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[(WE] B LS SGC-7901 4i fd o iF 5% XF 52, 38 2k 7 355 752 W v s I AS [m) ¥ B 8 %5 4 (0,100,200 ,400 pmol-L7) R
T B g 4 e AR 4 A VR T B T RE R AR R BLR o TR s BT AL FE SGC-7901 ZH L) SR T WEME EE (MTT) Lh (i 48
U8 25 T R g 4 6L ) 00 ) 4 P 5 I 3 e S i3-S Ak -4- A O B S BE R IR TR (Feer-1) of W5 4 At 76 8 55 A 33 )5 448 it 1)
AEN 3 S 5O 8 3R A i 4 2 1% (Real-time PCR) AR 11 5235 B35 7 (Western blot) £ 4k 58 77 4H 2 & B 19 2235 s MTT
L 0, 35k TR0 B 7 92 W R 43 S A D 9 — B (MDA ) 5 £ R IO T K (GSH) K- 5 43 3l iz ek 6 38 R/ T M A% Wl 4% 12 (siRNA)
B 7 23 WL 988 2R 1 53 (p53) AR AR F e 7 i B2 11(SLCTALD) B B FE A TR P e . SR S A R, #HE
H AL PR SGC-7901 21 it i M4 W 1 RE AR (P<0.05, P<0.01) , HAT ¥ BE AT AR 1 o 5 88 %% H 4 L4, Fer-1 T 1 35 22 i 1 &
LH BRI SGC-7901 4l L i MR FEIL (P<0.01) o 58 B AL LL#K, Fer-1+ 8 B A1 41 h MDA 7 2 M AT 9 iR 2 W i Sk &
S 2(PTGS2) mRNA FIaE /K1 i 35 B A% (P<0.01) , GSH i 1 .4 It H ik it 40 A6 i 4(GPX4) mRNA Fl 8 H /K- 34 3% 75
(P<0.01). 525 ALK, HA AL SLCTA T [ #35 KF B 8 B (P<0.05, P<0.01) , B W AR . 5 3547 41
FO#, SLCTA T 33 2 35 40 i 77 3 %51 Ab B8R 40 g vb 3% 74 480 (ROS ) 7K - FT MDA 7 B 8 25 Ik (P<0.01) , GSH I 1 8 25 71 i ( P<
0.01). 525 P2 A, B 17 2L A i vh p53 SOL 0 B 3 T (P<0.01) o 5 B 48 11 4 L8, % U p53 siRNA 1 4fl i 78 8 5 1
b TG A0 pS3 2R R A K E @ BRI (P<0.01), SLCTATL # ik /K ¥ 35 T8 (P<0.01) . 4518« #5195 7 2 il 5
Hi il SGC-7901 (Y HEHH , HALHI AT e 5 H 4% pS3/SLCTALL A A LR SE T2 A G .
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Baicalin Induces Ferroptosis in Gastric Cancer Cells via p5S3-mediated
SLC7A11 Down-regulation
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(1. The Second Clinical Medical College, Henan University of Chinese Medicine, Zhengzhou 450000,
China; 2. Henan Academy of Chinese Medicine, Zhengzhou 450000, China)

[ Abstract] Objective: To explore the inhibitory effect of different concentration of baicalin (0, 100,
200, 400 wmol-L™") on the proliferation of human gastric cancer SGC-7901 cells and the underlying mechanism.
Method: SGC-7901 cells were treated with baicalin. Then methyl thiazolyl tetrazolium (MTT) assay was
employed to examine the inhibitory effect of baicalin on the cells. At the same time, ferrostatin-1 (Fer-1) was

