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Ferrostatin-1 3 /N R AR FIEHE XS RGHRIIPVEIH R

RO, OE,X OW,EHEFT CRmERCR IR B b R AR AR, B 38 K5 830002)

[ ZE] BH BUTEBETIH 20 2 -1 (Ferrostatin-1) X FRHEAE AH 5 20H: B 52405 (SA-AKD) 1 B33 e Hovg 7E L .
Fik 24 H6~8 JEI C57BL/6 METE /N EUBEALS H NC 4 . Sham 21 . Model 21 11 Model+Ferrostatin-1 21 , 5740 6 H . #:57 SA-AKI /) FAR
T A 25 20/ BB D RB AR R 2 A& (BUN) UL (Cr) | v P 20 A BH RS Al AH DG BB 45 25 11 (NGAL) | TG PE U (ROS) /K VBRFETAH G
BAR[Fe?* (TN M (MDA) A Bt H K (GSH) 1 4 AE R F- [ MR R 3E  F--a (TNF-o0) | LA - 1B (TL-1R) I 4l i A # -6 (11-6) 17K
SF-. Western blot #:1 5 2H 41 vh Ferrostatin-1 #1 SLC39A 14 R 1635 o 1EN Bt/ NE | 2 40 e 5286 v, 38 158w Ferrostatin-1 W%E
XA L rf SLC39A 14 FRIK M52 o A FH AR 2 UKL A S 9 5 28 74 SLC39A 14 BoR | 36 3iF LA Ferrostatin-1 845 HK-2 4H g ' ROS
IKFEFE . &8 5 Sham 44 4H LE , Model ZH /) KL 2H 22 Ferrostatin-1 % 35 7K S FEAIK (P<0. 05) , SLC39A 14 35 ik /K E T i
(P<0.01). 5 Model ZH#H Lt , Model+Ferrostatin-1 21/ LB 21414 BUN,Cr \NGAL . ROS .Fe** MDA ,TNF-a . 1L- 1 1 IL-6 7K - 4 [
(P<0.05), GSH/KF-F+ 5 (P<0.05) o A5 HK-2 20 f 5255 3= W] , @ IR 4t it o 119 Ferrostatin-1 7] 13 SLC39A 14 2234 (P<0. 001) i
1 3K SLC39A 14 N5 %% T Ferrostatin-1 % I8 224515 5 A HK-2 i g ROS T} i B HIVEFH (P<0. 05) . 4518 Ferrostatin-1 7] i 5 f1 i
BRIETS Il A4l N ORI S ST, % SA-AKT R FECR-APVE T, AL AT 58 5 97 ) 4% SLC39A 14 IR IAG K .
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Study on the protective mechanism of Ferrostatin-1 against sepsis-associated acute kidney injury in mice
JIA Meng, ZHENG Jun, LIU Bin, HAN Jin-yu (Department of Critical Care Medicine, Sixth Affiliated Hospital of Xinjiang Medical
University, Urumqi Xinjiang 830002, China)

