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IFN-y of rats in BMSCs group increased, while the expression of IL.-13 and CD206 decreased (P<0.01). The ex-
pression of miR-139, CXCR4, and SDF-1 mRNA in the lung tissue of rats of BMSCs group increased, while the ex-
pression of Notchl, NOS2, and Argl decreased (P<0.01). Correlation analysis showed that CXCR4 was positively
correlated with miR-139 (P<0.05), while CXCR4 was negatively correlated with Notchl (P<0.05). SDF-I and
IFN-vy was a positively correlated (P<0.05), while SDF -1 was negatively correlated with Argl and CD206 (P<
0.05). Conclusion The miR-139/Notchl axis can promote BMCs homing in asthmatic rats by affecting macro-
phage polarization in asthma.
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T A B A kK . Hod SLCTATT FEEE /4
60 Jt 98 T P v R R A I B A e R 4 ) R 2
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47 B SUREA . HirP BESCC2HZ1 310 4], 8 55 1Y 1E
HAHL259 6], BRI RAFRE R, IFEE
AR R FEHEATRE U, #0E B 8 2021 429
H. 1B :2018-023-01

1.2 FEKFFMEE NCsiRNA SLC7A11 siRNA
(g G 255 AR AR AR, 5P 5 LR 1) ;
SLCTA11 itk .GAPDH Hofa (s = J8 A= AR
BN F] L 5585 26864-1-AP , 10494-1-AP) ; 5 9% 41 1k
FP R P (R =AY ARG RA AL 85
RGAUO11) ; Lipofectamine 2000 %% %t i 7] ( 3%
Thermo Fisher Scientific A7), 525 :18324012) ; 4% i
YR (B S RAEBE ARG A RA A, 5%
5:C0121) ; F -RE R RIS . CCK-8 37l & (K% 2%
CAEMHEARAGIRAF L, 575 : MA0110 . MA0225) 5 %,
MR | o M 9 B A e R AR e R (glutathione,
GSH) . = W52} 1 (adenosine 5'-triphosphate, ATP)
o I ) & (R s @AY TR R T, 1R .
A019-2-1, F006-1-1, A003-1-2, A006-1-1, A095-1-
Do Wi (HAJEREAF], B eclipse ci pol) ; i}
Fr A (1% E BMG LABTECH /23 A , # 5 . SPECTRO-
star Omega)
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%1 SLC7A11siRNA 5|45l
Tab. 1 Sequences of SLC7A11 siRNA primers

Primer Sequence (5'-3")

si-NC F': UUCUCCGAACGUGUCACGUTT
R: ACGUGACACGUUCGGAGAATT

si-SLC7A11 F': CUGGAGUUAUGCAGCUAAUTT
R: AUUAGCUGCAUAACUCCAGTT

BlBe A b 5 a0 B W 2E b s . S 10%
B4 MIH 1% T -4 55 RIE WY 1640 357 501740
LG

1.4 @pasEd  LIAESL 5x10°4 Kysel50 4l T
6 L 41 e 3% 3% A, 75 40 AR 0 BE K 2 70% 22 4, K
SLC7A11 siRNA 5 Lipofectamine2000 %% i 71 43 1
T 100 pl 4 1640 JG I 78 K5 77 5L, TR 21§ & 10
min, B FZ TR 20 min S5 T4

1.5 SREHANKE MWREFEA R 10% 18K Bk E
Lt A SIS VI 4 um VT A . 65 °CHEE D)
2 h el PR FS A B 2 E(100%
95% M 70%) A7k A . VI FE3 A EDTA 28 vh ik
B R RS TP R 15 min, B 140 min 2 . HE
TEF 3% B 10,05 F 2100 R, LhB 1k P9 IR A
AL W B AR . H 4N RS SLCTALL Tk
(1:1000)7£4 "C MEF LK. —PUE ZUG, il
FH PBS Wk vk 2o b A, Ja i Jn i FH AL e i 44k — e
(1:1 000)7E 37 °C N HAMUPEF 40 min, PR ML S
AT 2 YRR Lo AL, B e I IS R
AR TN W B 45 B X SLCTALL 1y s Ak )
Yeta AT Py . SLCTALL R 1 FEIYE(S S0 T
P R B AR SR . SUR B R PR L T B
YA LB S e iR . LB (0~443) :0% ~ 5%=
043 ,>5% ~25%=1 4% , >25% ~ 50%=2 43 , >50% ~
75%=3 43, >75%=4 4y . 5% VT4 (0~3 43 ) : T&=0
O3 IRB=1 0 AR H =20 AR =34 . A e fl<d
Iy R IR 24 0 M FRIA