added to observe the viability of cells after baicalin treatment. The expression of ferroptosis-related genes was
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detected by Real-time polymerase chain reaction (Real-time PCR) and Western blot. The content of
malondialdehyde (MDA) and the level of glutathione (GSH) were detected respectively by MTT assay and
enzyme-linked immunosorbent assay. The role of tumor protein 53 (p53)/solute carrier family 7 member 11
(SLC7A11) pathway in the regulation of ferroptosis was investigated respectively via overexpression and small
interfering RNA (siRNA) methods. Result; Compared with the blank group, baicalin decreased the viability of
SGC-7901 (P<0.05, P<0.01) in a dose- and time-dependent manner. The intervention of Fer-1 significantly
alleviated the decrease of SGC-7901 cell viability caused by baicalin (P<0.01). In addition, compared with the
baicalin group, Fer-1+baicalin group showed decrease in MDA content and the mRNA and protein levels of
prostaglandin-endoperoxide synthase 2 (PTGS2) in the cells (P<0.01), and increase in GSH activity and mRNA
and protein levels of glutathione peroxidase 4 (GPX4) (P<0.01). The protein level of SLC7A11 in the baicalin
group was decreased compared with that in the blank group (P<0.05, P<0.01) in a dose-dependent manner.
Compared with the baicalin group, the reactive oxygen species (ROS) level and MDA content in SLC7A11-
overexpressing cells were significantly decreased after baicalin treatment (P<0.01) , and the GSH activity was
significantly increased (P<0.01). The fluorescence intensity of p53 in the cells of the baicalin group was
increased compared with that of the blank group (P<0.01). Compared with the baicalin group, the expression
level of p53 protein in the cells transfected with p53 siRNA was significantly decreased after baicalin treatment
(P<0.01), and the expression level of SLC7A11 was significantly increased (P<0.01). Conclusion: Baicalin
can effectively inhibit the proliferation of SGC-7901 cells by regulating pS3/SLC7A11-mediated ferroptosis.
[Keywords] baicalin; gastric cancer cells; ferroptosis; tumor protein 53; solute carrier family 7
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BRI — i A PR RS - i Al i AE T T 5, X )
T ML T RIIRAE o T IR SR SR R T A2 B
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1.1 40k AN B L% 40 GES-1, 44 5 HDCL-
052, W [ F At st 98 5E #F 58 o 5 A 98 40 il SGC-
7901, 4 5 2Q0062, W4 [ T [® B} 2% g - iff A= Ay
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B Be 40 M %, 4 i3 1% 2 6~9 1K,

1.2 299 B B (0O )1 e k30 A= R
FBRZ T 4B 90%~99% , it 5 N1364) ; Jifi 4 1M 7
(£ Gibco A H) L, L5 10100-147) ;1640 15 77 K (%
Hyclone 2& # , it 5 SH30809.01) ; — H 3 i il
(DMSO) Mt R4 1 4 i 57 1(Z-VAD-FMK , 41 i >
98% ) IR L ] & -1 (Necrostatin-1, 24 & >98% ) . £k
A -1 (Fer-1, 46 £ >95%) , g [ T 3¢ [ Sigma 2%
A, 45 4 i DS879. V116, N9037., SML0583;
Lipo 3000 #% 4% i 5 ( 3 E Invitrogen /A Al , it 5
L3000075) ; p53. 1 4 & W ¥ A b ¥ & B 2
(PTGS2) Hil§ £ 11 2 bt H ik i S8 Ak W) il 4 (GPX4) |
WA ZE 7 51 11(SLCTALD) A E A H
B -3- # R B & i (GAPDH) Bt & ( 35 [ Cell
Signaling Technology /A #] , fit 5 43 Jill &y 48818,
11282T 524558 126918 .5174) ; F -5E B ZIH W .
JoR 3 2% BE | Wk (DAPL) AR 9 2 i Ll 3 90 f S 2 Bk
B A (Ig) G AEY F bl I 5o/ BL IgG L wE ki
(MTT)IL 7 & .79 B (MDA) K 3l 71 & 16 P R
(ROS) 6 I 3 551 & | e i e €0, Jor ) A 3 328 i L Ll oF
¥/ B 1gG (H+L) - Alexa Fluor 488 #ric ( *h [ I+
W3 = RAEWHEARA R A5 550 0222,
C1002 . A0277. A0286 ., C0009S . SO131S . S0033S .
P0096 . A0428) ; p53 siRNA (J7 M 4 18 4= ¥y 2\ #)
it 55 siB14625183006-1-5) 5 25 [ ¥ J& I 22 3 7] &
S O R 2R G W A% 5 N (Real-time PCR) i
3 SR A (1T 2B 2 AR BB R AR AR
oy |, HiE 5 4 Gl 20201ES76. 13086ES60 .
11119ES60) ; RNA 2 Uik 1 & (1% E Qiagen A Al ,
it 5 74204) ; GSH g X 4z 92 W BfE I 72 (ELISA) ik
MaE(LEHBEKAEDREARLSA, IS
ml038257) .

