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Piezol 5 Nrf2/HO-1 1[5 18 == B 468 28 A
BT HHEIRARIFRE

2%

HFARF, BAEE O 4
U7 ARG eers, & N, 511443; 2P ESRFE_WRBER, J & M, 510120)

WE: ST ENBEAELRBE TR T HEIBE RGN E A E, ML AR SRR E T 2 A
B AAERNERMAL, Piezol i fr Nrf2/HO—1 B 34 H 4k 5L TR IE AL T #69AL A o Piezol 1F A ML Lk B
Fabid, Tl it 4545 5 2 AR AR AR LRIR RO 2L ) F IR BT A9 AR B AR AL s Nef2/HO— 1 38 24 ) 3 it
PR BACHE F KRR B P T RS TR . —F A EAE AT T S T A A RN, 5 A
TBB TR 5T e BRI THCR GIRAFT RIS T 4 X697 Kok o Kk, F B 25 R4k 5e T 3@ S5 R 45 R AL
AR R IR 4R R 4 5t T 49 IR IE AL & Piezol 55 Nrf2/HO-1 834 2 £ P 695 A, SFIR T e iz 245 A W
LA IREE IT R BT [ 2 TR B R A,

KHEIF . 258 T; Piezol; Nrf2/HO—1:8 35 MG 77
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Research progress on the synergistic regulation of tumor cell ferroptosis
by Piezol and Nrf2/HO-1*

XU Linli', DU Tingting’, XIAO Jing™
('Guangdong Women and Children Hospital, Guangzhou, 511443, Guangdong, China; *The Second Affiliated Hospital of
Guangzhou University of Chinese Medicine, Guangzhou, 510120, Guangdong, China)

Abstract: Ferroptosis plays a dual role (promoting and suppressing cancer) in tumorigenesis and therapy resistance,
and elucidating its regulatory mechanisms while exploring its therapeutic potential holds significant clinical value. The
Piezol channel and the Nrf2/HO-1 pathway provide new perspectives for ferroptosis regulation. As a mechanosensitive ion
channel, Piezol dynamically regulates iron metabolism through calcium signaling, exhibiting biomechanical microenviron-
ment—dependent effects. The Nrf2/HO-1 pathway, on the other hand, confers ferroptosis resistance in tumor cells by regu-
lating antioxidant enzyme expression. Their interaction reveals a complex regulatory network of ferroptosis and offers novel
molecular targets for cancer treatment. In—depth research on ferroptosis mechanisms has advanced related therapeutic strat-
egies, and traditional Chinese medicine (TCM) has demonstrated unique advantages in modulating ferroptosis pathways.
This review will summarize the regulatory mechanisms of ferroptosis, the roles of the Piezol channel and Nrf2/HO-1 path-
way, and discuss combined targeting strategies as well as the potential application of TCM-based interventions.

Keywords: Ferroptosis; Piezol; Nrf2/HO-1 pathway; Cancer therapy
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0 ®j

BRAE T (ferroptosis ) A& — i BRAROR 1: 14 1 JoT 1ot
AL IR S A AR P PR B SE TIE 20 I 425 100 2% Tk
i AR AR A AT s o K 2 A
PR EAER] . SRR R BRIE T AT 5
DA 200 L 5 7 2 P 35 P R A B T, T A 4 i D)
g b RPN R T AR BT ER AL T, BE M2
H S AT TS IR e 78 S 2y v J . itk
BRILT- WY AL S RS B 2 8 1Tz
Kk

LT, BRIE TR A T AL O ISR
I 2 22 b TR I X BRAE T A IR MR L A0
FH b 2435 PR o) BRI B W 2 M S R AR
Yy, LA R RS S P B R TR HE R (WE V9 Ko 1
SEFRLATT T B Hoh B s I [ e sk I 1
21 F 2 fH 22 A F 2 (nuclear factor—erythroid 2-related
factor 2, Nrf2) JFIAH G 55 3 38 (41 Piezol ) 75 5
TR 4 0 2% b i DG BEPE T S L R A
Piezol 338 5 BRAE T Y ICHK  Nef2/10 21 3 il 42l - 1
(heme oxygenase—1, HO-1) il i X§ 2RI T- 1 JH #5
WCAG— 5 WF 5T )i L 1 Piezol 55 Nrf2/HO-1 3 f# [f]
4R EL A T TR0 6% ] 3 ) 08 42 R AE T B AL 1R 75 A
I, JC AR [ I8 SR B8 T 20 A FH I 2%
1 BN AR A B X ERAE T 1 25 S MR 2, e = R
GEPERTE .

