1654 -« 22224 Acta Pharmaceutica Sinica 2026, 61(5): 1654-1662

/NBERR A EE GAS6/AXL NI A K7 4B B K 58 T oL & s AK IR AE TR 4L

HRERY, STREY, x| H', #FF, = F,H E"
(1. BR7EE HHEZE TR, BRPE P22 710003; 2. 4E2¢ K2 AE 22 BE 4B, BRTE 4E%2 716000)

WE: AR S EHR /NG (Xiaoxianxiong Decoction, XXXD) i i i A4 KA W45 72 K1 6 (growth arrest
specific 6, GAS6)/5Z 1A i % IR ¥ AXL (receptor tyrosine kinase AXL, AXL) il Py 57 41 g 42k 41 12 75 30 Jik 585 4 1 £k
(atherosclerosis, AS) HE F & BARNURITE 5T o AR FL3RAT T Bk 76 48w 5 25 90 B 3 4 52 36 40 30 2% D 2 g tb vt (i
M 4 51 2022-10). 75 3h P9 K 7 1 F = g 20 & (high-fat diet, HFD) M2 7% 3 JIE 25 (1 E % A B (apolipoprotein E
knockout, ApoE™") K g8t AS 158 A4S I B | 3 B Ik o B B I ot HEAR B L3 g KT SRR bR AR A . AEGH B K P
Rl AR 25 B B 2R () (oxidized low-density lipoprotein, ox-LDL) % 7. P Ji7 20 A 453 45 455 74, 46 00 40 f 7% =% L 3L
P82 i 2 B (lactate dehydrogenase, LDH). i ¥ % (reactive oxygen species, ROS)~ Fe*" UL & fig i i S fb 5 b N 188
(malondialdehyde, MDA). j# 4 4. % 4L i} (superoxide dismutase, SOD). it 25 it H ki AL ¥ (total glutathione
peroxidase, GPx) 145 e H K& J5 i (glutathione reductase, GR) fJZ51L . Western blot ] GAS6.AXL . 2 Bt H ik i
EALYIIE 4 (glutathione peroxidase 4, GPX4) Fl% 5 # A& % 7 1% 51 11 (solute carrier family 7 member 11, SLC7A11)
HERIE, @RKRI, XXXD W AS /N A E L 32 30 kB I AR A G 5T HEFR, 503 i g e o, 38 n L 30 Bk AT A 52
24 0 I o Bt S AR e 70 (B i SOD . GPx il GR, 1 il MDA), F#{IC A B¢ 41 Jf2 1 LDH.ROS MDA Fil Fe* /K -, _F i
GAS6.AXL.GPX4 fll SLCTAT1 H FI/K-T- e AS R B A M 5 7 . b ol 45 JRAIE 32, XXXD il i GAS6/AXL 5 i
PR N B IRERIE T, K ASIRIER -
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Xiaoxianxiong Decoction alleviates atherosclerosis by activating
GAS6/AXL to inhibit ferroptosis in endothelial cells
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Abstract: This study aims to investigate whether Xiaoxianxiong Decoction (XXXD) can exert a protective
effect in atherosclerosis (AS) by activating growth arrest specific 6 (GAS6)/receptor tyrosine kinase AXL (AXL)
and inhibiting endothelial cell ferroptosis. This experiment was approved by the Animal Experiment Ethics
Committee of Shaanxi Academy of Traditional Chinese Medicine (approval number: 2022-10). At the animal level,
the apolipoprotein E knockout (4poE™) mice were fed with a high-fat diet (HFD) to establish the AS model. At the
cellular level, the endothelial cell injury model was established with oxidized low-density lipoprotein (ox-LDL),

and the cell viability, lactate dehydrogenase (LDH), reactive oxygen species (ROS), Fe**, and lipid peroxidation
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indicators malondialdehyde (MDA), superoxide dismutase (SOD), total glutathione peroxidase (GPx), and

glutathione reductase (GR) were detected. Western blot was used to detect the expression of GAS6, AXL,

glutathione peroxidase 4 (GPX4), and solute carrier family 7 member 11 (SLC7A11) proteins. The results showed

that XXXD could reduce body weight, aortic plaque area and lipid accumulation in AS mice, improve

