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i E HE ATHEHEERTLZ 28X EF 2(Nrf2)/5 B K R4 B 4(GPXA4) 15 5 B % An &5 AR SR L T8 12 AT R [
ACHTr 3 R R e o B R B AR 69 B EAE A BRALE) . Tk ¥ SD K RS AT KM A M REH-T K 4(10.8 mgkg) iR
FaARe 7 20 (28 g/kg) , A4 24 R, MARF R4Lsh, R4 &40 K R34 K A Longa &AM i K b b Ak A AR, BB 5, &
BHMKRBEFTAE LR (EELHTARF 14d), BFRAFBUVBKIETFARELLK FR1K, 2R TFTLLEHT,
14 KB, 3+ R RAR 2 5 58 B 305F 5 5 WLAR KR He fn (0] izt 20 42 A 42 70 2% AR AR A 25 4 5 4] KR B fa ) iz 2848 F B =5 (MDA) |
A BH K (GSH) Fe &8 VAR N2 JE R BARE 3% 7 RN 11(SLCTALL) .GPX4 & G A mRNA R iEKF, SR LHEH 114K
B, 5AR S R4 i BEAN 20 K R Bk fe ) f 20 224D 22 08 R 245 50 T 3 R SO, ELIE B ) e A% 45 4 L e I AV 2 ) AR B BIE S
F2 MDA .Fe" 4% 8 %4t % (P<<0.05),GSH 4% WA & Nrf2 . SLCTA11 .GPX4 & & F2 mRNA £ ik /K -F 3 2 2 H1%(P<0.05), 5
BERN LA Yo | 3L M T B 20 Fe B AL T 20 K R B e () s 2B 2R A0 2 T A ARTY AL H IR AS R Y RS, LR R BN S E
(P<<0.05), H.i& FAALHE 77 40 K31 o 45 AR 09 G2 R 3 B K T REW-F K 41(P<0.05), £5i8 R IFaALF T 7T B & K R Bk o -
IR , L AE A AR T AR 5 i50E Nrf2/GPX4 42 518 % b KA kR LA %

KR R AALE T ; iR B e B DR B 4G s Nrf2/GPX4 42 5 il 5 B L T A 4 T

Study on the effect and mechanism of Wenyang huayu formula in improving cerebral ischemia-reperfusion
injury in rats

XIE Tingting, GONG Zhiying, MA Wei, MO Xueni (Institute of Traditional Chinese and Zhuang-Yao Ethnic
Medicine, Guangxi University of Chinese Medicine, Nanning 530023, China)

ABSTRACT OBJECTIVE To investigate the improving effect and mechanism of Wenyang huayu formula on cerebral ischemia-
reperfusion injury in rats based on nuclear factor-erythroid 2-related factor 2 (Nrf2)/glutathione peroxidase 4 (GPX4) signaling
pathway and mitochondrial ferroptosis pathway. METHODS SD rats were randomly divided into sham operation group, model
group, Nimodipine tablet group (10.8 mg/kg), and Wenyang huayu formula group (28 g/kg), with 24 rats in each group. Except
for the sham operation group, rats in other groups were all subjected to middle cerebral artery occlusion model by Longa thread
occlusion method. After successful modeling, rats in each administration group were intragastrically gavaged with corresponding
liquid for 7 days or 14 days, while rats in sham operation group and model group were given equal volume of normal saline once a
day. At 7 and 14 days after administration, neurological deficit scores of rats were calculated; the ultrastructure of neuronal
mitochondria in ischemic brain tissue of rats was observed;the contents of malondialdehyde (MDA), glutathione (GSH) and Fe*,
as well as the protein and mRNA expression levels of Nrf2, solute carrier family 7 member 11 (SLC7A11) and GPX4 in ischemic
brain tissue of rats were detected. RESULTS At 7 and 14 days after administration, compared with the sham operation group, the
neuronal mitochondria in ischemic brain tissue of rats in the model group showed typical changes of ferroptosis, and the injury
continued to worsen over time; the neurological deficit scores, the contents of MDA and Fe* were significantly increased (P<<
0.05) , while the content of GSH and the protein and mRNA expression levels of Nrf2, SLC7A1l and GPX4 were significantly
decreased (P<<0.05). Compared with the model group, the morphology of neuronal mitochondria in ischemic brain tissue of rats in

