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Effect of PARG inhibition on VEGF-C expression in mice colon cancer CT26 cells

Wu Weiqgiang, Wang Yalan, Yan Jiaxin, Pan Juan (Department of Pathology, Molecular Medicine and Cancer Research Center,
College of Basic Medical Sciences, Chongging Medical University, Chongqing, 400016, China)

[ Abstract | Objective To investigate the role of poly( ADP-ribose) glycohydrolase (PARG) inhibition
in the regulation of vascular endothelial growth factor C ( VEGF-C) expression in colon cancer cell CT26 in
mice. Methods CT26 cells were divided into an experimental group and a control group. CT26 cells in the
experimental group were treated with PARG inhibitor gallotannin ( GLTN). The expression levels of PARG,
PARP-1, NF-kB and VEGF-C were detected by Western blotting. The VEGF-C mRNA level changes of the two
groups were detected by RT-PCR. The VEGF-C protein level changes in the supernatants of cultured CT26 cells
in the two groups were measured by enzyme-linked immunosorbent assay (ELISA). Results Western blot re-
sults showed that the PARG, PARP-1, NF-kB, and VEGF-C protein levels in the experimental group were sig-
nificantly lower than those in the control group (P <0.01). The VEGF-C mRNA level (0.39 +0.08) and the
VEGF-C protein level (95.86 £5.43) pg/ml in the experimental group were significantly lower than that
(0.63 £0.04) in the control group (P <0.01) and that (199.32 +£0.75) pg/ml in the control group (P <
0.05). Conclusion In mouse colon cancer cell CT26, PARG inhibition dramatically reduces VEGF-C
expression by down-regulating PARP-1 and NF-kB expression in the nuclear factor NF-kB signaling pathway.
PARG inhibition may have an anti-lymphangiogenc effect and contribute to the prevention of metastatic dissemi-
nation via lymph system.

[ Key words |  poly-( ADP-ribose ) glycohydrolase; poly ( ADP-ribose) polymerase; nuclear factor-kB;

vascular endothelial growth factor C; tumor lymphangiogenesis
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ECL X M o R Bio-Rad BERMAGAFABREE R 5, I
Quantity One 3RF43 T K FEME, LA H B9 H 5 HXF WV AY B-actin
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Prime Script I 1st Strand ¢cDNA Synthesis Kit 181 45 #7700 4% 5%
RATMHEA N LI, M AR R 51594 CAEME 45 s,
60 CE M 30 .72 CHEAH 45 s, 4L 33 MEI, 5 72 C FHAE(H
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