1.3 L #%  RCO-3000-5 % 20 it 3% 55 46 (£ @
REVCO A ] ) ; BX41 128 i i3 5 ( H 4 Olympus
/N H]) 3 ABI7300 % Real-time PCR % ( 22 [ Applied
Biosystem 2 7 ) ; SilverUVIpro % BE I8 50 7 Wi 1% 45
BrAY (3£ E UVItec 24 7 ) ; Mini-PROTEIN £ % [ Hy,
VK 2 8t .\Mini Trans-Blot % 2 4 %% E1 & 4t ( Z€ [#] Bio-
Rid 2 7 ) ; Spectra MaxM3 & fifi Fx % ( f# [H
Molecular Devices 2\ &) ) o

2 Fik

2.1 HHMIREFE S 10% BE A4S I, 1% -
E A 1640 B 3% 55k 1% 9% GES-1 H1 SGC-7901 41 Jifd ,
F & 5% CO, MK F2 4 (37 °C) i 4785 3%,

Xof A K 0T A A0 AT S G

2.2 MTT kR 4n s 77 8% GES-1 & SGC-
7901 4 43 ) LA 5x10° A~ /4L Fh 51 96 FLA 77 210
JL G BE S AR [A] W OBE B9 B & (100, 200,
400 wmol-L") , B 5% 24 .48 h 5 W 2= b 1% , hn A e
BRI M MTT WA T L4 hG & 57 B3 e
FR AL A m A DMSO IR & 4 21 (# IR 1K 3 &
10 min) , JH 7 A AR 0 76 % 4 490 nm &b (14 W' Ji2
A, BHBEEHITIR, éﬁiﬂ@?ﬁ‘@:AhuHé’ﬁ/Aél'—(fﬁx
100% .

2.3 A [E0FR  AH BTE R Y S e R R U K
W1 SGC-7901 41 i , 43 %I 7E 10 pmol-L" Z-VAD-
FMK . 25 pmol-L" Necrostatin-1 FI 20 pmol-L"
Fer-1/ER F, B 5 AL B 24 h, R FH MTT H (8 3
A 000 4 B 1 0 1

2.4 Real-time PCR Al PTGS2 Fl GPX4 7£ mRNA
KOFFE X ECE KA SGC-7901 41 i, 4 K
254 A4 Fer-1 41 Fer-1+ 8 % 1F 41, RNA
PO Gk W RNA L il o i % k0 ok A
I cDNA , 35 %% 5 It 75 25 F : 25 °C I i 5 min, 42 °C
JZ B 30 min, B J5 85 °C JZ i 5 min. K #i§ NCBI
Genebank 1% 2 5t [K JF 51 , {#i H NCBI Primer BLAST
BT BT 7 00 BE R 5 1 ) v Bt AT ek, AR AR
Yy TR ) B dn A RS vl 04T 516 0 TAE
Sl B 0L 1, fl 20 B Bk e S L N R A
i, A5 T R R A AR o M S AR L SR
& & h 30 pLo ¥4 55 95 °C #il 22 % 10 min,
95 °CAx 1 10 s, 60 °CiR 'k 30 s,72 °CHEAH1 20 5,354
TEIR . SR FH 2788 | B Al e 4 51

