3K BIIE 97 Il L IS 4R e P i A 4
MAER . Wk 1,

F1 BEHBENRAHGETEERMEME®EERRGHESWIERNT SE
&Y 52 B Y 2R i FHAL I EEDUN
B A ANRERE AR v RSB G A R EE; v BRU0 FSRIRF NFE2 M T 2/48 B H ik [19]
TS A v T A BRI bR T A 4
BEH KT Sk W 4 A RN R
NFE2 A5 1 2/ 21 & I 42 i 1
MR A M2 % 4b ¥ OSH- v A0Hd 05 v N R A AR RSN NFE2 MG F 2/ 4 e H ik [19]
SY5Y 4L AR ; A e RS SR 45 A SR 4
SEN T NFE2 MW 1 2
4% 51 i KRB A MK A MmBPERR; v KM A RE 2T F SRR NFE2 MHEH T 2/4 B H Ik [20]
e o) s A o Ak B R B BTG 2 AR T AR 4
v SR NFE2 M EH T 2 s e
H Mk S A Rl 4
ik A% 51) i M4 A KRR AMZSICHESE; v v4-83 T R HET NFE2 MEH T 2/4 b H K [20]
A D 22 ot WHEE; A AR H K A T AR AR R 4
B W) WG AR v e ST NFE2 H3¢
AT 2 Fgs e H kot S Ak g 4
AL ANRBFE A MR v WK R 2 D BE R AT A AL FSRINF NFE2 MG T 2/ Rk [21]
=5 Y AL R A e H K AR s v R T LR 11/ e H KA 1k
TR v s A e kT Rtk 4
YImG A A SRR A ERE A WK
W 7 B 115 A BT NFE2 A6
A+ 2
(=) —RILHKXHFE KEBETONR v GE; A sgThee; v IR 8;  H2ET NFEZ HIXHET 2 [22]
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Per s BT Nrf2- k5 T3 8% 100 60 i 20k 2 e k404 3 B0 5 i

5 REERE

25 FRR L BRAE T2 5 ICH 5 M &t i &
o LA . F L EL A SO AL I BIF 5T 8 AL T 0 By
B, X ERBE T 10 45 A 38 6 AE TCH v (195 BRAIL 1 1) 48
R AR B KA AR ST T 1) . 53 A A TR
HOE Nrf2 Ml gk se iR 97 ICH J7r m i #R & . H il
Ak T RS 2B B B i LR 22 Bt g R A 4 i A
U5 2 ) A5 A8 HE AT T B S Ak BE T 1 AR
58, B Z SRS AT TR BE DML R . P DX
HEATHE 22 14 1 PR X 56 Ok A 50 5k 56 T 100 1 390 1) kR
BORARA A B B IR R W (A5 E— 20 I R R,
B R ARSER A ST BRAE T 7E ICH v 19 /R HIHL
RS Nrf2 FUekFET IR T7 10 25 9 (B A5 D10 75
XS SBI-ICH BiiA A9 E K25 1] .
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