Nimodipine tablet group and Wenyang huayu formula group was gradually improved over time, and the above quantitative

N - - indicators were significantly reversed (P<<0.05) ; moreover,
AEETE HRARP ARG T LI (No.81874453) ;) P4

B 2 e 22 GRHIE I H (No.2023QN006) 5 1 75 [ 48 B2 5 4 191 F the improvement effect of most indicators in Wenyang huayu

(No0.2020GXNSFAA297270) formula group was significantly better than that in Nimodipine
_ M e A 55594 B 1 A5 5 Eemail -

* EAER PRI BRI PR LA Bemails e group (P<0.05). CONCLUSIONS Wenyang  huayu

571149577@qq.com
4 BIEIEE YEIT . BEIETT I o DS 26 v R I . E-mail formula can improve cerebral ischemia-reperfusion injury in
=] o H 2N o - H
512630027@qq.com rats, and its mechanism may be related to activating Nrf2/
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GPX4 signaling pathway and inhibiting mitochondrial ferroptosis.

KEYWORDS Wenyang huayu formula; cerebral ischemia-reperfusion injury; Nrf2/GPX4 signaling pathway; mitochondrion;

ferroptosis; neuron

B il ik 7 v (ischemic stroke, IS) B i A0 4 |
T B R S AT AR L R Y T R BRI A I E R
ORI A R AT B IS Y O 5 I i B T
B B 1R 0 I PR R R R R B R
FH-#E 13 (ischemia-reperfusion, I/R) i 3 FE AL 51 & 1K %
AP b E R T IS GRS . BRI TRA
it BT A /R 45343 F s RV AR LA, O OB TR IS 1Y
Y A L

AR A BIFSE R B, SR AR R IE T 2 A S ik /R 43
DAz R BRAILTR™ . BRAE T — o b B AR A ik
E=R A [ SF YR 2 1107 A ey e WS 7 TR N (S O
AR R, R SOZ AR A B T, BTG AR
PRI L ST B AR ORE Y AR SR AL
Z 2 #H& H F 2 (nuclear factor-erythroid 2-related factor
2, Nrf2) /4% e H Bk i 52 AL P 1 4 (glutathione peroxidase
4, GPX4) {5 5 B{AE R WL e 2 20 N IR T B
P FRSE, vTa i A B H K (glutathione , GSH) A B A
JE ot A AR i, e R SRR AR S R kT
Nrf2/GPX4 {57 5l ARSI UR 4514055 i g it 484k |
AERFEBRZE AL 5 D) ReRR A h R HEE s R TR R .

IR, IS M 5 | & 1 UR 3473 (R s LS i 2
AR, Hor, CBHARUR R A, R I R R R
“BH R " PRSI 2 Th0 e I A R A4 2B ) D R A B,
T 958 D) 45 G50 B 25 L S B ) b DR M R i R
FRER B VIAHOE™ IR BRARIHE T 1 A e R S0 A 45 ) 28
7, AR T A 5T I S g 2 e 1S A A
LRV, IR D- R ACE RIS R AP b
g2 Y, SR, % 07 e 75 8 2 #0E Nrf2/
GPXA4 (5 il i NI RARBRIET 3 — ST, i il
Z ARG SLIGURYE SR FE T I, AN ST FOURA ki vh
2l ik 4] 2€ (middle cerebral artery occlusion, MCAO ) # #
DI DL TR 453477 , 2R A5 M I/R 353403 )30 2 40 5k A2 3
NG AR TS AE AR Ak R AT 1 SR Al AR A A
2R H0T I PH AR T ek 1 /R 45 4 1 HL AR A
BL, LA v B 256G HE 7 i 1S R AL S a0k 4 5 2 e
2%,

1 ##
1.1 FEES

5418R UL 25 .0 HL I A 7% [¥] Eppendorf 23 H] ;
EPOCH2T A4 K i U 1 5E [ Bio-Tek 24 v ; Power-

