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ABSTRACT Objective: To detect the expression of Solute Carrier Family 1 Member 5 (SLC1AS) in the gastric cancer (GC) and
analyze its relationship with the clinicopathological features and prognosis and of GC patients. Methods: 90 cases of advanced GC tissue
were selected as the experimental group, and corresponding paracancerous tissues were selected as the control group.
Immunohistochemistry was used to detect the protein expression of SLC1AS in 90 cases of advanced gastric cancer and its adjacent
tissues. The relationship between the expression of SLC1AS5 and clinicopathological features as well as the prognosis of GC patients was
analyzed. By using gene database, we also analyzed the expression of SLC1AS in GC tissues and adjacent tissues and its relationship with
the prognosis of GC. Results: Compared to the control group, the expression of SLC1A5 was significantly increased in the advanced GC
(P<0.0001). Statistical analysis by using GSE database also showed that the expression of SLC1AS5 was significantly increased in the GC
tissues compared to that of the paracancerous tissues (GSE 65801, P =0.0046; GSE 63809, P<0.0001; GSE 27342, P=0.0147). The
expression of SLC1AS5 in the GC tissue was correlated with the tumor size (P<0.05), depth of invasion (P<0.01), lymph node metastasis
(P<0.05), TNM stage (P<0.05) and Ki-67 index (P<0.01). It had no significant correlation with the age, sex, tumor location and degree of
differentiation. Overexpression of SLC1AS5 in the GC tissue was associated with the poor prognosis (overall survival rate, P = 0.0131;
non-recurrence survival rate, P = 0.0293). Meanwhile, database analysis also showed that higher expression level of SLC1AS in GC was
associated with the poor prognosis, which could significantly shorten the overall survival time (GSE 14210, P=0.011, GSE 22377, P=0.
0015), and the progression free survival time of GC patients (GSE 14210, P=0.0095; GSE 22377, P=0.0012). Conclusion: SLC1A5
protein expression in the GC tissue was significantly upregulated, and it may be involved in the developement of advanced GC. High

expression of SLC1AS was associated with the poor prognosis of GC patients.
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Fig. 1 (A) The expression level of SLC1AS in tumor tissues (experimental group) and paracancerous tissues (control group) (200x% , 400% );

(B, C) The difference of SLC1AS5 expression in tumor tissues and paracancerous tissues
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Fig. 2 SLC1AS gene expression in gastric cancer tissues(Tumor) and adjacent noncancerous tissues (Adjacent) as determined by gene expression array.

Data from NCBI, GEO database(https://www.ncbi.nlm.nih.gov/geo/) GSE65801 (N=32), GSE63089 (N=45), GSE27342 (N=80)
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Table 1 Relationship between SLC1AS expression and clinicopathological features of gastric cancer

Clinicopathologic SLCIAS expression
Relative Risk(RR) P*
parameters High (n = 48) Low (n=42)
Age (years)
< 60 22 18 1.058 0.7768
>60 26 24
Age (years)
Gender
Male 34 33 0.8337 0.4011
Female 14 9
Diameter (cm)
<5 18 26 0.6273 0.0209
>5 30 16
Location
Distal third 36 29 1.154 0.5294
Middle or proximal third 12 13
1
Differentiation
Middle/well differential 10 10 0.9211 0.7347
Poorly differential 38 32
Location invasion
T1, T2 13 24 0.5320 0.0038
T3, T4 35 18
Lymph node metastasis
No 10 20 0.5263 0.0072
Yes 38 22
TNM stage
LI 10 19 0.5535 0.0135
LIV 38 23
Ki-67
Low 13 23 0.5571 0.0075
High 35 19

i, SLCIAS ki 5 B4 WS A, SLCIAS Rk SRR/ . IR TR | K E556 RS K TNM 230147 56
L HRAAAE I i, Rl HOCHE A A W E i . SLCIAS @Rk 5 BB E IR A R VIMC, SLCIAS £ 18
25 bRTiR, SLCIAS S HRIATE B ALUF IR Bl B Rk A AR J b B s 24 F BT 5 T RE R B G
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Fig. 3 The relationship between the expression level of SLC1AS in gastric cancer and the prognosis of patients.
(A) High expression of SLC1AS is associated with a shorter recurrence-free survival rate (P = 0.0293);
(B) High expression of SLC1AS is associated with a shorter overall survival rate (P = 0.0131).
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Fig. 4 The relationship between the expression level of SLC1AS5 in gastric cancer and the prognosis of patients. High expression of SLC1AS is associated
with worse prognosis. Overall survival (GSE 14210, P=0.011; GSE 22377, P=0.0015),
progression-free survival (GSE 14210, P = 0.0095; GSE 22377, P=0.0012)
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