Piezol i 1 {1 Sy — M AL AR AR 18 7 3d il , w]
AU O LA A A5 5 o PSR
W1, Piezol AAAES T FHLAN 3 BT 855 85 8 1 N
T R E AR B 2 5 S R R g
Piezol HHILT-HIC R CAEMEN BB B OCTT R
TERAE 55 22 T B AR RGP R AR RIS IE . S —T7
TET, Nrf2/HO—1 38 f% 2 40 60 577 40 4P 1 35 194 5K S i
B, P A e 2 P SR A Y Rk A R 4
AR IRARAS o il AR SRAE TR TP F A B A
HEAE T, 2 5 VA T A AT IR A e
TR SRR . AR, Piezol i1 5 Nif2/
HO- 138 F& AR BRAE T v 8 AH LA ] B2 LB a] 9 2 B
T 0 HE R A iR 20 i v A R AL o A
I T Y =N

WA, 4 T ik AT R AT T TR SR ) WU A
X T B BR AL T vk DA I 5 1w I DR 157 FH %% Ak
FOCHEEY LA, WFEH IE I LR T
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S50, B0 T v A R 40 B A R 24 R A S T
-1l AR B AE R G LEIR Piezol -Nef2/HO-1 A A
FH 28 A2 BRAET OB ] PP A T, AR FE T A 5
PR R VR T AR T B AR I |, o0 B HL A S
BT R BV TE R

1 SRILTHIE AR

1.1 SRR EUR R NS EMREYD

BRECT 1Y = B AL 20 B 4 o R AR 2 I
S IV ST NN T SRS o L PN R e AT e 2
SR (Fenton reaction ) 4L #2356 H HH %L (-OH) 19 4=
B, T B S i o i 4a A B X R I, e 4 i R A i
RS8R I A I AE T % B A O B R 4
S AL IR TR 1 52K (transferrin receptor, TFRC)
TR ER I R 7 A Bl (iron—sulfur cluster as-
sembly enzyme, ISCU ) WA , DL S DE SR /45
IR 15 0] % i & (cystine/glutamate antiporter, Sys-
tem X ) FIA e H K A AL YT 4 (glutathione peroxi-
dase 4, GPX4) 4EH5 (1 F AL I AR S . BFFE KL,
Piezol AJ3d #1855 %5 L8 TFRC ZRik , JEIEk & F
TR S L AL A0 U 5 S48 rh s 2
HESE™, teAh, BELuE At RN A o fiid o a4 4
AT A RE ) XK BE T R L IR PR, B AT
Pkt T R A T

BEA BRAE AL AT T R TR WF 5 & B — Lk
FiE AR YIBRE W T T R BRAE T R AR SRR,
AR B A AP K- T AR EH IR (glutathione,
GSH) /K P BEAR 2 AR AR DG AR ik St
VS 1L B5% i PO L6k P9 355 % % 1 3 (lysophosphatidylcho-
line acyltransferase 3, LPCAT3) F1 4 iR H 71 2 Ik &
it (phosphogluconate dehydrogenase, PGD) 5 &7
2 R A I AR BE T AR O T AE 4 A RNA (40
miR~137) A3 o 9 42 B O o 3 A i 7 1 Bt 11
(solute carrier family 7 member 11, SLC7A11 AL
PRI A, 5T B A ) i it [l SC i 52
(clustered regulatory interspaced short palindromic
repeat, CRISPR) Y iig 5 3ok 480 16 ) % S 43 25 i 1Y
R DB ARBE S Zh A W BRIE T, W BRIE T RS 1
Ao I 42 A R S S e IR OR B b R TR AR
Y5 PSR T 2 AR BL 4K -1 (programmed death—
ligand 1, PD-L1) KBy GOAH AL D SRR I 77 3%
U B AL T AR AE T X 2 A AR A A B B 5
AU B TR AT ERFE T AL, o BT AH ¢
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PR B2 W 5167 T I R R B SRR
1.2 BRFETHIREFE S MR M E