1 s|¥MFE5

Table 1 Primer sequence

Ko i
G1E7] )3 4 -
/bp

PTGS2 L 5'-CTGGCGCTCAGCCATACAG-3' 94

T 5'-CGCACTTATACTGGTCAAATCCC-3'

GPX4 L7 5'-GAGGCAAGACCGAAGTAAACTAC-3" 100
75 -CCGAACTGGTTACACGGGAA-3’

GAPDH |75 -CTGGGCTACACTGAGCACC-3' 101
75 -AAGTGGTCGTTGAGGGCAATG-3’

2.5 PSRRI A G HRIL

T4 ES A, @ K B 5 E B AT R AE T A A

PTGS2 Hl GPX4 & I RIK M0, 73 55 I B

F 21 (400 pmol-L") \Fer-1 4 (25 wmol-L") .Fer-1+
. 73 .
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ST 2 5 Q) R WF S8 AN [k J3E 85 5 41 % SLC7A 11 2R
3R 35 5 K 4 M 4y R s AL B ST 4 (100,
200,400 pmol-L") ; @ N #F 5% i # ik SLCTALL Xt
SLC7A11 5 H # ik 89 52 m , il 3 Lip 3000 ¥4 Y
SLC7A11 3 ik (SLCTA11-OV ) JiF ki , ¥ 40 s 43 h
25 4 5 41(400 pmol- L") ,SLC7A11-OV 4,
SLC7TA11-OV+# % 1 41 ( # % 1 400 pmol-L") ;
@ F WF 5 p53 XF T SLCTALL & [ F 3k B 52,
Y p53 sIRNA KA1 40 o 25 14 p53 siRNA 41
TS 41 . p53 siRNA+ T 4 1 41, # % 17 ik J5 ok
400 pmol- L. &b 38 45 53 J5 43 5 Wc 45 4% 20 40 i, ¢
PR R $h 92 vh il (PBS) BRI, T K L fin A RIPA %4 i
W 2@, 4 °C, 12 000 r-min 8.0 (B LK 5 em)
W 1iE W . 2 RECER 1 R O ) 1 I A
EEAWE ., EAEMSZ R (<)% 41T
100 °C/K V3 55 P9 78 10 min, 8 3) B Uk R0 55
HEAHEZERM W I (PVDF) | BRI EA
5% Wi g W5k 19 B P41 W 2E = R B 2 b i AL
& SLC7A11. PTGS2. GPX4. p53 (1: 1 000) ,
GAPDH (1:2 000) ,4 CHF H W . W& 3K
(TBST)J& , INAA R B — P WK E 2 h, T
PVDF [ I %8 ECL Ak 2% & 67, B B AR AL A7
B, P A8 0t Image 8K PR X T 15 45 A 4 b 47
K BEAH 70 Hr , LA GAPDHAE A N 2 457, il id 4 H
W R 45 5 N 28 1 45 1Y KB LB Ok T AR
PR AH X 3K

2.6 MDA &R X8k K SGC-7901

GSSG % & , GSH=/R % Mt H IKk-GSSGx2,

2.8 SLCTAlldRAMMHE HlaF L
A BR A Al A9 SLCTATL i 36 3K Jit A3 i Lip 3000
B UL S 40 b B YL 48 h T, AT 4B 4N I O T S g
B3R 00 7 2 e %, O F T IR B2

2.9 IEPEARRI X EA KA SGC-7901 4
ML, o3 A HH | A H 4L SLCTALL-0V 4 |
SLC7TA11-OV+ 8 % ¥ 41 . JC I ¥ 55 3% W W B
DCFH-DA 4 (1:1 000) , Jin AR B b 0 B 5 T 4E
W (10 pmol-L"), F CO, 5 7248 1 % & 20 min, £ %
5 min % P 1, VeI il 28 0% 1 i B ik AT 40 R
JF H Image J B4 Geit 29 g