dyslipidemia, increase lipid antioxidant capacity in aorta and endothelial cells (increase SOD, GPx and GR, inhibit
MDA), reduce LDH, ROS, MDA and Fe** levels in endothelial cells, and up-regulate the expression of GAS6,
AXL, GPX4, and SLC7A11 proteins to improve AS and endothelial cell injury. The above results confirmed that
XXXD can alleviate AS by regulating ferroptosis of endothelial cells through the GAS6/AXL signaling pathway.
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(oxidized low density lipoprotein, ox-LDL) i3k i 4% 2 P
B A i3t — B AT ——8R BT (ferroptosis)™ . ERAET:
NI R NG =N N = B U5 3 I o
LU A B AE T FR, %0 FE T Bk T B ke
A4 R 240 I Joi AR A P D S AR, P A K I o o AR
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A K RE 5 PR R T 6 (growth arrest specific
gene 6, GAS6) s& — Fh kA= 2 K O it 25 (1, Hogeis it
A 52 K R = PR W B AXL (receptor tyrosine kinase
AXL, AXL) Z 5 4 Jfa 38 58 - 038 T2 R P 57 40 B 45405 45
R RR . BARE R, WUE GAS6/AXL RE I T
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I, AR 7R A IR AR (high-fat diet, HFD) M2 9% %%
g 2 9 E £ [N i 4 (apolipoprotein E knockout, ApoE™)
/NEREE ST ASHERY, ox-LDL #4724 B2 4 iR 45 5 A Y, DA
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SIS MR M ApoE" /)N BRI C57BL/6I
/INER (68 JiTi%) T4k IE R4 [SCXK () 2021-0006].
BT A sh i 35 Fis i oA 5e, T & B, YRR
12 W12 h, HHEERAK. Frash L fe 7 ¥ /&
ARRIVE 155 « 5 [H [F 7. P AW 50 B SL 56 = sh P 9 3
AUEFAERG . FTA s B K S e R348 1 Bk vt
A R 25T 9T B B ) S IR A BE 2 01 o AL (ki g
5:2022-10). A JF & K A R 40 Bl (human umbilical
vein endothelial cells, HUVEC) Il T i 28 4= iy R 5
FRAH .

FEMEE UK (A5 SPW-DSE). b2 Kok
% 248 (15 SCG-W3000), FIN Fe 4k /R AEMEHE
PR s &) 450 8 AN [ 5 TS100-F, JE A 2% (i)
HIR A, w6 R (89 : CKX538F, HAXOLYM-
PUS A #); B b AX (%5 1530-801015, 3 [ Thermo
Fisher Scientific 22 7]); % F#L (A 5: D-37520, Jb 51
XA IR ARD); mif G G OHL [B5: NX-1IR A
R, SRR (KRB ERH A TR A ]

FEKXF  H W =8 (triglyceride, TG, it 5 :
20240123). & fiH [# B (total cholesterol, TC, #it 5 :
20240314), X % F£ 5 & B 0 [H B (low-density
lipoprotein cholesterol, LDL-C, #it 5: 20240313). & %
J% i & 1 H [ % (high-density lipoprotein cholesterol,
HDL-C, #it 5 : 20240325). 3L & i & BF (lactate
dehydrogenase, LDH, flt 5 : 20240912). N — &
(malondialdehyde, MDA, fit 5 : 20240607) 18 &4k ¥
AL B (superoxide dismutase, SOD, it 5 : 20250402)
A8 04X ) 0 T e R AR TREWE AP . ox-LDL
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(YB-002) I F ) M2 u AEMBRIE AR AR . A4
£E (dihydroethidium, DHE, S00648S). ik £ % (reactive
oxygen species, ROS, S0033S). &L 2 bt H ik iT & L ¥
Ji (total glutathione peroxidase, GPx, S0059S). %+ Bt H
MKIE R (glutathione reductase, GR, S0055) £ il 12 5
ST EDZREDBARGRA T« BB T 56K i
7| & (FerroOrange, F374) 1T H A [F{-1k %% . GAS6
PRI T B = 8 A= ) BAR A R A (13795-1-AP);
AXL M1 B-actin H 441 B sl B AR A H AR AR A
A] (bs-5180R, bs-0061R); 4+ it H Ak i % 1k 1 i 4
(glutathione peroxidase 4, GPX4) HL{A& N4 T 3% [E Abcam
2 A (ab125066); ¥ 5T # AR K R 7 B 5 11 (solute
carrier family 7 member 11, SLC7A11) Hi & B #HiX
PAE IR ARA PR ] (GB150180-100); Lipofectamine”
200057 (3 [ Thermo Fisher Scientific A 5], 11668019).