BRAET- 51 (apoptosis) IRt (necrosis) | H W
(autophagy ) 55 HoAth 41 ffd 26 1= 77 20 B9 4% 0 X B 7 T
FOMURR 0 R B AL B S AL 5 I T R
B4 2 e 22 R 25 1 T (caspase ) 2 B56 38035 AT ) W 4 6
R A UK B A T A AN ], BRBE T A O AR 2 A
A LAR D7 1« B 5, SR N 32 5 Rk [ Ak
KV TR, B AR AR TR (polyunsaturat-
ed fatty acids, PUFA)—# g & 4= A Al i & 465 1
W ERPET KA M T GPX4 A 25 11 1 (ferrop-
tosis suppressor protein 1, FSP1) % & H ¥t A L Vi ig
B B IR, 17 E caspase B 37 M AH B AE & F 4
it (receptor—interacting protein kinase, RIPK) i % [
WG, T A, BRIE T A Sl AR T4 B
TAE T T ORI T L U 2 A X
PURAT P T HRHTE A TS 24 e 2 i (A Ta) 5 SoRe i
JeE AL 25 20 A R T A ) o e B R RO A
DRI , 48 1) 7 3 R AL T R T T e IR s 440 i
B gein ¥y Jr ik (R IRy ALy MOT ) B it 32
1 N SRS PN a1 25K i R T Uy
anfdi FHAE iz 2% 8 1 2 (lipocalin 2, LCN2) Pk 15 S
BRBET, AT 5 M H i 240 L0 R AR e i 240
R, 240 A J1 30 ARS8 1 (cyclin—dependent ki-
nase 1, CDK1) #1573 2o fih % % 58 12 235 45 H
I A0 B X B AR A HRHTPE TTE A 2 KA L]
HERZ W SLCTA11-GPX4 i [ U B A7 %00 38 7 77 il
I HRATC A g 200 4 7 R . DR, BRSBTS
75 R AT M 2 G007 1 WA RLAb 5T , i D i
TS 24 JE 3 HORS vRE T TR B T BT B0Ia YT R

2 Piezol 5 Nrf2/HO-1 BB EHIFE TR
TIEHLE

2.1 Piezol BB SERIL TR EIF T EA
Piezol A Ry MU R 26 380 38 , 7 38 2o ol
YR ) R G A 125 I 45 g SRR b R ol BRI )~ AR
o (AN BT W RE AR BT 00 ), BT A 545 B 1 N
T SSRGS TR . BRI E L TEHLRN
B v 1) LA DX IR, AIUBE) 0T Y Piezo 38 3H A1 5
BHESTNUR , B S 85 15 5 0 O3 ot 5 A QS g 4
Bl 19 3L B A A B 4 (acyl-CoA synthetase long—
chain family member 4, ACSL4 ) FIERACIHIHX 2 £ FH 5%
BREE 2 AR R 2k fle B R BB I B AL, B

KA FRRICT . A, FE MR IR BT U1 ) XIS, Piezol
D DU 36 o Ca/A 9 AR AR M 2 1 BT e L
(Ca*/calmodulin—dependent protein kinase Il ,CaMKII )
T IR Nef2 B A, i R BT A S HO-1
1 GPX4 1y 3k, DT gk ve T, W,
Piezol 7E MR AN ] ) 22 PR B8 b A0 X 2R AL T2 3R
R 4 2 0L 1] R A < ZE AU T 48 v 1) S A4
JeA DR R AR AT T, T e R AR B D7) DX s ) 3
WA A BT ERAE T

TE 53 AL 20 ZURE S P 05 T, BSR40 i e s 20
WPy 48 7R 7 = B FL IR 4 40h , ACSLA A 5 1Y

5T R 2 5 R e A% S DI AR G AL

JEGE I8 4N Piezol T ZEMLAORI L IR SFRAE T 5 7E
i S RE v, W) 3E Ao TRRC A 2 4% AR 34 LA A 5 4k 3E
To IS T AR R TR A R Y 43 RRAE
(4 ACSLA 5 TFRC 3R 1K K- ) JF A #L13) Piezol FA>
PEAIR YT J7 58, I 18 1 i PR A4S 5 56 3IE HL 7 &R 22
et AR BRI, EEEENE,
Piezol MJREIE R IN H B 0 O ZH ZURe e o TR ST
A HE W (acetaminophen, APAP) 175 S 1% T 461 43 A5 754
1, Piezo T 22 9 HEOGH TR0 L A LR 4P AR T L 3k 5
e 5L 8L g PREE b 2 BERRIE T AV HIEUSA AN [R) >
X RTETIPRIATT R R, 7 S AR AR 26 5
P #E Piezol ¥ [n] W& o UNAE A1 B) | Piezol JTH
A BT 200 A A 5 0 7 2 TR R HC A g BEOIR
B, Piezol SN B AR
2.2 Nrf2/HO-1EEERFE T PRINEREZEEHR