Abstract: Objective To investigate the protective effect of ferroptosis inhibitor Ferrostatin-1 against sepsis-associated acute kidney
injury (SA-AKI) and its possible mechanisms. Methods Twenty-four male C57BL/6 mice aged 6 to 8 weeks were randomly divided into
four groups with 6 mice in each group: NC group, Sham group, Model group and Model+Ferrostatin-1 group. A mouse model of SA-AKI was
established. Renal function indicators [blood urea nitrogen (BUN) , creatinine (Cr) and neutrophil gelatinase-associated lipocalin
(NGAL) ], renal tissue reactive oxygen species (ROS) level, ferroptosis-related indexes [Fe?, malondialdehyde (MDA), and glutathione
(GSH) ] as well as inflammatory factors [ tumor necrosis factor-a (TNF-a) , interleukin-18 (IL-18) , interleukin-6 (IL-6) ] in mice of each
group were detected. Western blot was adopted to detect the protein expression of Ferrostatin-1 and SLC39A14 in renal tissues. In experiments
on human renal proximal tubular epithelial cells, the effect of Ferrostatin-1 knockdown on the expression of SLC39A14 in cells was
investigated. Adenovirus particle-mediated overexpression of SLC39A14 was applied to verify its role in Ferrostatin-1-regulated intracellular
ROS levels in HK-2 cells. Results Compared with the Sham group, the expression of Ferrostatin-1 was significantly decreased (P<0. 05),
while the expression of SLC39A14 was markedly increased (P<0.01) in renal tissues of the Model group. Compared with the Model group,
the levels of BUN, Cr, NGAL, ROS, Fe**, MDA, TNF-a, IL-1B and IL-6 were significantly reduced (P<0.05), whereas GSH level was
increased (P<0.05) in the Model+Ferrostatin-1 group. In vitro experiments on HK-2 cells showed that knockdown of Ferrostatin-1 in cells
upregulated the expression of SLC39A14 (P<0.001). Conversely, over-expression of SLC39A14 reversed the inhibitory effects of
Ferrostatin-1 on lipopolysaccharide-induced ROS increase in HK-2 cells (P<0.05). Conclusion Ferrostatin-1 exerts protective effects
against SA-AKI via inhibiting ferroptosis, alleviating oxidative stress and inflammatory response, and its possible mechanism may involve
the negative regulation of SLC39A14 expression.
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Fe 277 3, 7E SA-AKT & AR T H 45 52 ) 6 T
HURRE J& 25 e 1 RK A S0 16 W 1 4 (glutathione peroxi-
dase 4, GPX4) Jif P40 48 Bt H K (glutathione, GSH)
FE U NN o ot A W R AR i 2 S AN i R 4 A
WRCL, BIFSE R S0 R AL T n] 2 e R A T
F B /N R AT A5 45, B B ) BRAE T AT BE S SA-
AKTTEAEIRTT A

A2 -1 (Ferrostatin-1) 2 1N A& B A% 28 MUK FE
TP R, AT AR T AT B BB ot aod S A B =X
JNE , TE 22 P g i 80 v e 0 A0 R A O, 4R
1M , Ferrostatin-1 7& SA-AKI 7 1y BAR & ik 28 b & H '
DRAFE FH A0 58 B 0138 5, AR i) s L 0 a0 o ) 4
B N FRIR AR, R S8 W] . SLC39A14 )R
T SLC39 FIR ML 5, J&e—Fh B &2 8 B e is &,
HANZ 5 R I, L REN AR SR L1456 Bk
AL NI , AT RE R BRAE TR TE SO 7 A B
FERI, BRSBTS 5 B G
SA-AKI (¥ & HE e J 0 ABAE B R BT b, i i 2 7
SA-AKI B, SLC39A14 (¥ 4 L K H 5 Ferrostatin-1
Z IR D REDCIR , H R i A B

BT UL AR AR R : Ferrostatin-1
TE SA-AKT AT B o 17 1] I8 4% SLC39A 14 fY 33K , 41l
T /N b R A0 B A BR E TR AR | I 4R R A A
Mo HUEIX — R UL, AT ST i FHE SA-AKT /N A
AL JE DR S5 33 09 B T g /N 1 R 4 D &R HK-2
NI B , RGHRTT Ferrostatin-1 X1 B T iE AL M
P ARAE SN S R T2 AR OGS S 2y IR 4 T, [
B3 #fr Ferrostatin-1 5 SLC39A 14 Z [ U HIE XL &R, B
TE R 48 7R SA-AKT Y AL -4 ETR YT HE s 4 it
SR o