2,10 4HfEARETO KRR IR AR T R Al ] 4% £
5 H I [ 7E 15 min, PRI A G35 Gl €0 H 3 37 VR
BSA H W, ZJ5 A —$i(p53,1:100) ,4 °CIHF &
R o PBST PRI = 6 — 41 (1:500) 0 HE 2 h
(#E56,37 °C) ,PBST Y% . ¥ Sl DAPL#} & 5 min
(3BES%) , PBST YR, A BT K, 58 B i
BN RAEKG, IE H Image TEPESE 98 58 5
2,11 siRNA T4 0 028 K30 0 40 i, 8 2
Tt 6 L AR 15 7% 1L, i A K 3248 (37 °C .5%CO,) K
IR A0 K & 60% B 442 AR UG BH A3 5% e A R 1Y)
p53 siRNA, RFfE YL 24 h 5 AT G 225050 .

212 Gilbsrbr B St 43 B R A SPSS 21.0
AT TR R x + sFow . MTHAKIEZ
(] ) LU A R o A 36 1) 7 3k i k22 2 B0 T 1
L3R BRI 3R 22 40 A R 4T, DA P<0.05 9 HAT

4N, 2L 1R 2.5 01 F OB, T oKk 24 5 20 ERGITHEE L
B ¥ (4 °C,12 000 remin 20> 10 min, 2502 3 R

75 cm) , M4l MDA IR0 & U0 W1 1 #E AT 84, B A
FE S A 3 A2 AL, B IS T AR AR 532 nm il 5E 4 .

2.7 GSHI/KFRIREI 356 X5 % A4 K W1/ SGC-7901
S0, o3 21 ) 2.5 391, AR U GSH R £ 10 B 45 kA7 14
1o WA 3ANE AL, 1 FH AR AE 405 nm &b &
A,SEBE A 3, ML A A i LT R Y GSH R

F2 HBEEX GES-1F1SGC-7901 ZHAEMBIEM (X+s5,n=3)

3.0 BATEXESGC-7901 By 4 M E v B R [R]
I IE) 25 4 20 He A8, SGC-7901 48 Bt i) 3% 1k B 25 75 25 1
Ak P e P R R Ak P S () A KT BH S RIS, 22 H A
Gtk X (P<0.05,P<0.01) ; #2174 AEf8 B
Pl GES-1 40 il i 16 ¥, 525 Al th i 22 R LGt
RN, W2,

Table 2  Effect of baicalin on cell viability of GES-1 and SGC-7901 cells (x+s,n=3) %
215 W /wmol - L' GES-1 £ JfL 1% 1 SGC-7901 4 i 7% 1
24 h 48 h 24h 48h
BT UL 100 99.12+0.59 98.43+0.71 86.14+1.32" 81.61+0.95%
200 96.49+1.06 93.33+1.42 62.49+1.59% 60.35+1.48%
400 91.89+1.53 89.89+1.49 44.89+1.27 31.58+1.36%

TE B2 LA PR 100% ;45 28 T 4L 4 Y P<0.05,2 P<0.01 (3£ 7))
. 74 .
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3.2 Fer-1 FlI 8 % 45 XF SGC-7901 41 i 7% 1 ) 5%
Z-VAD-FMK Al Necrostatin-1 J: A B8 1% FH. 1| #5 %

A BTG MR IR SRS A R S R

Gt B S Fer-1+ 88 % 1 41 v 19 48 i 375 14 45 2 %

4 B F T (P<0.01), WL 3,

R3 AR F LI F3T SGC-7901 AR TFE M (x+s5,n=3)

Table 3 Effect of different inhibitors on cell viability of SGC-7901

cells (x+s,n=3)

4151 e /pmol - L 20 24 h G E/%
sk 100.00+0.00
WA 400 45.39+1.22
Z-VAD-FMK+ % 1§ 21 10+400 47.12+1.39
Necrostatin-1+# % £ 20 25+400 45.10£1.04
Fer- 1+ & 4141 20+400 76.45+1.78"

W S WAL Y P<0.01

3.3 B A 4F %P SGC-7901 4i Jfi PTGS2 1 GPX4
mRNA LIKRY 0 525 A R, w4 1 2H 20 i
GPX4 mRNA /K- % 35 1 3 FF Ik (P<0.01) , PTGS2
mRNA 7K V- 3k % Tt (P<0.01) ; 58 & H 4 I
B, Fer-1+8 5 17 41 4 it GPX4 mRNA /K F ik i
ZTFE (P<0.01),PTGS2 mRNA /K - ik i 3 FE A
(P<0.01). WLZk4.