HYIRIBEREIE  EE L HERN L R Tk
PO BB 2 PR ST A Ao K RO RAA R,
AN ZEE 7K1 200 mL, 327 30 min, K K&, /NKE
FEARFI N 600 mL, L. B, IMANEEREE,
Ak 52K KB, N KR EARF Y 400 mL, i 8 2, B
1FIBAAR Ny XXXD 1771, B J5 K F ¥ R T SR AR 2 il
R TR, T RS B R o, A 0.22 pm BT
Tk A I U S T A s

BISE ApoE /NG NSRS RNl
IR (HFD) K55 XXXD 4 (XXXD-L, 3.139 g-kg™)-
o 7 B XXXD 4 (XXXD-M, 6.279 g-kg). & 7 &
XXXD %1 (XXXD-H, 12.558 g-kg™) Al BH 1 %} #8241
(Siv, 0.65 mg-kg"), ASH L TR BERE (il & &
21%  HHL [ B 55 12 0.15%) JELEMEFR 8 i . C5TBL/6 1
NN BB A, 4 T M E R A A v K 3R . 5B 9 R it
WE B AT XXXD A B, KF4E 8 JH .

FARFE—RLL (hematoxylin-eosin, HE) & I}
N B IKH L, PBS Mk 5, BT 4% £ 5 H b [EH
JE 24 h, B MAEEEAY )R, BT 60 °C N HLE
1~2h, 2 J5 F = W 28 2% ik 10 mine. 55 H 100%.
100%-95%-85% F1 75% ] £ FE AL FE 5 min. £875187K
T VEJG I HE Je 8, 280K e Ja I ok 8, 7
BB W

ML OFt  HUH ApoE /N Sk, K 3 5 ik
AR UK R U1 A FH I S [ 5 5 min, 2848 K o e
5 min, WL O ¢ 10 min, 60% 5 75 B2 353010 s, 7818
KM, Mayer 75 AR #E & 4% 5 min, PBS $£#% 10 min,
PER K E B Ja 18 R ABE R SR

MIERRBRIKF M B 2R A Jo M AR HE A Ak e HX
MRREA, 28 5% & 30 min, 4 °CEC» 10 min (3 000 rrmin™).

A58 FH A 2 ) A 0 38 571 4% B3 B X TC . TG LDL-C Al
HDL-C /K- P47 I € o

HUVEC 2% % HUVEC ## T % 100 u'mL"
5 2 R R A 10% BB 4 L35 (1 EMEM 1 78 5
BT 37°C.5% CO, ¥ F- 595 . Fr4l Ll & B 1A
29 80%~90% i, i HURAS R 4 i 4 Mgt A7 1248, HF

SHERTMAMELIE SR X4 ox-LDL 41
(f5 F 100 pg-mL" 4b B 41 A 24 h). A [\ 3 £ XXXD
(10.20.40.80.100 pg-mL™") #4741 (XXXD Filkb# 1 h
J&, N ox-LDL 3& [ 5% 3% 24 h).

MBESESME Al CCK-8 24 I 21 i 3% 2%
¥ HUVEC LA 5x10° AN/FL 1 % 5 8200+ 96 FLAR H, %
SEUG oy AN B TH AL BRGE L, RS A5 R S, LI
100 uL % 10 uL CCK-8 37l [ K5 77 2%, 37 °CHF & 1 h,
FEIE KN 450 nm BB (A DU IR ' FEAE

ROSFIDHE 8 i 2,7- RN HE LK
fig (2', 7'-dichlorofluorescein diacetate, H2DCF-DA) #5
TR 77 & ok I & 41 B Y 1 ROS 7K *F . HUVEC & T
24 FLW Y, BESL IXTO* AN . S236 45 7R i, I PBS ¥
YA Bg, R 7E 37 °C A 10 pmol-L" H2DCF-DA % &
30 min. FJ H 2% 56 2 BE BE AL I R &, R A
Image J #1743 #t . DHE 4: {5 ROS Je (12K 0L, 1%
HER 1) 3 o P o B R AT R AR

AN Fe* M E 1 F§ FerroOrange % e #4841, 16
DAL 1) Fe? 7K. ¥ HUVEC LAERFL 1x10° M5 9578
24 LI R, HAESE AR TR R IR IR . SEIR A R S TS VR
g, 7£ 37 °C '~ A FerroOrange L. 1 i A& 22 41 g 30 min,
PBSE Y4, 7556 WS T BEHLIA IR .