1 #REF*

1.1 ##

HK-2 4l s 5= 0 3 SDCE R FE AR YRR BRA A
/I BUJK 2 A (blood urea nitrogen, BUN) | L ( creati-
nine, Cr) | "R P4 2 )0 D 52 A OGS 45 2 1 (neutrophil
gelatinase-associated lipocalin, NGAL) & Il 12 551 & 14 F
BRI RO BR A E o /N BB R SE A -«
(tumor necrosis factor alpha, TNF-a) | FH 41 ffii 4 Z -18
(interleukin-1 beta, I1.-1 B)ﬂl H 4 Z-6(interleukin-6,
1L-6) ELISA {5 €2 1 [ iU SR AE W TR BR A 7
/N BN 1% (malondialdehyde, MDA ) £ Il 12 7] &5 A
GSH A& I 357 &0 [ g st B W) RS . 4
i Fer L vk MK & M 76 P % (reactive oxygen
species, ROS) Kl i 7] & W B B3 = KA HAR

ISHE) . ECL ARG A B b A MRk A BRA W
Ferrostatin-1 14 [ 32 [E] MedChemExpress /A F] . Si_NC
J% Si_Ferrostatin-1 i) RNA 1 db 52U R A= 148 55 i .
pGL1-EGFP-3XFLAG K pGLI-EGFP-SLC39A14-3XFLAG
AR A RN Bt AT AR R () Ry
F RS F 58 M . Lipofectamine 3000 %% 44328 %1 14 [ 4
SEMERE AR YR A BR AT

1.2 S=¥zh

24 2 6~8 JAl % C5TBL/6 Mt /1N B (45T & 20~25 ¢)
WAy 17 56 = Bh R 2 S8 B 4 O [ZE PR R TR 4
SCXK (#r)2023-0001 ; fift I AT UE5- : SYXK (7 ) 2023-
00071, /INERUARI 3% F SPF % U7 , fE 3 23~25 °C  1H R
50%~70%, 12 h Y HR/12 h SREEPE IR . /)N B b o
Vi sh ikl mT R AROK S B R L S
WAL, ASHESY O 38 A FR B A0 B2 D1 S E (HEHESS
20240012) , fir A /)N BLUSE 55 1 38 1852 56 3 ) 18 P 4
F)HEAT .

1.3 SA-AKISAAERE T fo Ll 420

P 1 5 T T G 2B (50 me/kg) BRI/ ERL . SR ]
22 L E W A5 LR SR L 175 5T SA-AKT /M ER
B AR S5 B B i 5 37 CHAAAE BRER K, S 25k
1 mL/25 g,

24 JUNRBEML Y R 4 21, g 6 2, 4300k - DIE
O IRONC) 4L, AT AT 4b 3 5 @Sham 41, /)N B H 52
it ¥ R - 7E 5 I 45 LA S S5 4L 4 TS LI SR
i ; @ Model 4H , 137 SA-AKI /N FRAR A : (@DModel+Ferro-
statin-1 21 , ## 37 SA-AKI /) SRR B J5 5 b, i ik i 7
Ferrostatin-1(1. 5 mg/kg) . 24 h Ji& , T/ BUHR HE & ik A
SR ML B F 36 aek 3 ME B F i b A8 /N B, SR A /DN BB 4
21 ST EVEATT-80 “CUKAR % FH -

1.4 DRBEDREALIBAFARE BFAR K ERTAK
T Bk FL T AR K 3 AR KR 2

SR FH AR IO AG 00 338 59) 0 4G I /)N BRI 7 BUN ., Cr 1
NGAL % &, BUS & F A& A8 55, 80 5 I
£ BT, R AR ELISA 32 7 & A6 I B 2 41
TNF-c IL-1B FIL-6 7K~ , 53 518 1] MDA . GSH A&l izt
Gl i B ZH 21 MDA 1 GSH 7K, 5K FH Fe* Hu (a3
TR A I B 2 20 Fe? AKF, I 2 B 120 500
B . Fe? kil 25 53 B AU s AT I3 — 14k,
MDA GSH J R AE R T A 25 Rz B VS K B H
R IE Al AT ERAE XA AR e JEORE R )
UL BT o
1.5 B2/ i ROS KTl 2