1.6 Western blot K36 7K [ %I HIF 24 f# Kyse150
21 B e b BRAL AN XS BR AL 40, 12 000 r/min 2.0
20 min LRSS B AW . BCA B & &, ITA 5%
Loading buffer, Z b A8V . Zeab AL . EAE K 5%
JiE B AP BRI, 5 SLCTA11 . GAPDH ik 4 °C W%
BAR. AP REE FEI R
(1:10000) 2 h, HVE P25, ECL ARG W5 .
1.7 CCK-8E#i K AMBILREFM 0
SLC7AI1 FEH siRNA, si-NC %% 44 Kyse150 40 0 & ,
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48 h J5 11512 000 -4 A 32 Fh 21 96 FLAR T, B4 1%
HoNEAL. #L6 d T [a—mfE] i fd H CCK-8 ik
65 % 20 M T ) AT 10 pl CCK-8 357 in
ANBEAFLAY, 37 “CHE 2 he , {8 F B AR A 2 450
nm GRS, FFBCE A . i el 5
X R 2 [B] 9 25 S ik i IR il i th 4% .

1.8 FIREERAZI i 1] siRNA 5 YL 35 57
48 h J5 ¥4 500 NS A AE 6 fLAR P, —3 14,
IFTESE R FREE P TR 10 do (1 4% 2 5 B k[
JE 20 min, I 0. 1% %5 & 58 44 €2 20 min, By 147 7
PRI

1.9 Transwell 3L3& 1 %4 20 77 4~ 40 Bt JF £ H
400 pL JC IH 3G F B 2 A/ NE K/ NS
600 L. 20% INLTE HE 720 24 FLHINLH 53R 24 h,
W25 2 B R T 4% 2 WS HH €, 5
TGS fb S, Vg i T 5 T W E TR It
G220k

1.10 ZLE . % F 4 . W — % (malondialdehyde,
MDA) .GSH. ATP iR E#MN  IERK Y5 R4,
T WEFLRR , A 4 B, MDA, i IR R 25 e H K, ATP K6
DR 6 A T T A T 4R | 4 REZOR AR il i AU
N7 (AR EA TR, 2547 537 -

111 ZeitZE4bhi®  fii ] SPSS 22. 0 #7508
Beit, XA BRI TSI, SRR (%)
P A SR 2 K 905X Fisher B VI 3246 40 5
THEYERILLx + s Fom , IR0 HoJ5 2255 i 4R 18]
T E (8 Student” s ¢ K6 56, 22 40 [8] Y (8 He %8 i
PR R T 2290 Hr (ANOVA) , 3 )5 #E4T Tukey £ b
BKH . R H Kaplan-Meier ¥ 3F 17 42 47 50 #7 .

X 40

D

GraphPad Prism 9. 0 I T2 il #1 R 1& . P<0. 05 822
AT EE

2 &R

2.1 SLC7A11EB#ESCCREEIETEHAFH
RIETER  ESCC LR S5 1E H UL e 41k e
R, SLCTA L 25 [ 32 2 5 4E 78 ESCC 4141 iy
Mo (1) o Gt Bonidl i SLCTALL 3R
%k W& T 55 1E & 4 81 (°=270. 88, P<
0.001), W#2,

%2 SLCTAIEESCC5EFEFALFMRIEFR (o (%)]
Tab. 2 Expressions of SLC7A11 in ESCC and normal

adjacent tissues [n (%) |

Immunohistochemical staining (IHC staining) )

Group i value P value
Low expression High expression
Normal 221(85.3) 38(14.7)
270.88  0.001
ESCC 50 (16.1) 260 (83.9)

2.2 SLC7A1l EARIZ SRR S Z B A%
RIS B e B Im R 5 B 172
Bl ESCC e 73} SLCTA T IR 363520 (<4 43, 43 1))
5 SLCTAN Rk (>4 43,129 #) . £ 39584t
a5 R WoR MR s AR BE (=8. 198, P<0.001) 5
SLCTA11 FR/KE-EIEM .

2.3 SLC7TAINEBFRIEEESCC EEMFH %
FOXTRETIE S B R AT G o b O 2
A 2, AR AE 0 BT B9 45 R R, ESCC B
SLCTAL1 2 H = 2 14 19 f8 % A6 A7 8 10 o g A%
SLCTAN R R AW B H ,  HERASRITFE
X(El2).

