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AR T 2R3 695 FHE B E 116055 B FFE B HISLC7A 11 2 H RIE AR A G R XE S, FARKAE
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Abstract

Objective: To analyze the correlation between the expression of SLC7A11 gene and the prognosis
of liver cancer patients based on The Cancer Genome Atlas (TCGA). Methods: The SLC7A11 gene
expression profiles of 369 patients with liver cancer and 160 patients without liver cancer and pa-
tient's clinically relevant information were downloaded from the TCGA database, and the rela-
tionship between the expression of the SLC7A11 gene and the occurrence of liver cancer and var-
ious clinicopathological features was assessed using R software; 6 cases each of liver cancer pa-
tients and normal liver tissues from the XX Centre were included to analyse the relative SLC7A11
gene expression. Results: Expression of SLC7A11 was strongly associated with hepatocarcinoge-
nesis, and disease-free survival and overall survival were worse in the high expression group than
in the low expression group. Bioinformatics analysis of SLC711 in hepatocellular carcinoma
showed that the expression of SLC711 correlated with clinicopathological features such as tumour
stage, T stage and M stage in patients with hepatocellular carcinoma. The mRNA expression level
of SLC7A11 was significantly higher in liver tissues of hepatocellular carcinoma patients com-
pared with normal liver tissues. Conclusion: The clinical relevance of SLC711 gene in hepatocellu-
lar carcinoma can be used to assess the prognosis of patients with hepatocellular carcinoma.
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JiFgeE T FR N AT AR (HCC), 2 H AT S EES /SR8 W, JET 3, AW MR BT,
FORPR IS s A7 sEE R A R[] B, AU SR . HBVIHCV G HIERI RS 4
JiE B RT E 55 HJeE 2 JEA SR [2] AR AR B R AR R et — AN AR AR, R A R R BB AN 2E
IEEESR, TR A T ROAE T H 28 2 BT ST . R4 2% 3 B8 i 7T RERE n A8 XU 3] AH
B2 T, BEAIRR A SR W] AR A XU [4] [5] TR, HR(C) &2k, BB E B s i FEpL
FIANREGEYI6]. NTHEHEIEL 'Y KRS Jer) 2 Al 2] Cd [7]. 0% ik 20802 Mo iE
RS, AR, FALH R aR(8]

N T Wi Cd AR I 237 MU, FRATTiE X A i b, SR 1 LA RELE Cd 5 T4

LA R E I BRI . SLCTALL &b IR - &R Is R IR, ik ok
I —. AMMERFIEERY, SIEWITHSMLIL, BRI RS, hh, S TmaEst A
KL (TCGA) BASI Rl R4 20 it f27R SLCTALL B R R . X asE RAMRRHGIT I, *r
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AR5 FE R SLCTALL 78 AHE thask 3Rk o SR, MWL 22 A R 21 SLCTALL 78 AT Th I R IE R 1R 2D
R, AR B EESEME RS IREN T SLCTALL 785 /E - MThRE, 3 — B0 T
SLC7ALL 75 i Bl AR 2 SCR IS A

2. MBI 55%
2.1, HRRF

& RNA SEHURA G RS G RT-PCR XA &3 B H =3 E A A .
2.2. MEWF*E

221 EPEEERE

M TCGA ##7 F (https:/portal.gdc.cancer.gov/) T #H ) miRNA F1 mRNA ik, H o648 B A i
NI DR A T RN AR KA, 33145 396 iy 2L ZURN 160 51 1E 5 HT 4L 4. Wi R A5 B A 359% N AR RS ,
PR fERERZE . MR/ TNM 0. T 2030 N2 M e A2 R R AR AR S

2.2.2. FFEELATIEEFFEALR RNA 3B K RT-PCR 4347
INFRUE: 2 =AY EASL b Az —EIRESOAIT4IiE: 1) HA4URFES, 2) #75, MRI,

CT, shfiki& iz Wimiaf e s > 2 cm H A shikisR; 3) — TR mB AR e mAE > 2 cm 4 3k
sEfk H AFP > 400 ng/ML. HERRFr#E: 1) BELIMITERFE R EGHUTHRIT; 2) BEGMREE,
TCVE SZAH R BB TR, RIS S A& E MM TG: 3) B IR Aow L, il T 5
WA B BRI AL T I 4) BB NP R IUAFTE 2 P50, Fr ol 2 LA o A7 75 30 JrP 1) 28—
PR . REASICEE AT AR B A FE, HEE AFE Y OER ARG RSB L85, i1
Y NARAEFIHEBR AR HEUSCEE L 7R K2 556 12 5 e A5 3 R IE 5 IR AP AL 4355 6 9], L RNAA SR BIGRFI & k571
FEELE RNA, 58 568077 & 4 1l cDNA L RT-PCR R &, #2018 il it 75 £ /753247 RT-PCR. Jl GAPDH
%t SLC7TALL mRNA HHT ARt SR 27 i858 SLCTALL A ik &

2.23. GiitEs%®

WG AT IS E S W O AERE . VS, S8 BRI 22 51 23 (AJCC)ER 8 il TNM 4 A= 77 45 =)
KR I AT WA o A R #0141 MaxStat 2/ (maximum selected Rank Statistics)fffi 72 FH K g &
Iy R SE RN FE AL SLCTALL FIk ikl . Maxstat TH5 i KEFR M log-rank Siit&, LU E #2
Bri o B (A e EECH B KAE) IY) fL. SR A Kaplan-Meier 2 Al th AN A 20 A A7 i 4%, R
log-rank 5% (Mantel-Cox) LU LI 2. 16 R Geit 844 (3.4.1 ) #AT Gttt # 0 M. P < 0.05 ZR A A St
3. /R
3.1. SLC7A11 £ TCGA BURED TR