LDH. MDA, SOD.GPx.GR /K FERME 45
i 3R 77 & 0 5 20 23 R0 40 il HF LDH. MDA . SOD.
GPx\GR &5 7K Vo S50 48 4R 7™ A 4 HRO R 3 U B 5
AT .

Western blot 7 [ 55 72, I 100 pL il # [
RIPA 2 e UK b 78 70 244, 186 F BCA 577 & A il
EEWEE . @it SDS-PAGE LIk 7 B Ja B i A &
PVDF fiff, TBST ¥ 3 Ik, F 3% 4 Iy A 8 H =
M2 h, —Pi4°ChgE LK, TBST P 3k, —ht
(1:10 000) % & 1 h, N ECL Ak 22 RO ik 47 & A &
52, B Jn i Image J 3E47 5088 4347 .

INFHERNA R HUVEC BLAEFL 1x10° 40 i
)% FEALE 6 FLAR 1 T 37 °C R g & it %, 4R )5 1 A
Lipofectamine*2000 27742 {8 1l i 7 (1) 77 22 5% 4% GAS6
7 T $ RNA (si-GAS6) LA K AH N 1) X6 B8 /N - 3
RNA (si-control), £ %% 6~8 h i, B it 4y 56 4> K5 77 2k,
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AR REFE 24 h, 2 JE WAL TR 4255 . iy
F 40 R« si-GAS6 1E X 8 : CGCGGAAUCUGGUCAU
CAATT, Jz X ##: UUGAUGACCAGAUUCCGCGTT;
si-control 1E X %% : UUCUCCGAACGUGUCACGUTT,
Sz X5 ACGUGACACGUUCGGAGAATT.

it F 54 R GraphPad 9.0 % 1F 3k 47 1F K,
THE TR DL E £ bR 2E (v £5) Ron. 4L L
i B IR R O 2 0 M, P < 0.05 s 2 7 B 41t 2%

R
XXXD B S E i A AR o 4

X XXXD ) FE A BE AT & S0 A 5 i (high
performance liquid chromatography, HPLC) 43 #7. &
SRR, AT R A AR IX 1) 10 A~ XXXD FEAR 1
HPLC fa 20 (B 1) R AL Gt b 24 (0385 48 80 K
R4 (2012 JR A hR) TH S FR S0 B AR LR, I X 41X
10 1k XXXD Hy L g o 3 42 U5 = 5 2 = B e
RAF RO SE P (it i, i 1 R 38 14 S0, I A Bk
TR SO . FEA KA ALUEE 733 9 0.999.0.999
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Figure 1
XXXD. XXXD: Xiaoxianxiong Decoction

High-performance liquid chromatography analysis of

2 XXXDXZEHFDIESHIAS

N TR FE XXXD X AS B 20tk il i HFD M 77
ApoE" /N K AS B (] 2A), 55 10 35 25 4/ R
MIRE . 45 R8N, 55X R4, HFD S 800 R AR
R E RN, 1 XXXD fEE R AT (Siv) V69T R R
KT AS /N MK B (K 2B). BL AN, 500 B8 24040t
HFD 5 2 3 3 ik B P A g ot HE AR B 2 36 0. XXXD
I Siv I 3 ek /b B BKBE PR T HEAR (B 2C. D). i
TE UK 5 AS 1 — N EER R, KR T
XXXD X AS /) B I 37 A5 JiE 7K *F (TG TC. LDL-C F
HDL-C) HI54m . &5 R EoR, 5XHA M t, HFD i
ApoE” /)N R 3E 1 TG TC 1 LDL-C 7K 7 & % Tt &1,

HDL-C 7K~ W & 3 P K (P < 0.05, B 2E). XXXD-L
RE P AKX ApoE™ /N B 1) TG TC Al LDL-C /K, FF 41 &
HDL-C 7K°F- (P < 0.05, ¥ 2E). XXXD-M.XXXD-H LA
o Siv B8 10 5 4 F8 AR AR Ak o IX e g I 3R B
XXXD %f AS /MR EA B E R ER
3 XXXD A% ox-LDLiES HUVEC 15