X200 X400

E F

E1 fEARKFEERRNAREELRD SLCTALL RiXFR

Fig.1 Expressions of SLC7A11 in different tissues detected by immunohistochemistry staining

A-C: Expression of SLC7A11 in normal tissues adjacent to esophageal cancer; D-F: Expression of SLC7A11 in ESCC tissues.
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Tab. 3 The relationship between SLC7A11 protein and clinical
pathological data of ESCC patients [n (%) |

Expression of SLC7A11 in ESCC

Variable Low High e P
" expression  expression  value value
Gender
Male 105 29(27.6) 76 (72.4)
0.986 0.321
Female 67 14(20.9) 53(79.1)
Age (years)
<60 82 20(24.4) 62(75.6)
0.310 0.860
>60 90 23(25.6) 67(74.4)
Differentiation degree
High 31 14 (45.2) 17(54.8)
8.198 0.004
Medium and low 141 29(20.6) 112(79.4)
T stage
T+T, 76 21(27.6) 55(72.4)
0.503 0.478
T+T, 96 22(22.9) 74(77.1)
N stage
NN, 118 30(25.4) 88(74.6)
0.036 0.850
N,+N, 54 13(24.1) 41(75.9)
TNM stage
[+ 100 21(21.0) 79 (79.0)
2.039 0.153
I+1v 72 22(30.6)  50(69.4)
100 r —High expression of SLC7A11 (n=46)
— Low expression of SLC7A11 (n=21)
S
8
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<
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]
s P=0.028 1
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Fig. 2 Survival curves of ESCC patients stratified by SLC7A11

protein expression levels

2.4 AR IISISIE SLC7A11 RiEXT ESCC k8

G0 Western blot S 56 &5 AN [R] SLC7A11 FE A
siRNA ¥ J& (50, 75 nmol/LL) F1 75 nmol/L. Lipo-
fectamine 2000 YE I T SLC7A11 & A FE LK, 45 R
R 55X A AR L, % L ik BETE 75 nmol/mL (TR
RO e A, SLCTALL 4R 1 3R 0k 5 e fIk (¢=8. 963, P<
0.001) (&I 3A) o it FH fe £ % 4 5% 14 5 UL Kyse 150
2 f FR 01 HE AT A AR A= 52 56 DA IE SLCTATL 1Y Rk
XFESCCHFE ST FE 52 . CCK-8 5L R s,
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SLC7A11 KRR G ESCC 40 i 1) 34 58 B 1 45 [ e
X MR ZH R , HLAESR 5K (1=4. 75, P<0.01) L5 6
K(1=13. 17, P<0.001) W #¥45aRE J) BAT Geit 2422
S (EI3B) o - ve b S5 [A) A ik 7R SLCTA11 Kk
R AR 22 S5 20 0 £ 7% % 1 Re g B 1K (1=13. 89, P<
0.001) (I 3C). Transwell S5 7R, SLCTALL K
FA) B3 VR AT LB 8 o2 I Mok 7 240 B ) 3 R iR ) (o=
33.08, P<0.001) (& 3D),

2.5 ESCCEEMERIRRBEHRIETHX
7 PRIET AR TR AN A A R KT R , MDA
NG B A A 2 ), — s R EE B AT DR A0
BRBET- 7K o AN [ e B 0 B i A SE T 15 =
7 Cerastin) A FRAN I 5 , 21 g MDA Bifi 25 %) 9k 15 T =5
(F 3x=416.0, P<0.001) , 4 i 1) i I ik ALK SF- T
e, UL AR B BR BB T T (BT 4A) o Ry 3 ik ) 2
BEZKF- S5 8RFE T A AH M | DU TR) MR BE A6 4 1 eras-
tin [7] B A2 3R I ) 20 ARl 3% % BE R 5 4 4 4 (4 500 mgy/
L, 2J 25 mmol/L) 15 37 5& v % 3% 1) Kyse 150 41 iy, K
D20 B 76 T AR Ak, 45 S R | 78 JC R A M 8 R L
i erastin 20 P 5 40 06 ) 2 R LG E B L (K
4B) , [HAE 2 7 25 M 1% 3% 3 b 40 B0 15 77 B 25 erastin
We B TF 2 ) A A M B AIK (F 4y, =180. 70, P<
0.001) (& 4C), #E78 ESCC HhAYERAET- 5 ESCC Y i
Je AR ARG G