TERCRE il & B LAV ARG A T mL B2 1Y
PBS EAELHZI5)3E . 4 °CF LA 12 000 r/min 20> 10 min,
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R LS FIEW . A 24 (dihydroethidium,
DHE) %¢ S 45 &1 2 0 22 20 2140 3% 1 35 P 9 ROS 7K
o 1) 6 FLAR RS HK-2 42 i A 10 wmol/L DHE, i
HEFE 1 he PR Ex/Em=492 nm/525 nm
ZAF IR DRI
1.6 @iz icifesyia

¥ HK-2 20 B H2 0 T 880 10% J6 4 175 1 DMEM/
F12 58 455353 16 37 °C.5%CO, K M IR (15 F7 48
R TSR . ASEEG 434 -1: Si_NC 41, HK-2 40 i %
Y 595 75 ORI S 1Y Adv_Si_NC; Si_Ferrostatin-1 41 ,
HK-2 A a5 Y i m 22 0k A5 1) Adv_Si_Ferrostatin-1,
20 it 52 56 4346 -2 < Control £H , HK-2 20 i HLES 57 , Ak
LA 4b B 5 g 22 B (lipopolysaccharide , LPS) 21, HK-2 4f]
MEBE IR WP IR 100 g/mL LPS Zb# 24 h; Ferrostatin-1
4, HK-2 i 55 32 71 100 pg/ml LPS+10 pg/ml
Ferrostatin-1 4 ¥ 24 h; OE-NC+Ferrostatin-1 20 , HK-2
21 6 2 % 9 B UKL A 5 19 Adv-OE-NC J5 55 55 T P
RN 100 pg/mL LPS+10 pg/mL Ferrostatin-1 4L H 24 h;
OE-SLC39A 14+Ferrostatin-1 2H , HK-2 4 Jifd % 4% iR 95
5 WUOR A 5 B9 Adv-OE-SLC39A 14 J5 5% 35 W 4% hn
100 wg/mL LPS+10 weg/mL Ferrostatin-14ZbHH 24 h,

NCH Sham#H Model4H

Ferrostatin-1 AP D S———

SLC39A14 N -

caron D D D

1.7 Western blot

[i1) B 2F 2 s 40 i rP o A 1 mL 5 A 1 A R ) 0
RIPA 47, B TR P AT 24 Ab 3. B AR &
SDS-PAGE HLUK 73 & )5 . >R 2P TR Ep v Bk A1 7
ENZ PVDF . DL 5% B RE WA v i 34 P PVDF i 2 h,
FE—PI TR CTHELR, KBS P TR
FIRIFE 1 h M ECLAL2EECIRYIRT H AY 5415 ot
TR o PO TAE WG B < ST/ Bl Ferrostatin-1
(1:1500) . Adi/ L SLC39A14(1:2 000) . Hdi /) B
GAPDH(1:2000) . IL=H1 42 1gG(1:6 000) .
1.8 %itsam

B K FH GraphPad Prism 8. 0 B4 #4748 11 5 4b
B A TR ORI DA B AR M 2 (R2s) o, 2 4
) b 35 R o A6 56, 22 20 1) FL R B R O 254007
(one-way ANOVA) , i — 0 LW R FT G Tukey's K 55
P<0.05 WS EAGI2EE L.