F4 HEZHSGC-7901 A PTGS2.GPX4 mRNA RiXH &

| (x+s,n=3)
Table 4 Effect of baicalin on mRNA levels of PTGS2 and GPX4

PTGS2 o — W 69 kDa

GPX4 - " . 22 kDa

GAPDH ety wem wuy S s

A B C D
WA B A4 ; C.Fer-1 41 ;D Fer- 1+ 211 4
Bl1 #HZHEHLLIESGC-7901 41/ PTGS2 71 GPX4 E A ik
Fig. 1 Electrophoresis of PTGS2 and GPX4 proteins in
SGC-7901 cells treated with baicalin

x5 BETEMNKRTHIEBREEAKFRENZIMN (Gts,n=3)
Table 5 Effect of baicalin on expression of ferroptosis marker

genes at protein levels (x+s,n=3)

2159 #eJ¥ /umol- L' PTGS2/GAPDH GPX4/GAPDH
ek 0.09+0.01 0.42+0.04
WA 400 0.38+0.04" 0.13+0.01"
Fer-141 20 0.10+0.02 0.40+0.03

Fer-1+8# % 1 4H 20+400 0.17+0.03% 0.31+0.03%

THE (P<0.01). WK 6.

F6 HEEFISGC-7901 f il MDA & £ GSH F K % I
(X+s5,n=3)

Table 6 Effect of baicalin on MDA content and GSH activity in
SGC-7901 cells (x+s,n=3)

in SGC-7901 cells (x+s5,n=3) 215 e /umol L' MDA/wmol- mg™” GSH/%
27 5] e )% /pumol - L PTGS2 GPX4 25 4R 6.13+0.51 100+£0.00
[t 400 3.49+0.35" 0.3740.04" HE A 400 13.7641.03" 50.4314.01"
Fer-141 20 0.97+0.08 0.98+0.10 Fer-14] 20 6.2840.54 99.1743.73
Fer ItR%H4 20+400 15420167 0.75:0.127 Fer-1+T{ &4l 20+400 8.120.63 78.26+4.63%

25 41 PTGS2 .GPX4 mRNA M X ik F 1; 525 41 1L
B VP<0.01; 5 A A A Y P<0.01(F 5.3 6.%8.%£9 £ 1117)

3.4 EXAFXF SGC-7901 41 it PTGS2 Al GPX4 &
FIRMIE M 5a5 (A H R, BES T AL 40 i GPX4
R W EEMR(P<0.01) ,PTGS2 E £k &
TR (P<0.01) ; 58 A4 K, Fer-1+8 5 1 4b 3
ZH 20 B h GPX4 2 11 B #E = (P<0.01) ,PTGS2
126305 W AR (P<0.01) ., WLIF 115,

3.5 EEASIF A SGC-7901 4 ig MDA 5 & fil GSH 7%
PER I 55 (A H R, 3 5 1T 4140 i ) MDA
SR B ETE(P<0.01), 418 GSH % % i 2 A%
(P<0.01); S X F A L, Fer- 1+ 8 X 4L 40 M 1)
MDA % i 3 B (P<0.01) , 41 s GSH I 1 i 3

3.6 ECEAFXFSLCTAIIEEHEBEWEN H55H
2H LR, B ST A e v SLCTA L & [ #K ik 7K F
HH & B A (P<0.05,P<0.01) . WLIE 2155 7,

GAPDH ‘ S w—— W 36 kD2

A B C D
A2 {4 B~D. #4141 (100,200,400 wmol-L™)
B2 HEEHAESGC-7901 48 SLCTAI E A Hik
Fig. 2 Electrophoresis of SLC7A11 protein in SGC-7901 cells
treated with baicalin