2%, fd AR [F)3K B ox-LDL 4b 3 HUVEC #4 2 44k
G40 Y . 25 5L R R 100 pg'mL" ox-LDL Xf
HUVEC (1 5 153 F£ £ 41 50% (P < 0.05, & 3A). 3B
g5 ] oR, XXXD B BE /N T 55 T 100 pg-mL ¥
HUVEC TG 2 35 52 W, %K BEK AE R e IR AT T
— DAL . BEJE, B R VEAN TS RNR E XXXD
X} ox-LDL 5 7 HUVEC 3 /5 AR P EH « 45 SR EoR,
5 5%f B ALH HE, ox-LDL 7] & 2% [4{X HUVEC jif 3, 1
T LDH FR i 8 S AL ) AT ROS HIAR 2 (P < 0.05,
3C~F). 5 ox-LDL ZH#H Lk, XXXD 57 J& Al & 2 1
I HUVEC 1£3%, W% LDH 7K ~F . 8 4L ) F1 ROS )
FUZ, Hrb 40 pg-mL™" XXXD X 2 il 1) 45 47 V5 FH f o
(P <0.05, B3C~F),
4 XXXD "] 0% AS /)N B #0 ox-LDL i% S #) HUVEC
BERE S

N T B XXXD Xf AS /) i AT ox-LDL % 5 11
HUVEC Jig it i S A0 1 52 ), A 58 40 4 7 /N BR 32 30
Jik 41 23 Fl HUVEC " MDA .SOD . GPx Il GR 7K - [ 28
tho EFRAE TR, 55X AL, HFD 204 MDA /K
V23 0, SOD . GPx 1 GR /K i 2 B& A (P < 0.05,
Kl 4A~D). 5 HFD 41#H tb, XXXD i 97 Ji 7l & 3% B¢
ik MDA /KF, #4 i1 SOD.GPx fil GR /K *F-. [FI}, Siv
0] B MDA 7KF, 38 i1 GPx 7K F (P < 0.05, K 4A~
D). TEAHHEKF, 5 XA LE, ox-LDL &b # 2 3% 34
I HUVEC # MDA 7K ¥, & ik SOD. GPx 1 GR /K ¥
(P<0.05, ©4E~H). 5ox-LDLZLALL, XXXD &7 )5
MDA 7K °F- & 3% B# ik, SOD. GPx Al GR 7K °F- 1 35 14 fin
(P <0.05, K 4E~H), LA, AHF 5 M % T XXXD
X HUVEC # Fe* 52 M . i i FerroOrange 4 £ W) %
F| ox-LDL 4 # 5 #t HUVEC Fh Fe*' . Z &, M
XXXD V& 97 Ja Fe K-F B AR (B 41). 3R B XXXD
AT AS JHTE] A R 20 i o o AR A PR B AR R
5 XXXDiEid GASO/AXL N SHHSGRTERENE
AS FAA B 4B Ra 515

g R S proR, TR KT, 5 XA A T,
HFD 41 /)N i £ 3 ik GAS6.AXL.GPX4 fll SLC7A11
F) B [ KT 2 3 BRI T XXXD ¥R 97 5 GAS6.AXL .
GPX4 F SLCTA11 14 F /K F & 2 38 i (P < 0.05,
5AB). ZHHI/KF 45 2 ZEL 45 3, 5 ox-LDL 41 4H



1658 -« 242224 Acta Pharmaceutica Sinica 2026, 61(5): 1654-1662

A B 40 -e- Control -+ XXXD-M+HFD
@ Distilled water - HFD ~ XXXD-H+HFD
[ Normal ; ] Pathoiony w354 -~ XXXD-L+HFD - Siv+HFD
Control =
:{> Molecular biology ?o 30
(5]
= s ES
é NXXD/Siv Blood lipid 525
o HFD ' ] 2
ApoE 0 3 16v 20
15IIIIIIIIIIIIIIII
2 4 6 8 10 12 14 16
Time/w
C Aortic
Control HFD XXXD-M XXXD-H
HFD
D

Oil red O

Control HFD XXXD-L XXXD-M
HFD
E 15+ 2.54
o ;‘ —'-‘ 2.0
=}
£ g 1.5+
: 5 S
&s 7 1.0
> ;
2 2 3
| T 0.5
0.0~
> 09 LS L
FELEE S R
WP O
PO S
FEE

Figure 2 The protective effect of XXXD on AS mice. A: Schematic diagram of the administration plan for XXXD in the treatment of AS;