2.6 SLC7A117KFS5ESCCHIRIEHEFRME SLCTALL
& Xe- R 40 (B2 R /45 2 W8 S i i ) i A% 0 a3
7157 e 2R 1) F5 ORI A 20 R RS, 3K Bl GSHL iy A=
PG . AR B 38 5 AT HE B9 ESCC A
FRAE, 25 5L WoR SLC7A1T 3R R 2 )5 GSH KT
F% (1=10. 56, P<0.001), [ 5A ., 3 {f FH 50 &6
M FEAR SLC7AT1 F23k 2 J5 ESCC 4N i . N R iR ATP
FLIR K- B 25 Ak, K 445 58 5 s SLC7A 11 7K SRl
Jei 20 P9 B R (1=60. 20, P<0.001) \ATP(:=49.07,
P<0.001) \FL#E (1=17. 35, P<0. 001) ¥ 7K - 24 [ A
(& 5B-5D)

3 3tig

HHI, ESCC ™ g 2 Nl fE" . At 2
— P & IR A A AL T AL, S R AR P IR B
PR AR BN A A e 5 RS . B RsE T
PRAILH B FEXTFIRA T i ESCC 1Y & A= & B LA K
W3 ESCC B F T e HA M HEE M E L.

SLCTATAE R BRBE T 1Y S 1 3 35 IR 717
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Fig.3 The effects of SLC7A11 on the proliferation and migration level of ESCC cells
A: Western blot was used to verify the transfection efficiency of SLC7A11; B: CCK-8 was used to assess the viability of ESCC cells; C: Plate
colony formation was used to evaluate the proliferation ability of ESCC cells; D: Transwell was used to assess the migration ability of ESCC cells; “P<

0. 001 vs NC group; *P<0. 01, #P<0. 001 vs si-ctr] group.

A B C
S 25r 150 1501
=
o0 20F kokok @ @
o0 o o
g ik T 100F < ool
E 15k E, EIOO ko R
8 ook ) o)
= o ok .8 8
g 10 :> s0L ; 501
g st 3 8
=
0 0 0
0 10 20 40 60 0 10 20 40 60 0 10 20 40 60
erastin (umol/L) erastin (umol/L) erastin (umol/L)

4 TERE erastin A0 32 T ESCC AT — Bk T R AR R EHE ST E S ESCC HIMIE 7
Fig. 4 The effects of erastin on MDA levels and cell viability of ESCC cells under different erastin concentrations
and different glucose concentrations
A: Changes in malondialdehyde (MDA ) levels in ESCC treated with different concentrations of erastin; B, C: Changes in cell viability under differ-

ent concentrations of erastin in glucose-free and high-glucose culture conditions; ““P<0. 01, "*P<0. 001 vs 0 pmol/L group.

AW R FH S e A AR B R T HAE ESCC A PH  TRIFRAG, B kIl SLCTA L AT LAAE R i2 I A K )
PEFRIRH(83.9%) & m T IEH AL1(14. 7%) IFE ESCC Hil 5 i — 43 F o AWFoE 1ok B s 55 e
O F 2 240 M A 5T 5 45 A I R B A BT, 25 SR o 00 SLCTALL (/0 T-HE RNA (siRNA) |, i £ 45 bk
SLCTALL [ 3RIE 5 8 W I s AL B FEAHOC (P< LSRR ESCC 4 A 3 v SLC7A LT (M) 33545 LI 24 ik
0.01) ; il J5 43 BT {75 SLCTALL R B B E A AFmT K5 2R CCK-8 P 5 B | Transwell 55 52 56, ik B
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si-ctrl  si-SLC7A11

si-ctrl  si-SLC7A11
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BE5 SLC7A1IBHREESCC H GSH.WERER ATP. ZLE /K FHTLIFER
Fig. 5 SLC7A11 knockdown altered GSH, pyruvate, ATP, and lactate levels in ESCC

A-D: GSH, pyruvate, ATP and lactate levels in ESCC under different treatment groups were measured by GSH, pyruvate, ATP and lactate kits;

"P<0. 001 vs si-ctrl group.

SLCTAT1 7] LASE I ESCC & A2 Kk T R AR , HOK S [
AR AT LAfel 9o 240 B 3 5, 46 95 T8 BURE 77 DAL BT K
FRRE
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I AR ) A 2 2 5 1k $27R ESCC AR i b 1
fi#E AT 51EH ANAFFE22 531, Warburg 800 , RIS
SO AE , S48 PR 70 | & AR TE 0 T L RB Y 0
2R AR 1) TR B Rk DA R LR R (R 5 A, 98 i E e
PLRI RO R R B X — 3800 & B, ATk
TEEI e A48 1 T AR A 7R TR e 1 S rh i A G
HEMEM.