.75.
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®7 HEEZEHISGC-79014MSLCTANI BEARIEHFM (X £ 5,n=3)
Table 7 Effect of baicalin on SLC7A11 protein expression in
SGC-7901 cells (x+s,n=3)

21 51 e ¥ /umol - L SLC7A11/GAPDH
Sk 0.41%0.03
R 100 0.33+0.02"

200 0.13+0.02”
400 0.06+0.01”

3.7 b K SLCTATL X B %54 4b P41 fifd SLCTAT11
EEAMEm 5% H4 K, SLCTAL1-OV 4 41 i
I SLCTALL ik B E W N (P<0.01); 5 &S 4l t
B ,SLCTA11-OV+H % 2 i SLCTALL & I £ ik
B E T (P<0.01) . WLIEI 3 FIEE 8,

36 kD
GAPDH s SENS SN S *

A B C D
A S HY B i A1 4] ; C.SLCTAL1-OV 4 ; D.SLC7A11-
OV+IE X 4L ([ 417])

B3 IRIESLCTAN G &AM+ SLCTAI B A Bk
Fig. 3 Electrophoresis of SLC7A11 protein in cells from each
group

F8 WRIZSLCTANBELET EZFHSIEM SLCTAN RIZFE R
(xX+s,n=3)
Table 8 Overexpression of SLC7A11 prevented reduction of

SLC7A11 expression caused by baicalin (x+s,n=3)

R9 ERIESLCTANMEZHLAEMA H ROSKF , MDA S E
1 GSHEMMZEN (X+s5,n=3)
Table 9 Effect of SLC7A11 overexpression on ROS level, MDA

content, and GSH activity in baicalin-treated cells (x+s,n=3)

13 W ROSHIXS MDA GSH

ZH 7 e -

! /umol-L" #¢JGHRE  /pwmol-mg’ /%

FEHA 1 5.95+0.46 100

FEETTAL 400 3.65+0.39" 13.42+1.27" 49.30+3.88"

SLC7A11-OV 41 1.05+0.13  5.89+0.61 98.43+4.12
SLC7A11- 400 1.64+0.20%  8.94+0.55% 70.07+3.29”

OV+H A1 4l

A B

4 3t %3k SLC7A11 3t & 4B 40 i ROS 7k1FE’J
J&, x100)

Fig. 4 Effect of SLC7A11 overexpression on ROS levels in each
group(IF, x100)
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Table 10 Effect of baicalin on expression of p53 in SGC-7901

cells (x+s5,n=3)

4151 W /umol-L"  SLC7A11/GAPDH 41 51 W /wmol - L pS3AHXT B8
l=Fil 0.37+0.02 25 [l 1
WAL 400 0.05+0.01" BT Y 200 2.44+0.20"
SLC7A11-OV £ 0.75+0.06" 400 3.17+0.36"
SLCTA11-OV+i & 15 4 400 0.42+0.03% x4 i Y P<0.01

3.8 i FiK SLCTATL X ¥ 2 Ab B 41 i o ROS 7K
P MDA & & GSHIG MM 5854
B, #2545 +SLCTA11-0OV 4 41 g b ROS 7K 3% #l
MDA 5 & ¥ 8 F [ K (P<0.01) , GSH 7% 4 | 2. 3%
FHE(P<0.01). W9 K4,

3.9 HAIFXFSGC-7901 40 p5S3 FIKM M 5
25 LA LA, o 5 T A 40 i b pS3 W O B I
= (P<0.01), WLFE 10 K5,

3.10 il p53 F Ik X H K AL P it SLCTATLL
FEKER 525 H A S, p53 siRNA fg i
2 PR B S 1 5 R pS3 Rk K I+ (P<0.01) 5

. 76 .