Nrf2/HO—1 38 % 7 20 i 17 480 46010 38 s 0y v i
FECHEAVE A, HAE AL T b i R A 5 Ji e & AR
RV . TEIEH A0 D, Nef2 38 28 55 ) 2
1 Kelch FE 32U N BEAH 2 11 -1 (Kelch-like epi-
chlorohydrin-related protein—1, Keap1 VoA i HE
TE 4 ML 5T R RS . Y AR UK AR B, Nif2
M Keapl 525 1A R BT (0 22 200 A% , Bl Je 5
OIS R W AR (I HO-1, GPX4 55 ) Vi Bk 1 2k
4 (reactive oxygen species, ROS) Jf: Jik % %A 1k i
f3'e 00, Ho  HO-1 42 Nef2 T i G bt AL g
188 3 A I £ 3R B A A i — AR A ik A IE 2 3R S A
WY XL P AR A BT E AT L I BRI
MR T, DN R 0 B 6 52 S A S 3

SR, A MR 1k F ot A v, Nef2/HO - 1 388 363
PO 578 By T S OIS B AR ek g A A
T RN 2P BT 0 Nef2 BRR SR I 0 35 1 5 4
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JfL BT AR BE T, AR BR BT T, A B e R 4
HATHTT (AT i) 15 S A B X —
S OE HL 32 EAA AR DL LA DT 1L 3R
W 35 4% 4 1 3 500 3% 2R T T R JB RR A0 R v
Keapl Ff IG5 [ 18 Nef2 /549 SLCTA T ik, ff
PP R A A TR AT T O A R LR A K,
A 190 28 B 2 7 hy i3 4 i 4 A AR AF AL . HO-1
108 3 3R A 11T 20 2% R T e B i B T O ORI
TG ¥ (tricarboxylic acid cycle, TCA) <5 fild , 40 ATP
¥ IR SL 7 i (ATP citrate lyase, ACLY ) , M\ T fiE #F
J B A, 30 g A6 g et S iR 0 G A 4
B SO RF . £ B RAR  Nef2/HO-1 38 6 RE RE O 47 1
A L B 2 SR A AR 40 L A RE A 2 IR A P A
IHRBTIRIT SR AL Ir o X —RUTT SR fifE
T B A IR TG T A T A A R R T e R
SRS 245177 Th AT A (E

3 Piezol 5 Nrf2/HO-1 3z B ifF = W 48 7 &
XTHEIERVLE

3.1 Piezol-Nrf2/HO-1 1B E i) 7 F £t

Piezol 3l i LR~ b 27 R A5 5 e T sh A 1
Nef2 {6 M. FERS B T, AR BT U1 1 0 Piezol , Fifi
Jri i ik DNA H ZE#5 RS 1 (DNA methyltransferase 1,
DNMT1) 431 Keap 1 J 2l 1 H S AL 5 S Nrf2 £
SRR o [, Piezol 4 5 1 Ca?* N 3 1T B4
CaMKII, 3 i {2 # Nrf2 5 Keapl fif 8 I % 42 4% %
D7 o 12 AR O 2 R C—3 (protein kinase C—
8,PKC-d) , Ji # il 1 W I b Nref2 1) 22 2 [ 55 40 fif
A (serine 40, Ser40) i — 20 38 5k HFL QG >
it R Nef2 RERS VTS T Uir T AR N 3R,
YT A AL I RE T o AL, BIFSE K IR Piezol BEfE
] H2 2 FE Nef2 J00% o AERT LT 4E LB B | Piezol
36 2 7 1 AR — A B A R T B 1/2 (reactive oxy-
gen species—extracellular signal-regulated kinase 1/2,
ROS-ERK1/2) {5 5§15 5 Nef2 #5437, 3 HO-1
Fegk, PEMTIRAR A AL

X2, Nef2 AALREJHH Piezol yfi , ¥ A il i %
SRR FRWLE AL B M AR e 2 1 B e v = AR
T 4520 Piezol BYFRIBIKT- o B G  TERE sRIKF,
Nif2 5 Piezol Ji 8 F X 40 8 Ak 2 1% JT 4 (antioxidant
response element, ARE) 45 & , 7 AL W &1 T 8K
&) Piezol HYHE s RIA . Hk IER M s 1L 2 10 L 5L
Ji g 25 AL BT R B, FR L RS AR 2 11 3 (meth-