T2 2026 AR5 37 45 1]

pas B Pk A F 55 [ Bio-Rad 23 ) ; KZ- Il -F Y &= 3 A1k
T A 2B S A B R TR R A W R A BR A
LightCycler480 1T 1y 38 fg: 52 i 9 a2t 3B 45 Tl % =X s 1
(PCR) X A Fii -t Roche 23 7] ; NIKONDS-U3 #1 R £
ZIIRe A B H 7 Nikon A A
1.2 FEHmEIRXF

T BHALSE T BB 20 g R AEAE 16 g HEAREAR 15 g
AEWH20 g Wi kiE6g. = L15g. BRI g X HF6g
LA, #5220 TG B 2 R AR — B B e 24
B Il PR BR B A0 (B Bl SE RIE 2 h) 19 256 H
TE EE KR 1 h, SR AT 30 min, 13 U85 24 AT
20 min; & IF P UIE I A , % 2 g/mL 19 25
(DAZjait) , B A

Je BT B (25 57 H14022821, FiA% 20 mg) I
HIE R 5 25 A FRA W) 5 0 sl & B i ECL
JE A IR & (dit5 4359 MR05101M . PW30701S)
W A B4 (DO A= PR AT FRA B s BCA VAR vk B2
AR & Fe i & (4t 543 1) PC0020 . BC5415) 1)
H AR ERHA FRA A Sl Nrf2 75 B8R 5%
7 A 5 11 (solute carrier family 7 member 11,SLC7AIL1) .
GPX4 B-NL3h # H (B-actin) FL i (L5 4351 4 10176-2-
AP 14064-1-AP ., 11097-1-AP . ab8227) 4 [ ¥ [£] Ab-
cam /2y Al 5 BUR T E AL P BEEBR 10 14 1L E BT e S Bk B
G —Ht (5 GB23303) Wy H BRI FE4E /R A= W RHE A TR
/3] RIPA 2L (65 POO13B) I [ | 528 25 K AE W)
e AR A A7 BR 2> 7] 5 N 1% (malondialdehyde, MDA) |
GSHi&H & (5254301 A003-1,A006-2-1) 24 H 14 5T
AR T AT .
1.3 S8zh¥

AHH G BT sh ) A {6 B I PE SPF 2% Wistar K BRL, 6
S AR R (200 £20) g, A KEURFR T 7H h BE2)
K2 SPF R h¥ b , 1E xS 90 Fir 5 W MR 3R 7 d, DA
TREENE A O MBER . ARSI EE TV h B2 R 2 S0
YRR Dl o, S DW20220511-078
2 FHik
2.1 YN AE EESRY

4 SD K ERFAHLA AR TF AR BRI | Je ST R
20 (10.8 mg/kg , AR Ik R S54GRS ) il PHAR A
T (28 g/kg; M 278 SCHR[TICE , L2y at) , BR4H
24 H o BRRT ARSI, Hap 8 2H R B R Longa 444
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Py MCAO B . K RAS £ 8~10 h )5, JEE TS 1%
T L Ll 22 (40 mg/kg ) HEATIRRIFE , A0 Eip [ 2 O 415 <L iE
N VRIS RS TR SUE A 1 ~2 em YT 1, B2 55
HUR B IK BBl bk B B Bk ; 2L EE Bl ik S sk
Bk O B, Bhibk e e A1 25 8 2l ik, T 2508 20 kA 1R A
H/INE A AL ZHN S, REIEG RS VI H 5 6t
12 h Al 10 mm 28R S0 PR I, (R AR 2
FE T BN , AN E AL, ORI E S8 58 2 — 3
TR DR B B R A AT RN 2 e E LR
i ATHEA I, B 1A BB S A — T 2 D R e B, 1
AL A ERRE HERL AR T SIS AR IR
IE LB RA ST, PRS0 A R

TR , 25 24 20 R BRE B RH 2490, IR TR
A ALK R B AR RUVE B K B H 1K A5 4Lkl
HLEH 12 R RS 25 7 d(LAZE S50 I UR 3440
WA R ) F Ay 12 HOR RS2 25 14 d(LAB 5
25955 VR 05K 52 52 ) o
2.2 KRMHEZINEERIRITESD