1A PAUEH, 99N 369 I AT 2230 160 7 I AT, KI5 K SLCTALL RIL BRI EFEA
giit2# = X, P =0.036 (P <0.05),

3.2. IiREFERA(DFS)FEAEFHI(0OS)H#hr

R G Maxstat 57 72 FIBHE K 520y SLCTALL F Rk (n = 182)AMKE LA (n = 182). HikFE
AL, EFRIALLH) DFS (P = 0.0045)F1 OS (P = 0.0012) % (/4 2).
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Figure 1. SLC7A11 is expressed in the TCGA

database

1. SLC7A11 #£ TCGA #iEEH&RIA

Disease Free Survival

Overall Survival

S —— Low SLC7A11 TPM = — Low SLC7A11 TPM
1L — High SLC7A11 TPM —— High SLC7A11 TPM
Logrank p=0.0041 Logrank p=0.0011
© HR (high)=1.5 © | HR (high)=1.8
S p(HR)=0.0045 = p(HR)=0.0012
_ n(high)=182 n(high)=182
g n(low)=182 | =
2 o | 2z o |
£ 3 e
R == A P | T I [P i
=} s | Tl Mgy
S < | 5 < _
Lo - E R R ¢
(\! A T (\! s s
= =
_ S
= S 7
T T I T T | T I T T I I
0 20 40 60 80 100 120 0 20 40 60 80 100 120
Months Months
@) (b)

Figure 2. Survival and disease free survival curves (a); overall survival (b) for patients with high SLC7A11 expression (n =
182) vs. low SLC7AL1 expression (n = 182). P-values for significance of difference between high and low expression were

calculated using the log-rank test

2. &%05 SLCTALL BFEELELE (n = 182) 5K Fik SLC7ALL FFE4ALA(n = 182) A XM IR EEHA(); B
(b)BiZk. fEH log-rank W ESRIEASRTEAEREZMM P E

3.3. SLC7ALl RIAEH BB HFIGHRRIEFIFEZ BRX R

AFFRHTT 60 FIATREALLUY SLCTALL RIEE N 51ZEF GKWHEIFER R R. f£5£ 1,
SLC7ALl ffkFKix 5EERIATE AJCC TNM 2. T 2081 N B 2= R B A% % X, P<0.05.
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Table 1. Relationship between SLC7A11 expression and clinicopathological features in patients with hepatocellular carci-
noma

5% 1. SLC7ALL MIFRIASHTE 2 EIERRIEFIFEZ BRI X R

SLC7A11 %Kik
RIS H B P {E
k&L ERE
BEREK 60 31 29
I ()
<60 35 20 15 0.315
>60 25 1 14
gl
5 32 16 16
0.782
% 28 15 13
fERER
TR 52 () 60 12/19 15/14 0.437
W SR (R /77 60 11/20 16/13 0.126
JBE K/ em) 3.46+1.77 411+2.14 0.204
AJCC TNM 4M*
I 15 14 1
It 9 6 3 X
<0.001
1] 12 7 5
v 24 4 20
T 41
T1 1 1 0 0.041"
T2 22 15 7
T3 16 9 7
T3 19 6 13
T4 2 0 2
N 434
NO 36 27 9 X
<0.001
N1 24 4 20
iR oAl R
I 29 15 14 0.461
I 18 1 7
1] 13 5 8

TNM 281 45 )\t AJCC 241,

3.4. FEBENETFHES N

WRIEEE IR NV, K BEA TCGA SR N 73 T3 42 U PP 73 v A7 070 oA v XS, 4L AT sz
4, it Kaplan-Meier 28R [A]FH 51 ROC Mgk, L m MU ZH AR 211 3 4EAfE R A 5

DOI: 10.12677/acm.2021.1110681 4639 I IR = =23t e


https://doi.org/10.12677/acm.2021.1110681

RS, XIHEfR

AR, GRRM(E 3), TEEEA TCGA i, AR A A7 2 T i KUK 2

Strata risk=high =#= risk=low

> 1.00-
5 075-
el
]
g  0.50-
E
7 027 p=o0019
2 000 ! | ! . . |

0 10 20 30 40 50 60

Time in years
Number at risk

gi"i‘“jlx high{ 29 22 6 2 1 1 0
& risk=low | 31 25 9 3 2 1 0

0 10 20 30 40 50 60

Time in years
Number of censoring

§ 2
g 1
- B A 11 |

0 10 20 30 40 50 60

Time in years

Figure 3. ROC survival curves for high-risk and low-risk patients across the TCGA
set
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3.5. RT-PCR 447
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Figure 4. Relative expression of SLC7A11 in human liver cancer tissues and normal
liver tissues; Compared with normal group and tumor group, *P < 0.05, **P < 0.01

[& 4. SLC7TALl £ ABFHER4RLRFNIE FFFLRLR P HIFEIT FRIZ = ; Normal 250 Tumor
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SLC7ALL DAL i T I R 2 L TCGA H#E S 4l RNA KRB ik T 44k 732, #£ TCGA
KU R R A TR iR T PR R 2 [11] o AW ST 1 IR TCGA ¥ e i T T SLCTALL kA
MRIETEDL . N T RIX LR ILIIIG IR A R, A1 4T T TCGA A Mg & SLCTALL [k
KA, RIK 2 HUR i 2= b SLCTALL RIS S5 R R GBI R, =3RIA24 1) DFS A OS HkE
T, M4, XFHET SLCT11 MAEMME B R B, SLCT11 M3k 5 i B g 7 . T
WA M EASEIG PR BSOS . 5 IER AU, BT B P43 ) SLCTALL 1 mRNA Rk /K
PIHEME. B2, RIMRGHER T SLCTLL R IIG AR S, o] F T34k A A R S «
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