AT 57 erastin 18 15 M | Xe- R G K F5EAE
FH, HAETORE DL S e B 35 37 5L b X% ESCC R BE 124
P K- 1 22 54 7% ESCC 240 i 4 8 12 5 HAC it A
XKoo SLCTANAEN Xe- 22 48 8 820 i s r ot
BT EEAVE, LT LK 41 M S e 2 R i 12 2 41
ML, T2 B R 19 77 A F GSH AR & 8, 5
GHE R A % D) A OC ; 78 SLC7ATT B T AR S
ESCC 4fiffl GSH 7K F-FEAI% , A E ESCC 41 P 1 48
IR E AR AP I UESE T SLCTAT1 ZK-F- 1Y T A
PETERIE T UERE o BEACI) I g AR A R R R PR
HHEEMEN, ik — BT SLCTALL X — 43 F7F
ESCC #F J& ih i/ AL, DL SIE BT SLCTALL 2 7
5 ESCC AR T A B0 19 i AH DG, AR 90 R IR
F A SLC7ATT BRI R AR G0 T, W I fige AH O
FEY) ATP FLIR TN B R 1 AR AR, 25 3R B ATP FL
iR PN R R 1) 7K ST 4 BEAIG, 42 78 SLCTA LT 7K - 11 [
RAESE ESCC BT KF- i i [R) Ih 175 5 1 W e fie
IRE ) RERS , A] RE N ESCC H & B3R YT M S (19 2
SEPRAUH R R A AW R T SLCTALL 7
ESCC H iy 8 2 AE H (BN 7E & ik = Bl Py 155 20 55y
UE ELR AR BRI A B0 S B . R — 2 ad
Bl W) SC 5 RN R £ () 40 i 2E S 56 53R JF BRI
SLCTA11 7E ESCC H &3k 43 F ML, 2F— 20 0F 58

https://www.cnki.net

SLC7A11£E ESCC H A2 FIE .

[1]

(2]

[3]

[4]

[5]

(6]

[7]

(7]

(8]

[9]

[10]

Waters J] K, Reznik S I. Update on management of squamous cell
esophageal cancer[J]. Curr Oncol Rep, 2022, 24(3): 375-85.
doi: 10. 1007/s11912-021-01153-4.

Chen X, Kang R, Kroemer G, et al. Broadening horizons: the
role of ferroptosis in cancer [ J]. Nat Rev Clin Oncol, 2021, 18
(5): 280-96. doi: 10. 1038/s41571-020-00462-0.

Jyotsana N, Ta K T, DelGiorno K E. The role of cystine/
glutamate antiporter SLC7A11/xCT in the pathophysiology of
cancer [J]. Front Oncol, 2022, 12: 858462. 10. 3389/
fonc. 2022. 858462.

Liu J, Xia X, Huang P.

doi:

xCT: A critical molecule that links
cancer metabolism to redox signaling [J]. Mol Ther, 2020, 28
(11): 2358-66. doi: 10. 1016/j. ymthe. 2020. 08. 021.

LiS, LuZ, Sun R, et al. The role of SLC7A11 in cancer: friend
or foe? [J]. Cancers (Basel) , 2022, 14 (13) : 3059. doi:
10. 3390/cancers14133059.

Koppula P, Zhuang L., Gan B. Cystine transporter SLC7A11/xCT
in cancer: ferroptosis, nutrient dependency, and cancer therapy
[J]. Protein Cell, 2021, 12 (8) : 599-620. doi: 10.1007/
513238-020-00789-5.

VRl s, 0, A WU R AR
JaRr R T ] RBEER IR, 2024, 59(4) : 698-
702. doi: 10. 19405/j. enki. issn1000-1492. 2024. 04. 022.
XuTT, Zhang P 'Y, Feng H, et al. Risk factors associated with
the presence of multiple Lugol-voiding lesions in patients with
early esophageal carcinomalJ]. Acta Univ Med Anhui, 2024, 59
(4) = 698-702.  doi:  10.19405/. issn1000-
1492.2024. 04. 022.

Song X, Liu J, Kuang F, et al.

cnki.

PDK4 dictates metabolic
resistance to ferroptosis by suppressing pyruvate oxidation and
fatty acid synthesis[J]. Cell Rep, 2021, 34(8): 108767. doi:
10. 1016/j. celrep. 2021. 108767.