ST R 7,14 KEF &6 KRR A
Zea Longa 5 73 #il7E " HEA T #h D RESA T 53 , L Sh 0T
A1 BH AR 7 26 i DR B 405 0 Sk 10 50k A2 A i 26 1
RERI ORI S AE I
2.3 KERERIMIFGE LR HEZE TR T AN E

IR EEJEEE T 14 R, A3 R R
MAMAGZHZY, 2R 1% 135G B E -2 RR IR I , T O BRI
A BRER K, FRE R 1% 1% 1 -3% £ R BIR AW
HEAT 1 5 5 BOR Bk v o0 ok A6 10 DX Ao 2 2 1 B 1 mm’ BrA
FELL 19 #REREEG I E 2 h, ZB6E C MK A D) A
(60~80 nm) Ji7 , MK UK K FH 2% Mifs 12l k' 4% £ 8 min %
2.69% MR HT A R RE COL 4 €4, 5 min; 22 THRAL IS R
FHB SRR TSRS, IFHA IR,
24 KRERMMAEELH MDA GSH Fe* & £l

SRR 5 T 14 KA, 4541 A B 6 A BRI
i AL 2, G 43R 4H 20 ORI A 4 T s k5K
56 )  RRFLLE 109 I AT A2 B ER K E AT 2038, LA
2 500 r/min #5.0> 15 min, BEVEW . ARHE R & UL
DA R FHBFR A 551 532,420,520 nm 44k
FE W PR AR A I 2 22 5 R R e o ) iy £ 25
MDA .GSH .Fe" i) & &t .
2.5 KERERMM AXZE L Nrf2 SLC7A11 .GPX4EH
Rkt

TBLS2.47 T AF I Fsf TR R BRUBe af O0) i 2H 2P055 £, o
A BRI R TR A5 T IS B0 B I
HEHMMEBCAEE &G, A FAEZE T 100 °C3&
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hARME . BUEME I B R SGE i JEAT T e SR R
Yo - 2R TN 4 T e R G PRV, PRI % JBE 90 mins LA TBST
VRIS ARG St AT 22 W 3] 15 min, FRINA GPX4
SLC7A11 ,Nrf2,B-actin —Ht (i B E 4351 4 1: 2 000,
1:1000,1:2000,1:5000)F 4 °CTFFELR ;K H, N
AP REE N 1:10 000) iR E 1 h, 2 ECLIRH]
WA HLS R FH 2 DR R AUBAE , PR FH Image J 5K
oy Hr s IEAE . VLB A S NS EH (B-actin) 1Y
St IR EE(E LA R H B A Y FRIB K
2.6 KRR ER M M fX 28 1 F Nrf2, SLC7ALl, GPX4
mRNA FiE#

2,47 00T A A ) 5 A Bl i 0 i 2H 435 i,
A Monzol™ ReagentPro Fl 2 A , #1255 G i B 5 7 ik
PEIUE RNA, PR 4l 30 7% 57 30 70) & U W B 5 0k & Ak
cDNA. L) cDNA AT T PCR Y : 95 °CHIAE T 30
$395 °CAEE 10 s, 60 °Cil A /HEAH 30 s, 3L 40 MEFR . LU
GAPDH R WNZ: 2K 27 A H B9 1 mRNA
Xk, ARSI S R T WA R A
FRAFIBOTIEG R, BIRFER R L,

Fx1 S|YFFIFEEYKE

AR SlHEAl(5'-3") THK
N2 IF1i]: CACATCCAGACAGACACCAGT 126
Jz[f] : CTACAAATGGGAATGTCTCTGC
SLC7All IF11): AAATTCTCATTAGCAGTCCCGAT 114
[ : CAGCAAACACACCACCGTT
GPY4 1F1i): CCCATTCCCGAGCCTTTCAACC 138
FI1): ATCGATGTCCTTGGCTGCGAAT
GAPDH TF111: ACAGCAACAGGGTGGTGGAC 12