HE¥AEA Y, p53 siRNA+
Eli%dk%’jz%ﬂm@m.owo
4 iTig

SR R = R R =g ISRV NI & T g K f b i g
857 A A AE IR AR AR, TS 3822 FIAS B RN 4 (]
R, PR 6 VA 7 SRR I R AR P MR 25 . R
KA AR R — il N O B W 85 v BT 4 B 5 Rl
MR AR, ARk i T B R 4F B9 B i 9 R0OR
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Fig. 5 Effect of baicalin on p53 expression in cells from each

group(IF, x200)
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Fig. 6 Electrophoresis of SLC7A11 protein after cells transfected
with p53 siRNA

R 11 pS3siRNAXTSGC-7901 I SLCTANFRIEHIRM (¥ + 5,n=3)
Table 11  Effect of p53 siRNA on expression of SLC7A11 in
SGC-7901 cells (x+s,n=3)

a3 e iz p53 SLC7A11
/wmol-L"! /GAPDH /GAPDH

2 HA 0.32+0.03 0.35+0.02
p53 siRNA 4] 0.07£0.01"  0.33+0.02"
WA 400 0.84+0.04 0.08+0.01
p53 SIRNA+B 4114 400 0.36£0.03”  0.25+0.03”
W 90 A M A BIF 9 52, i — 20 DA A A B UE S T BT
5 T A L P B LA R A

FH GBI 5% B0 B8 5 47 38 2o 30 i) PCNA 25 1R X
B 9 SGC7901 41 ifd A 348 5 ke 30 ) 7 ™S . & B
AbFE 5] SGCT7901 41 Mt I T 411 i & 11 B 40 A itk 12
J8 -2 (Bcl-2) & 38 7K F- B 5 B AIK, 0/ T2 & 11 Bel-2 4
X X H A (Bax) ik LY . B4 HF 5@ S BT bt
M R B A 6 B8 A S SGCT7901 1 i AN i

I8 T 2 B RS B TR R T 2 A G PR Tl
5T SGCTo01 4 -0, ARBF 5T K B, WY
fig 51 & SGC-7901 40 MI %€ 1= , ¥ T 4 & F
Z-VAD-FMK F1 35 BE 41 i1 57 Necrostatin-1 f) fi H] 4]
NI S o R b e R D A W VA
AT A 2 A A b 9 40 B A8 T 3Ok B e A i
T A HE

BRAET R AT KB & B — R BB T O X, AN TR
TR IR AL T M T R A st T . Hop
Bk B AR Y i B ARk R T R AR T Y O B
FU ROS 7E MR it A AL PR SCHEEFE L 4 i
ROS 7K - 1) eie A8 PR 28 0] 75 Al M kst T iy & A0
GSH & 4t R 8 Ak 10 JF AR 25 1) 31 B0 LA ) | AT o 344
TN GSH {4 #E s H FL GSH A& Al i B 2 4B 2 5 B4 e
P ROS K- T MOk B 2 U4l 48 1, e 4
$55 B JR 25 1 BR OB 4 AR A R L P R N e g
FZMBERNEAES RRER DA RILET NS
UL BEE R BT T A S I A ) 5 4 R R I R
I FH A Ry 3 S B2 6 B AR TR AR A E X R
A ST S B, RAET 3 57 Fer-1 149 {5 11 00 B 4% 2% i
B A 51 A SGC-7901 4 L FE 1=, /R kst T 1]
25 T WIS E BT 4 M
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T K GSH 7K FEAK . i Fer-1 W GE % & 3% B 1K 8¢
ZAF 515 A MDA 7 4 FIl PTGS2 /K F FH i , 40 i
GSH 1 GPX4 7K - W] BH & 7+ 5 , 40 B A7 05 R A 1
. Z5RFWESTHES H R RRIET .

e 2R S GSH A B 3R i 14, 22 5500 98 20 I 5
B I b R B A2 B 1 AR 480k DA AN AR 3 3R A bk
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TR IR, DA T A 48 45 200 1 480 A0 R A5 0 T I A0 b ke
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