B: Analysis of mouse body weight (n = 6); C: Representative images of oil red O staining of aortic (n = 3); D: Representative images of oil

red O staining of aortic cross-sections (n = 3), scale bar = 100 pm; E: Analysis of serum lipid levels (TG, TC, LDL-C, and HDL-C) in mice
(n=16).X £5. P <0.05 vs control group; “P < 0.05 vs HFD group. AS: Atherosclerosis; HFD: High-fat diet; TG: Triglyceride; TC: Total
cholesterol; LDL-C: Low-density lipoprotein cholesterol; HDL-C: High-density lipoprotein cholesterol; Siv: Simvastatin; XXXD-L: 3.139 g-kg'
XXXD; XXXD-M: 6.279 g-kg"! XXXD; XXXD-H: 12.558 g-kg"' XXXD; Siv: 0.65 mg-kg"' simvastatin

e, XXXD £ 7 i HUVEC ' GAS6. AXL. GPX4 Al
SLC7A11 K& H /K B F B n (P < 0.05, & 5C.D).
FHIXXXD i id GAS6/AXL-: LT iR 42 3% AS AT A
B A A A -
6 3% GAS6 AT 5H B XXXD %t ox-LDL i% 5 A 57 4
BaskFE T RIPIER

g WKl 6 s, 5% LA B, ox-LDL 2H 41 ffg
R 3 PR, LDH /K F40 i N ROS 7K T & 3 1
B XXXD &b #5240 f 7% 28 32 3 36 0, LDH 7K ~F Al 4
JfL A ROS 7K~ i 35 P AIG; 1 43 H siRNA #l#] GAS6 /=,

XXXD X} P 5z 48 H 1) OR 3 VE B 055 (P < 0.05, &
6A~C). Western blot £l &I, XXXD /697 J5 GAS6+
AXL. GPX4 Al SLCTA11 [ & [ /K ~F & 3 38 s 1y
GAS6 #ll il J§ AXL.GPX4 1 SLCTA11 1 £ /KT &
FFRAR (P <0.05, Bl 6D). %45 Gt — 0 R B XXXD
JHIT GAS6/AXL-ERACT i1 0403 P & 4 M 452 4%

Wi

AS & — A JORE PRI, A A O ML 5
O R 3R, 7 R N A Y. AT EE A
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Figure 3 The effect of XXXD on the injury caused by ox-LDL to HUVEC. A: Effects of different concentrations of ox-LDL on survival
viability of HUVEC; B: Effects of different concentrations of XXXD on survival viability of HUVEC; C: Effects of different concentrations
of XXXD on survival viability of HUVEC with ox-LDL; D: Effects of different concentrations of XXXD on LDH of HUVEC with ox-LDL;
E, F: Representative images of DHE and ROS of HUVEC with ox-LDL, scale bar = 50 pm. n =3, x £ 5. "P < 0.05 vs control group; "P <

0.05 vs ox-LDL group. DHE: Dihydroethidium; DCFH-DA: 2',7'-Dichlorofluorescein diacetate; LDH: Lactate dehydrogenase; ox-LDL:
Oxidized low-density lipoprotein
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Figure 5 The effect of XXXD on the ferroptosis pathway mediated by GAS6/AXL. A, B: Representative protein probed for GAS6, AXL,

GPX4, SLC7AL11, and f-actin in the aortic tissue; C, D: Representative protein probed for GAS6, AXL, GPX4, SLC7A11, and f-actin in the
HUVEC with ox-LDL. n = 3, X + 5. P < 0.05 vs control; “P < 0.05 vs HFD or ox-LDL group. GAS6: Growth arrest specific gene 6; AXL:

Receptor tyrosine kinase AXL; GPX4: Glutathione peroxidase 4; SLC7A11: Solute carrier family 7 member 11
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Figure 6

Inhibition of GAS6 eliminate the protective effect of XXXD on ox-LDL-induced ferroptosis of endothelial cells. A: The cell

viability of HUVEC induced by ox-LDL after treatment with XXXD and GAS6 siRNA; B: LDH level of HUVEC induced by ox-LDL after
treatment with XXXD and GAS6 siRNA; C: DHE staining of HUVEC induced by ox-LDL after treatment with XXXD and GAS6 siRNA,
scale bar = 50 um; D, E: Representative protein probed for GAS6, AXL, GPX4, SLC7A11, and f-actin in the HUVEC with ox-LDL. n = 3,
X £s. "P<0.05 vs control group; "P < 0.05 vs ox-LDL group; “P < 0.05 vs XXXD + ox-LDL group
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