[ TTTGAGGGTGCAGCGAACTT

2.7 FItFERFE
& H] GraphPad Prism 9.0 #7581 01 96
IEZSr A By 225500, 1 SR A x £ 5 3ok, Z410] 1L
BOR F B R 2R 07 22500, i — 2 P L AR H LSD-¢ ki
1. A IERSAMET 224550, Z4H 0 L ECR H
Welch 77 22 534, E— 2 P EL 3R H Tamhane”s 72 K5
5. KBkt «=0.05,
3 H#R
3.1 RPAMR T XK RARE T BEERIRIT 4 B &2 M
REGIEHE T 14 K R TARA KR HIBA Iz
DIRESRAUIE IR (PFA3340°8 0) s ST ARAL oA A2 R
LR BRI Sk () i 22 D R BASTRE AR, P22 D) BRI PE S
F T (P<<0.05) ; SR i, Je BT R 28 A P
A58 7 2H K BBl 28 Ty RE B 5 0T 43 24 10 3 R IR (P<
0.05) ; 5 Je BLHl T 41 F A, R FRAR T 4K Bk 223
AEBPE I B TR (P<<0.05) , S5 ILFE 2,

thEZG 2026 4E55 37 445 114



R2 BAXBRAFERERHEINEERBITD L (x +

s,n=6,%)
13 H1k F14K
BFAA 0 0
fRRl 3504054 3254045
R R4 2174075 175£045"
S 133+051% 1164039

a: 5 [N ] 53 1 T R 2 L4 L P<0.05; b 5 1 i 15 B2 TR0 241 1,

§2, P<0.05; ¢ 5 [FIINIA] 1 JE SE Y- 41 LA, P<<0.05.
3.2 RPAMRE T RE K FR R M B 40 4R 42 T R AL
AR

SR JE T 14 RN AR ARG Bt f A0 i 2H 2 o
LR RR AN TE R TE AR . B ZH IR R st ) i
LI 2 UL R R ARFE T LRI AR , FL GRS R 4R 45
Vit Se N ——45 255 50 7 KA, SRRSO I /b ik
WA, b | 8 e B o 23 FE 0 O 5 45 24 J 2 14 RI) L 4%
A T T B [ 405, 05 DR R T S0 2K o JE BT
7 AR BH A% T 2 R B e A0 Py 2] 20 28 ST b A
TEAS BB R HERS B A0 M —— R 2 Ja 55 7 R SRR A
KANET— AEU K B 8, RS2 hy e, T A IS T 5
SR IS ER 14 R, SR A Y 00 el | S 285 s Ui
R, SERLIE 1,
3.3 RPEALFE A R K BR R M ik 26 22 MDA .GSH .
Fe & 2R

CREGIE ST 14 RIS TR s AR A K B
B A 412 o MDA Fe™ & &34 & 3 7, GSH % i
T E R (P<0.05) ; S RIA] LA, J8 i F 4 A
FH AR5 7 20 K BRI it 0 A 2 £ MDA Fe™ &5 44 i 3
F#AR , GSH & 44 B & 7 (P<<0.05) 5 5 /R B 41
FL A T BE AR 41 K sl i ) fii 20 27 b MDA (45245
55T RBRAN) (Fe' & i ¥ 1 2 AR, GSH &% it (45 245 )5 58
T REEAN) BETHE (P<0.05), 45FILES,
34 RPEWKE A I KRG MM AN AE R H Nrf2,
SLC7A11 .GPX4 & B RiZRI M

PR T 14 RIS, SRR A AR K B
ke LA ARG 4 2 Nief2 . SLCTA L1 GPX4 2R 11 &35 /K -1
AR (P<<0.05) ; SR RIL] gk, JE 5~ R 41 RE
FH AR 5 20 K BRI i M A L 40 rp B3 2 1 R Ik /K3
TR (P<0.05) ; 58 B H 4 Hu s, iR PHAL s
20 R B ot B 2k R (ET KRB AR
SLCTA11,GPX4 & H R AP ) ik KV 34 i 2 T i (P<
0.05), ZR U4 K2,
3.5 iR PH W 53T KRR B m M AN A 8 F Nrf2,
SLC7A11.GPX4 mRNA KXW