- 494 -

yltransferase—like 3, METTL3) 41 3 ) Nirf2 mRNA
N6—Hl FE it 1 (N6—methyladenosine , m6A ) F FLfL &
Ui 7T 39 5 Nrf2 mRNA RS 1, bR Nef2 3 1 32
i, AR IR Y N2 2E 117 1E S5 L3 Piezol 23K, TE AR
Nrf2—Piezo 1 1F J52 ft e 43 1] i , 38 5if LM g &40 B X 42k
FETRYARHT S TG SR 250 1 7R A
e B PR DT T, B3 V2 R i He il g S A A A A
(B —transducin repeat—containing protein, 3—TrCP) AJ
A5 Nif2 12 ZALKE# 1M Piezol 8 1A B2 3132
F AR ) AR E P e 2T A R AL AR
AR RURR A

32 XREHIFEMENRIETHNSE T

Piezol 5 Nrf2/HO-1 3 fi# 1 il 1) 50 25 5 1) 2
o0 24 38 3o 9 5 BRARIT DL AL S B S SR AR I AR A
P, R R AR LR AT T Y iz o ), 7E MR
M R R R HEOCHBEAE I o ST TALT 2 T , Piezol
T EGE A R TR AR AR R T . E
Piezol #{ I Ca?*/CaMKI {5 538 # , & # CaMKII %
Ak, E T AR Nef2 BO3E 1 . FUARTI R, Ca S0 1Y
CaMKII B % fk Nxf2 (1) Ser558 {7 i , {23 H. 55 ARE
fifp B3, I Nef2 A K Y R A S B A R
HO-1FINQO1 %5335~ , M1 1] 55 40 i i e S Ak
RE 7, Il v W 5 5 B 9 B A M S A B T T
WFIREASE R rp AL 1 20 M X Erastin i85 5 A9 ERSE T
RO R . R, Piezol 3 3o 476 AR I e A
W2 04 — A% iR 1% 2 480 1L i 2 (nicotinamide adenine
dinucleotide phosphate oxidase 2, NOX2){¢ i#f ROS =
Az, T ROS 3 — 20 0 Wk ] 52 1A L 3 7 5 7R 4 R/
Piezol (transient receptor potential vanilloid 4/Piezol,
TRPV4/Piezol )il I8 , 2 IE R Bt F1HCK 013 o 72 JB
I e A L L T2 R B I e A v i T AR A
N ERFE TSR, I A5 (E 5 5 AR 5
RO S B AR R TR S A SCHE > T K
Piezol 55 Nrf2/HO- 138 % W &1 1 i/

TR I 7 IR GO T 12 5 LA 9 R 2%
P PR AR AR o 78 S I U B U ) PR
L LA N B A0 MR SR Piezol , 383 55 73U ROS
S0 40 JE FEL b S0 40 M 64 Nef2 38, B IR GPX4 T
PRI A A SO P R A v ) SRR IX R, RS R
B1/Piezol {555 Sl il Nrf2 A2 55 3 L I BESL A il A
A BB A £ 28 05 A 51 4 (acyl-CoA synthetase long—
chain family member 4, ACSL4) 33k , {2 fff Z N1l A0
Jig 5 % (polyunsaturated fatty acid, PUFA) 2% & % ji
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Microenvironmental stimuli
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Ferroptosis
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H = T H
' Lipid peroxidation H
i '

B 1 Piezol 5 Nirf2/HO-1 2 E F 4 ]
Fig. 1 Interplay between Piezol and the Nif2/HO-1 pathway

FAEIR , 43 500 P 8 A0 R X R A T PR R 27 factor—a, TNF—a ) 45 4 JE [, 175 5 AR AT Ji 98 240 i v

BEAh , e AR5 %A B R BAE T B GPX4 [ AR, 78 M2 AU S I 40 i p
BT S —EEEELEE EMIEIE WM Piezol HiEIIA bfﬂ%éi@i{ﬁNrfzz_% A5 GSHA N,
W1, Piezol TG P46 Nef2 6 P, BESR AR Bk 01k R IO AR BRAE T . [RIAS, 773 i M2 78 [ 5 448 i 43
PEE VRN A B ERIET RO A K -6 (inter- 5 TL~10 {4 37 215 02 b Jd 20 0. Piezol-Nrf2/HO-1
leukin—6, IL—6) #4483 2K 3E [H T — o (tumor necrosis PR EICT AR S F- L an &l 2 s o
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Fra:tm)—' k / v Xc I~ inhibitors
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Fig. 2 Molecular mechanisms underlying Piezol1-Nrf2/HO-1 regulation of ferroptosis
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4 Piezol 5 Nrf2/HO-11h[EF S IETIA
TN E
4.1 ETF Piezol 5 Nrf2/HO-1 BB, & $0[5) 3R B