2 HR

2.1 SA-AKI/ R B2847% % Ferrostatin-1 & ik K P Ak

55 Sham #H #H k. , Model 4H /)N B 1 2H 21 Ferro-
statin-1 223k 7K - FE MK (P<0. 05) , SLC39A 14 F ik K F-
THE (P<0.01), WK 1,

2.5+
ONC4l e

2.0 [OSham#4
) B Model4]
® 4
z .
=
o 1.0
R

MIRIET™

0 T T

Ferrostatin-1 SLC39A14

*:P<0.05;**; P<0.01
El1 Western blot #ill| % 28 /]\ B 15 28 48 b Ferrostatin-1 1 SLC39A 14 & &k

2.2 Ferrostatin-1 £ 4* SA-AKI > R, B2 48

5§ Sham 40 A Lt , Model 4 , Model+Ferrostatin-1 41
/INBLUE T 8 AH 5G4 A% BUN . Cr Al NGAL /K F- 3 7 5
(P<0.05) ; 5 Model 41 #] b , Model+Ferrostatin-1 £ />

FL BUN.Cr Il NGAL K3 F#4% (P<0. 05) , W3 1,
F1 SAHNMREEEEXIBIRLE (7s)

21 5 n BUN(mmol/L) Cr( p.m()l/L) NGAL(ng/mL)
NC 4 6 7.30+1.70  51.20+2.10  78.20+2.50
Sham £ 6 8.10+1.40  49.30+1.80  80.60=+1.80
Model 4 6 36.80+4.30" 142.70+4.60" 266.30+8. 20"
Model+Ferrostatin-1 241 6 17. 60+3. 10 106. 40+4. 40" 184. 20+6. 40"
F 137. 200 1.027. 000 1675. 000
P <0. 001 <0. 001 <0. 001

#. 5 Sham 2B48 bt , P<0. 05;#: 5 Model 2848}t , P<0. 05

2.3 Ferrostatin-1 AR SA-AKI s 5, B-40.2% P ROS K -F
5 Sham ZHAH kL , Model £ZH . Model+Ferrostatin-1 £
/INEUE AL ZU ROS K- T (P<0. 05) 55 Model 414
H. , Model+Ferrostatin-1 ZH /) BB 2H 21 ROS 7K 5 [
(P<0.05), W& 2,
2.4 Ferrostatin-1 Ak SA-AKI /> R, B 40 22 v 4% 56—
K
5 Sham ZHAH kb , Model £ZH . Model+Ferrostatin-1 £
/N EUE L2 Fe /K F- MDA JK - FF | (P<0. 05)
GSH 7K *F [ fik (P<0.05) ; 5 Model ZH #H I , Model+
Ferrostatin-1 £ /N U 414U h Fe? 7K F- (MDA 7K PR AIG
(P<0.05), GSH/KF- T+ (P<0. 05) , W& 2,
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500+ I X (P>0.05) , 1fif OE-SLC39A 14+Ferrostatin-1 241 HK-2
400- : i H ROS K 42 3 5 (P<0. 05) , TLIE 4.

= oSi NC4l
= 300 W Si_Ferrostatin-14f]
i 31 o
R Si NC# Si Ferrostatin-141
Q Ferrostatin-1 K 2
= 100 errostatin: g;
= *%
ping
0 Iﬂ m SLC39A14 - e 1]

T T
NC4H ShamZl ModelZH  Model+
Ferrostatin-12H

*: P<0.05
E2 HHNMNREHLAROSKFEMUELR
x2 FBHNREARKRILTHEXIERAKFILE (525)

3 B Ao PR o
(mglg I gy &)
NC 41 6 0.43x0.06  3.30+0.60  14.20+1.30
Sham 21 6 0.47+0.04  3.50+0.80  14.40%1.50
Model 41 6 0.92+0.12° 16.40+2.20°  8.30+0.90
Model+Ferrostatin-141 6 0. 63+0. 02 12.30+1.30™ 12.60+1.20™
F 59.390 136. 300 31.130
P <0. 001 <0. 001 <0. 001

#: 55 Sham A48 1L, P<0. 05;#: 5 Model 28483t , P<0. 05
2.5 Ferrostatin-1 A& SA-AKT /) R B4 48 F £ e
FAF

