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Abstract Objective To explore the effect of Rhizoma corydalis on the immune escape of Epstein-Barr virus (EBV) positive gastric
cancer cells and its mechanism of targeting CXCL17 to affect immune escape of EBV-positive gasiric cancer cells. Methods GEO2R
online analysis software was used to screen differentially expressed genes in EBV-positive gastric cancer tissues. EBV-negative AGS
gastric cancer cells and EBV-positive SUN-719 gastric cancer cells were used for the experiments. RT-qPCR and Western blotting were
used to detect the expression of CXCL17 in EBV-negative and EBV-positive gastric cancer cells. Transfection of CXCL17 siRNA into
EBV-positive gastric cancer cells, detection of PD-L1 expression through Western blotting, coculture of EBV-positive gastric cancer cells
with T cells, detection of cell viability using the CCK-8 assay,and detection of cell apoptosis rate through flow cytometry were conducted.
EBV-positive gastric cancer cells were treated with different concentrations of a Rhizoma corydalis extract (2,4,and 8 pg/mL). The
expression of CXCL17 and PD-L1 was detected through Western blotting, and EBV-positive gastric cancer cells were cocultured with T

cells. Cell viability was determined using CCK-8, and cell apoptosis rate through flow cytomeiry. The CXCL17 overexpression plasmid was
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transfected into EBV-positive gastric cancer cells treated with Rhizoma corydalis extract (8 wg/mL). The expression of PD-L1 and p-AMPK
was detected through Western blotting, and EBV-positive gastric cancer cells were cocultured with T cells. Cell viability was determined
using CCK-8,and cell apoptosis rate with flow cytometry. Results CXCL17 expression was upregulated in EBV-positive gastric cancer
tissues and cells (P < 0.05). Silencing of CXCLI17 reduced the expression of PD-L1 in EBV-positive gastric cancer cells,inhibited the
proliferation of EBV-positive gastric cancer cells cocultured with T cells ,and promoted cell apoptosis (P < 0.05). Rhizoma corydalis treat-
ment reduced the expression of CXCL17 and PD-L1 in EBV-positive gastric cancer cells,inhibited the proliferation of EBV-positive gas-
tric cancer cells cocultured with T cells,and promoted apoptosis (P < 0.05). Overexpression of CXCL17 reversed the inhibitory effect of
the Rhizoma corydalis treatment on PD-L1 expression and cell proliferation in EBV-positive gastric cancer cells, as well as the promoting
effect of cell apoptosis (P < 0.05). Overexpression of CXCL17 also reduced the expression of p-AMPK in EBV-positive gastric cancer cells
treated with Rhizoma corydalis (P < 0.05). Conclusion CXCL17 expression is upregulated in EBV-positive gastric cancer cells,and

Rhizoma corydalis inhibits immune escape in gastric cancer cells by downregulating CXCL17 expression in EBV-positive gastric cancer

cells,which may be related to the activation of the AMPK signaling pathway.
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1.0

Control RC-L.  RC-M RC-H

e o
o »
1 1

CXCL17

0.4 4

CXCL17 protein

0.2 - *

Relative expression of

0.0 -
Control RC-I. RC-M RC-H

#P < 0.05 vs. control group.RC-L, low-dose Rhizoma corydalis group; RC-M , middle-dose Rhizoma corydalis group; RC-H, high-dose Rhizoma corydalis
group.
B3 FEHZEXTSUN-7194AICXCLI7RIZRIZ M
Fig.3 Effect of Rhizoma corydalis on CXCL17 expression in SUN-719 cells
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Fig.4 Effect of Rhizoma corydalis on immune escape of SUN-719 cells
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Fig.5 Overexpression of CXCL17 reverses the inhibitory effect of Rhizoma corydalis on SUN-719 cell immune escape
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Fig.6 Effect of overexpression of CXCL17 on the AMPK signaling pathway in SUN-719 cells treated with Rhizoma corydalis
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