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Abstract Objective To investigate the effects and molecular mechanisms of decorin (DCN),imatinib mesylate ,and sunitinib malate
on the malignant phenotype of gastrointestinal stromal tumor cells. Methods Western blotting was used to detect changes in the expres-
sion of DCN and its downstream proteins after DCN overexpression and treatment with imatinib mesylate and sunitinib malate alone or
in combination in gastrointestinal stromal tumor cells (GIST-882). Cell counting kit-8,scratch,and Transwell assays were performed to
validate the changes in cell proliferation, migration, and invasion abilities after DCN overexpression and treatment with imatinib mesylate
and sunitinib malate alone or in combination in GIST-882 cells. Results Compared with the control group, DCN overexpression and
treatment with imatinib mesylate and sunitinib malate alone or in combination in GIST-882 cells increased the expression levels of DCN
protein, decreased the expression levels of epidermal growth factor receptor (EGFR),phosphorylated EGFR (p-EGFR), extracellular
signal-regulated kinase 1/2 (ERK1/2),and phosphorylated ERK1/2 (p-ERK1/2) proteins ,and significantly reduced cell proliferation,
migration, and invasion abilities. Conclusion DCN overexpression and treatment with imatinib mesylate and sunitinib malate alone or
in combination affect the MAPK signaling pathway by downregulating the expression of EGFR , thereby regulating the proliferation, migra-
tion, and invasion abilities of gastrointestinal stromal tumor cells.
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BBI Solutions2s 7)) #E4TRT-qPCR, 4% 4% B8 52 56 1)0
WU T . 519751 : DCN, IE 75 -TTCCGCTG
TCAATGCCATCTTCG-3’, JZ [1]5’-GCAGGTCTAGCA
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A, results of RT-qPCR; B, results of Western blotting. NC,normal control; OE, overexpression; DCN, decorin. Compared with NC group, *P < 0.05.

1,blank control ;2 ,normal control; 3, OE-DCN.

E1 FRIEDCNEGIST-88240 FDCN mRNAFNE AR IEKF
Fig.1 DCN mRNA and protein expression levels after DCN overexpression in GIST-882 cells
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NC, normal control; OE , overexpression; DCN, decorin. Compared with NC group, * P < 0.05,**P < 0.01, ***P < 0.001. ### P < 0.001.
B2 IREDCN, REBRFADEE. ERHELTFREEXIGIST-88240 AL TEAE /1 HIR I
Fig.2 Effects of DCN overexpression and imatinib mesylate and sunitinib malate treatment on the proliferation of GIST-882 cells
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A, migratory ability of GIST-882 cells detected using the wound healing assay (x40) ; B, statistical results. NC,normal control; OE ,overexpression;
DCN, decorin. Compared with NC group, ** P < 0.01, ***P < 0.001. # P < 0.05;## P < 0.01.
E3 IRIEDCN, RHEBRFADSER. EREBFRERIIGIST-88241 X 68 /1K

Fig.3 Effects of DCN overexpression and imatinib mesylate and sunitinib malate treatment on the migration of GIST-882 cells
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A, invasion ability of GIST-882 cells detected using transwell assay ( x 100) ; B, statistical results. NC,normal control ; OE, overexpression; DCN, decorin.
Compared with NC group, * P < 0.05, *#*P < 0.001. # P < 0.05; ### P < 0.001.
E4 HREDCN. BERFEDER. ERBFTRERIIGIST-88240 15 748 1M

Fig.4 Effects of DCN overexpression and imatinib mesylate and sunitinib malate treatment on the invasion of GIST-882 cells

1.5 4

Relative EGFR mRNA level

NC, normal control ; OE, overexpression; DCN, decorin. Compared with NC group, * P < 0.05,** P < 0.01. # P < 0.05;## P < 0.01.
E5 IHRIADCN. FEBRFADER. EREEFRERIMEGFR mRNARZER MM
Fig.5 Effects of DCN overexpression and imatinib mesylate and sunitinib malate treatment on the expression of EGFR mRNA
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A, results of Western blotting; B, statistical results. NC,normal control ; OE, overexpression; DCN, decorin. Compared with NC group,* P < 0.05,*%* P <

0.001. ### P < 0.001.
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Fig.6 Effects of DCN overexpression and imatinib mesylate and sunitinib malate treatment on the expression of related proteins
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