5 Sham ZHAH It , Model ZH . Model+Ferrostatin-1 ZH
N B 4L 8P INF-« | IL-18 Fl IL-6 7K 7 35 7t
( P<0.05) ; 5 Model ZH #H L. , Model+Ferrostatin-1 £H /)»
B 4140 P TNF-o IL-1B F1IL-6 ZKF R (P<0. 05)
W3,
R3 BENRESHARKEERFKELLE (x5, pg/ng BER)

215 n TNF-a/KF  IL-1B K 1L-6 /K-
NC#H 6 4.80+0.30 11.30+2.20  1.70=0. 80
Sham 2 6 5.20+0.50 10.70+1.80  1.90=0.50
Model 4 6 14.40£1.20" 63.20+4.20" 6.30+1.30
Model+Ferrostatin-141 6 10. 60+0. 70" 42. 60+3. 50 3.70+0.70™
F 224. 000 414. 600 35. 540

P <0. 001 <0. 001 <0. 001

*, 5 Sham 264814, P<0. 05;#: 5 Model 2848 1L, P<0. 05

2.6 &k Ferrostatin-1 £38 HK-2 28 it F SLC39A 14 9
ik
5 Si_NC 41 # kb , Si_Ferrostatin-1 2 HK-2 4ff fifl
W Ferrostatin-1 & 1 3% i5 W 3 T 18 (P<0.01) , 1fi
SLC39A14 H H R IK R LI (P<0.001), ILIA 3,
2.7 g &k SLC39A14 #4) Ferrostatin-1 % HK-2 2a 2,
M ROS 7K -F 6998 4=
5 LPS 41 #1 H. , Ferrostatin-1 21 HK-2 4 ffd ff ROS
IK B4R (P<0. 05) o 55 Ferrostatin-1 ZH4H kb, OE-NC+
Ferrostatin-1 20 HK-2 4 g th ROS /K2 ToGe it 27 5

0_
carpH D > Ferrostatin-1 SLC39A14

##, P<0.01 5 %%%, P<0.001
& 3 Western blot # il & 22 HK-2 ¢H ffl §1 Ferrostatin-1 F0

SLC39A14 Rk 7k F
300
*
S
# 200 *
b
R
®
wn
O 100
M H
ol L1 1 [] |
Control4l LPSZl Ferrostatin-l  OE-NC+ OE-SLC39A14+
21 Ferrostatin-14H Ferrostatin-14
*. P<0.05
B4 EHHK-24MK ROSKENELER
3 Wi

AT 58 2/ BRUSE B0 UE S, R T O B R 4 K
Ferrostatin-1 7& SA-AKI AF 2635 8, 3738 o T f gk st
o, RAEE R PE I . R R A E
7~ T Ferrostatin-1 FARPAE AT 58 5 8 5 818 s i 1R
I SLC39A14 YR IKA 5, 3% N TR A SA-AKL Y &
S BT S SRV TR YT AR T Y S AR AR

BRACT & — R 1 L IR et 8 Pk i SR
SRRIE AR AT PR AR AE TR 2K, 7E 2R B 0 Hh 4 T
HEEMEMN, AR ER, 75 SA-AKUNRUE 241
21, Ferrostatin-1 (1 85 [1 38 15 7K ik 35 BEAIG , 7] 5f £
B MR R AL T AP PR U , ANZH 2L Fe?t 55 MDA JK
VS E TR LT GSH K-, ik 28 7% B 5 BRTEIFSY
SER 3, FRPABRIE T SA-AKT B /INE 13 ) S B
Azl ANJEAE 45 T Ferrostatin-1 5 , NS HE T F ik
BRFIE T OCEEFE A5 , i i 35 el T /By B D g (BUN
Cr NGAL 7KV AR ) , I 08U 1 B 2 2 4 A 07
(ROS 7K V- A ) R 9 S (TNF-ou IL-18 \IL-6 7K -
FEA%) . X FE B, Ferrostatin-1 38 i #H14R 4B T, 7F SA-
AKI R T 277 B ORI R0 . BRAE T 5 AR
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K RAE Z A AFFE B 24 A AR M 4% . BRAET i 72
rF P A B i T e SR A AT R — A I AR A R,
1% NLRP3 AAE /MA 5538 [ A2 78 2 0E 7Bl , TE Al
SEMEPFIRNS ARAEFE P Ferrostatin-1 7EFEAIRERFET-7K
S B [] B 2 B0 T ROS R AE [T K3k, 1R
FLARS VAT RE B 20 V5 1 BELIT T “BR AT TS Ak 1y -
RIE"IX — 1E SR