Lee J, Roh J L. SLC7AI11 as a gateway of metabolic perturbation
and ferroptosis vulnerability in cancer[]J]. Antioxidants (Basel),
2022, 11(12): 2444. doi: 10. 3390/antiox 11122444,

WP, IR, IR, . T LC-MS/MS £ 5N Wi+
AR B £ A BRI AN e R i AR T (D], S MOR s (1
), 2023, 49 (5) : 1253-61. doi: 10. 13481/ 1671-
587X. 20230519.



- 276 ¢ R EAKFFIR Acta Universitatis Medicinalis Anhui 2026 Feb;61(2)

[10] Dong Y H, Gao H X, Cui X B, et al. Energy metabolite analysis [11] Liu T, Jiang L, Tavana O, et al. The deubiquitylase OTUBI
on ESCC based on LC-MS/MS multi-response monitoring mediates ferroptosis via stabilization of SLC7A11 [J]. Cancer
technology [J]. J Jilin Univ Med Ed, 2023, 49 (5) : 1253-61. Res, 2019, 79(8) : 1913-24. doi: 10. 1158/0008-5472. CAN-
doi: 10. 13481/j. 1671-587X. 20230519. 18-3037.

Expression of SLC7A11 in esophageal squamous cell carcinoma tissues

and its preliminary study on mediating tumor cell metabolism
Zhang Huakun', Sun Mengfeiz, Sun Qi 2 Zhou Ziru', Yu Jie*, Chen Yunzhao®, Cui Xiaobin'"?
('Department of Pathology , School of Medicial Sciences, Shihezi University, Shihezi 832002;
*Department of Pathology , Nanjing Drum Tower Hospital, The Affiliated Hospital of Nanjing University
Medical School, Nanjing 210008; * Department of Pathology, Zhejiang Provincial People’s Hospital &
Affiliated People’ s Hospital to Hangzhou Medical College , Hangzhou 310014)

Abstract Objective To investigate the relationship between solute carrier family 7 member 11 (SLC7A11) ex-
pression in esophageal squamous cell carcinoma (ESCC) and clinical prognosis, and to determine its effects on
ESCC cell growth, migration, and other biological activities. Methods SL.C7A11 protein expression was mea-
sured in 310 ESCC tissues and 259 adjacent normal tissues using immunohistochemistry to statistically assess the
association of SLC7A11 with clinicopathologic characteristics and prognosis in ESCC patients. The expression of
SLC7A11 in ESCC cell lines was suppressed through siRNA-mediated knockdown. The specific effects of SLC7A11
knockdown on proliferation and migration were evaluated using CCK-8, clonogenic assay, and Transwell assays.
Adenosine triphosphate (ATP) , lactic acid and pyruvate assays were used to measure ESCC metabolism. Results
SLC7A11 protein expression was localized predominantly in the cytoplasm of ESCC tissues. Significantly higher
SLC7A11 expression levels were observed in ESCC tissues compared to adjacent normal tissues (P<0.001). High
SLC7A11 expression was associated with poorer differentiation in patients (P<0.01). Kaplan-Meier survival analy-
sis demonstrated significantly shorter overall survival in patients with high SLC7A11 expression compared to those
with low expression (P<0.05). CCK-8 and colony formation assays demonstrated that the knockdown of SLC7A11
expression significantly suppressed the proliferative capacity of tumor cells (P<0.001). Furthermore, Transwell
assays revealed a marked decline in tumor cell migration capacity following SLC7A11 suppression (P<0.001).
Critically, SLC7A11 knockdown also reduced intracellular levels of ATP, lactate, and pyruvate, demonstrating
that SLC7A11 modulated metabolic activity in ESCC cells (P<0.001). Conclusion The expression level of
SLC7A11 is relatively high in ESCC and is strongly associated with poor prognosis. Silencing SLC7A11 signifi-
cantly inhibits esophageal cancer cell growth and migration. SLC7A11 has the ability to regulate glucose, lactic
acid and ATP metabolism levels in ESCC, thereby affecting the metabolic microenvironment of ESCC.

Key words SLC7A11; ESCC; proliferation; ferroptosis; tumor microenvironment; glucose metabolism; lactate
metabolism; ATP metabolism

Fund program National Natural Science Foundation of China (No. 82160542)

Corresponding author Cui Xiaobin, E-mail: cuixiaobin4363@fox mail. com

hE4NM  https://www.cnki.net