Piezol 5 Nrf2/HO-1 3 i 7F 4 f 2k 58 T 1 XL
HIREAE ARG B Ry R AL T IR S A HE
fill o 765050 ) J5 1, LT ACSLA Ak 2 1 E A 1
(ferritin heavy chain 1, FTH1) S8R FE T4 5 Py b
Y F B KO B B IEE IR R TEAIR T R
W, LT i g R A O R B T R YR T UK
PEMT . Piezol 155 GsMTx4 3@ 13 BH KT HLAK (E 5 7%
S T PR A0 DX R AR AE T HE TR . Nef2 10 1
0 Can ML385 ) 8 4 #11 il NefF2-SLC7A 11 3 #% , & 3%
it 5 TR 4T R Ak 6 T SRR M I 4R 0T R
PER S Nef2 Fi GPX4 J i 51567 FH AT Bip 1) 4100 1 9
S 20, 38 A R GPXA Ak i B A A B,
R AR T U

BT 2 1) BB 0% P 5 s 8 B+ L 4 79 1 FH T
o WIS AP, Piezol 1@ 18 0] 3@ 13 /- S MUY 1155
SRR N TR IR A0 B gk AE T AR TR B AR
J it A AL RE S 1 N 5K 7 39845 Piezol |14, i1
PEPERRIE T 7 = FVEFLIR I 1A T 7 I, ACSL4
A0 1) BRI R M R A SRR AR VR, LA AT
35 BEL BT 98 A M e B, S B R AE T AL A A )
RITHRE TEZL TS BLAh, S B A g oK
23 3% ZR e (AR B ) U i 44 ) TR S 1
B Nrf2 siRNA 328 3% 2 g 41 23 v FR g X3k, A7 24 b
Ik GPX4 85 [ 2R IA7KF, DT I 55 240 i i e S8 Ak B
I AE 71 I I 35 1 SR R T B AN Y s MUCT-C
shRNA 712 1) Fe304 R P48 K T 7838 A 3V
X A LR R B R RTRY YRR ST
Piezol 5 Nrf2/HO-1 [R5 5 W A6 A i yed 5 9 v 7]
FEEAT FBE N V7o A PR I A s AR R R v
1R E IR B B Piezol 51 S N B2 40 i S Ak 461405 , BK &
R SR W T AT Rk S TN B D RB B A IR AR AT
ZACH WS PRFEHLT] AU BT W R FE T 1 43
TR TR TF AR A T R W AR Y H e
A
42 ETHRTHHHWPFERETHER

BRACT- WL IR AR G4 3 T T B2 25 3R 97 7
RAH . 2R 25T (I AR 5 S
B, /)N B 22 B 25 4 ) AR AR AE TR A T R I
WEE RPN . AT 2N 2R R INE
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FEAILR , 704 o R4 A R 4 A 1o 38 s o T Je
B R O A o LA M Y () Ak A Ll A
(kaempferol ) A 1] , H AT 3 o XT84 ML) 4 44 40 i
TRy ENT . —J7 T, 25 By 40 ) Piezol ¥ | 8 /b
Ca> N, A MAPK/NF-kB {5 538 B& I P, T AT
BRI S0 SN 5 o5 —J7 T, LU A 1 AT IS Nef2 38
PEIF B HO-1 Ay 3R3K ] ROS A 1L, 22 % 8 Ak L
P08/ B Ik o3 A A A rh YR R 20 LT 1 . 1O
PP DL AOAT Pl A A8 A0 I A A, 3 T el ok
BB BTOTRR R TR

TERPIREVE 7 403, , 75 S0 ( matrine ) ] 38 15 J06
Piezol , fit HE M5 40 i N ROS Ak s FHU TR 2, R
GPX4 [k, IFEFEIET- . MR, WS ] B
R OB SR AN I R T B BB . A, £
XM RE ZR S IR R B, 35 S 08T i p53/
SLCTAL1/GPX4 {5 538 i P [F) 14 5 RAS S B PE A
73 F 3(RAS-selective lethal 3, RSL3) %5 F R AE T
RO o [RE /NBE g5 R A8 T S R G
A, AT 3 2 pS3 AR ME SLCTA11-GPX4 {5 5 1 % 1
Se A /N s ) AR AT T R

Bk B — G M A3 A0 A S 25 52 5 [l e Jre L A
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