YRENIEHE T 14 KT, ST AR i BRI KRR
e LA %G 25 27 7P Nrf2 . SLCTA L1, GPX4 mRNA £ ik 7K

T2 2026 AR5 37 45 1]

gﬁ
i
o
=
R
)

B AT 4

14K
e AN NN T (Pl -2e o | STt AN ES % TR LN
Bl &HKRAE R 8 G I M AN LE R 4 42 TT 2 Rk
EEHMURER (FRRA2.0 pm)

£33 HHEKXRAREBTIE S MDA .GSH Fe* & =Lb%

(x*+s,n=6)

Eibl b MDA/(nmol/mg prot) ~ GSH/(nmol/mg prot) ~ Fe*/(nmollg)

fBFAL EAPS 1608+ 1.12 1362095 7124058
BUE 1575£1.05 1384 1.02 6951052

f AP 38241265 4084036 1765+ 142
BUK 341272 4354042 17.2£138

JEERT R4 LGN 251241840 9754068 12841105
FAIR N31£160° 1046£081° 1095088

RIS AP 2436157 10322072 11.72£091®
U 1825+ 134 12.12£085" 8.54£0.68"

a: 55 [F) I 0] 5 M8 T AR 41 L 38, P<<0.05 5 b 5 [ B[] A5 45760 201 [,
8, P<<0.05; c: 5 AW ] &5 JE S Fr 4l LA, P<<0.05,

S B 2 AR (P<<0.05) 5 SRR FLER, JE B A4
VR BA AL 2 BB I i 2 22 3R mRNA ik
K4 B T (P<<0.05) ; S s M F- Frai be s, T FH
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x4 BFAXRAE B & m M AEA R G Nrf2,
SLC7A11 .GPX4EBRIEKFLLE (x+5,n=6)

Eibl i Nif/B-actin SLCTAlIB-actin -~ GPX4fB-actin
A4 BIR 1134003 1142003 1124001
ISR 1215002 1192002 1182002
A LGN 039£0.03° 057£0.12° 046+0.05°
BUE 053£0.02° 067£0.03° 050+0.03
JEERT R4 AP 0.65£0.05° 085£0.06° 0824003
BUE 0.8910.05° 099£0.02° 087002
el g LGN 0774007 0.88+0.05° 087£0.04"
BUE 098£0.03" 1.06:+005™ 096002

a: 5 [ B B) A A8 TR AR 41 5, P<<0.05 5 b 5 [ B i) A5 55760 201 [,
8, P<0.05;c: S [E]I][R] S JE ST B 2] LA, P<<0.05,

e m 100kDa
SLC7All l I l l ] 55 kDa
B-actin - - ‘ 42 kDa
1 I I
AR TR
proein m e

I I i v
B.AAZHJEH 14 R

I ARTFARL ; AR T JE S 2H 5 IV IR BHAR I 4
B2 &4HKXRANE BT E &8 m MG 28R & Nref2,
SLC7A11 .GPX4 BB RIZHHEKE

AR T3 2K BRI A 2 2 |38 mRNA (452555 7 K

J5 SLCTA11,GPX4 mRNA FRAb) Kk K- 5 25 7 5

(P<<0.05), #5305,

x5 &HKXRAE R E S Nrf2, SLC7ALL, GPX4
mRNA FRiEKFELEK (x+5,n=6)

45 oy Nif2 mRNA SLCTAIImRNA  GPX4 mRNA
A4 AP 1004003 1.00£0.12 1.00£0.11
U 1.00£0.04 1.00£0.04 1.00£0.05
i BT 0314002 02540.04 029£0.02
R 036£0.02° 036£0.05* 037£0.03
JERAT A AP 067£001° 0.54£0,02° 038005
U 0.78£001° 067£0.09° 0.77£0.04
B BT 0.7340.02 0.65+0.03 064002
B 0874002 074011 083 0,06