AW ST AN S AE TR RV T Ferrostatin-1 &
FEGR VR ) Wi s AL, 6 5 SLC39A 14 X
FiLk . SLC39A14 J&—Fh 2L Bk iz B, i
SRR IS 5 AN B S AR, L Rk T i
HE Fe P, NIMTIF & BRFET-1, A 98 45 3k BE
TE SA-AKIT /N R B B 240, SLC39A 14 B 3k i 3% I
W, 3X 5 Ferrostatin-1 [ 25 a5 . HARSN I g 512
e IF 52 . 7F HK-2 40 Mg P g K Ferrostatin-1 Ji5
SLC39A 14 FARIIIKVIZ BT . X —E5RER,
Ferrostatin-1 °] BEFERS Sl BHE /K -1 [m] 4% SLC39A 14
BFI5 . N T HAE SLC39A 14 275 & Ferrostatin-1 T fig
T i OB ONE 4y, AT AT T IR S, A5 R
7N, TE LPS 555 19 HK-2 4 Je 37 15 55 A4 7 | Ferrostatin-1
E W% 7 2 B AR 40 L N A9 ROS K F 5 i ot 3% Gk
SLC39A14 )5 , Ferrostatin-1 F 3T EACAE FH 9% 5 25 151 55 .
XUEW] SLC39A 14 1Y 138 /& AFSHT Ferrostatin-1 Y {47
BN, W T SLC39A 14 7E Ferrostatin-1 #1358 £ 1 i
KR . R, FRATIHED , 7E SA-AKI 1, Ferrostatin-1
Bk T FEMEER T HOXT SLC39A 14 BY I IR T, S5
SLC39A14 ik Fh iy, HEMTHE N T 40 il N Fe> f 4k, Ak
MR SHERBET- 1 % 2 o 3X — “Ferrostatin-1-SLC39A 14/
BRBET il R AR T SA-AKT 4 43 F L B2 4L T 8 60
A

AR FEAAFAE—E B R PR . B 56, Ferrostatin-1
PEHE SLC39A 14 23k (1) HAR 731 AL 1 oK B B, 2 45
W Bt s R - s R WL (G B A RF ik — 2P IR R . H
K, SLC39A14 R T Hhiz 8k, Wi s B, HAE SA-AKI
HOR I o R PR S S SN R, T S 2L
— PRI, R AR IR L RN
R YU, R BT LA S H A 40 B S A (A e 4 ) 78
SA-AKT 7 i 1E ] & Ferrostatin-1 B4 52 1), 52 4 S iF
G T Z—

25 b, AW STIESE Ferrostatin-1 76 SA-AKT H38 i
PHIERBE T I8 A AL SR R E RN, & 5 B A
PE R, JLHLH AT Be 5 1 m) o8 45 Bk is B
SLC39A14 [ FRIAA Ko XALERAL T X SA-AKT &%
PLETAS IR, L3 /8 8 7] Ferrostatin-1/SLC39A 14§l a]

REISCA BT If SA-AKT BT ERT SRS . Ak, Al ad il e 5+

Y ¥ 3h 7 I 94 Ferrostatin-1 8% 38 f # #] 7 T 4

SLC39A 14, sA] NI FRIAYT SA-AKTIFREHTHY 42 .
(&% 30k |
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