a: 5 [R5 TR L # , P<<0.05;b: 5 [R B i) A A 2 |
B, P<<0.05;c: S [E] I [A] S JE S 4] LA, P<<0.05,

4 g

i /R #5403 02 1S # A% UK YR YT Ja i s A%
R ERIATT R RHLI S 4% U S A b A ) R
Bl BRIET- Y, BRBET AR —Fh AR AR i 45
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LIRS ARV M BE T 05 2K, 76 il /R 453405 s HOC R A 1
LR M ERIET A% S B S gy 2
PR 2t IR, Nrf2/GPXA (5 518 Ak
PR BRAR S AR ST A% Ol B, R T T
DR 405 (0 S 224 T i ST, AR SR 36+ 1
BRALSR” T B3R T, 2R G Ao Tk BH A58 6] i /R 453475 K
SRR ORI R
BRI R BH R W) TG LA S LA 8, < il D) ik 4 2k
W, T E RS FEIS R R, P R TR SO 2
T X I A TC AR AR i e A IS 2 A, IS DU XT 7
PEIRBE AT , 2 R 1 AN E Hh R I 21 28 R A B0 Uit 5
BRARRNO IR BAA 7 P B R R SRR WA BB
AR b BT SO A BRI s T s = O R B R I
WY, HAT SO SO A T B kUi B BRI AR
07T WK JZ 52 9L T % 2 D Re R AP AR T, AR
WFFE 45 0 o, SR AT K FR A 28 D R e )™ 1, ZookifA
P AV T I A 2R R E R B 2R R 5 45 AR
AN U U B O R G 5 283 BH AR O T T
S, BB R R 22 ) RE A8 10 S 25 BARAEG , 4k A 40t
GEfp BN 22 OKIPUEEE , HLAA 2 55 14 R IR H
B R T E S B2, X B R B AR Oy ket
MCAO R [ A 26 T B S5 AR BT T AH DG LR A
PO HA e R
AR 1 35 L R I = T DA 118 S s ke & R AT T
) S HEPRAT AR SE A B, i /R S A5 7R Bl ot
M 20 20 rf Fe™' 5% & 46 MDA & 1 7 H. GSH K &
THFE , X — folO0 J2 1T A0 9 FERL YA A8 S o v B 8 A=
ISR E R R M, 2R Bk T T 14 d e,
R BBt M 2H 2 e Fe® \MDA 7 1k 1 1 35 W& A% , GSH
FrE TR . AR R IR B AR T 8 2k BE U I
PRI B A X — WM R S, & 2003 il
UR B IEH
Nrf2/GPXA 5538 H &ML BN /R 453473 h R FE
T A% P TEPE B A, FLD e i 2 Bk i ph 280 R A=
BRACT 1 OCEE™ i UR B3, SR AR 0 2 5 2okt
P E T AC IR e 2 ) Nrf2 B 0 55 1k, S 30CF
TPt AR 2R G v, B 2 fih AR I s it 481k
Moo, Nef2 /b A st ik, HsE 5
AR RS 1) i L 5 38 R ATl SR A R
T A6 19 Nrf2 m] 25 & Bt E Ak )N ot 5K B R i
SLCTA11 5 GPX4 % 5 : SLCTAL11E Hy Bt & R/ R IR
J I ia R, A 40 B A e 2 R4, 2 GSH & iU it
JFRE s GPX4 SRR FE T B 7 IR 75 K 7, DL GSH R i il
5 I T g T S A, DR AR I B I R AE T
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AR AR AR BRI AR T T 7. 14 d 5

R B Bl it ) A 4 27 Nrf2 , SLCTALL, GPX4 2 (1 Al

mRNA RILE 82 B X 57ROy T A &G

FE I UR 404100551 & B9 Nef2/GPX4 {5 538 4 il , 3 i 4

s N R PE DT AL BT A Z RE , BT BRARA AR i A Ak

P, BEMTAM SRR RIE T, RAIEM 2R VER]

25 LRI R BRARS AT i K BRUIG /R 453405 5 HAE
FHMLII T BE 50806 Nrf2/GPX4 {5538 % ik 2ok Ak
FETA Ko ABFFEIAIE 7 iZ )7 T K R i 248 S A
FH BT AR FR T2 2V 0 S5 5 40 5 2 Tl
JEPFCT-HIA 3 5 SV E SR A T T
S SEAT A HE BORR FL Z2 ) 8] s s A, D) 5E R g 7R
POTTE A Z I I A R T IR 55 O
S 3k
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