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ABSTRACT Objective: To investigate the effect of suppressed Sprouty2 (SPRY2) on the epithelial-mesenchymal transition (EMT),
migration and invasion of human gastric cancer. Methods: Human gastric cancer line (BGC-823) was transfected with shRNA-SPRY?2
mediated by recombinant lentivirus to establish a cell line (shRNA- SPRY2- BGC-823) which was stably suppressed to express SPRY2.
The expression level of SPRY2, EMT-related marker proteins (E-cadherin and vimentin) were examined using real-time PCR and West-
ern blot in human BGC-823 cells. In addition, migration and invasion assays were performed to assess the effect of SPRY2 on the
BGC-823 cells using Matrigel-coated plate, transwell membrane chamber, and wound healing models, respectively. Results: The human
gastric cancer line (shRNA- SPRY2- BGC-823) was successfully constructed by lentivirus stable transfection to suppress the expression
levels of SPRY2. The expression of SPRY2 was significantly decreased after knockdown of SPRY2 in BGC-823 cells compared with
control-shRNA and non-transfection. The results from real-time PCR and Western blot indicated that the mRNA and protein expression
of the epithelial cell marker E-cadherin was significantly increased, and the mesenchymal cell markers vimentin was significantly de-
creased after knockdown of SPRY2 in BGC-823 cells. Moreover, after SPRY2 knockdown, abilities of migration and invasion were sig-
nificantly attenuated in sShRNA- SPRY2- BGC-823 cells. Conclusions: SPRY2 knockdown significantly promote the EMT by regulating
the expressions of E-cadherin and vimentin, which further enhanced the migration and invasion of human gastric cancer in vitro.
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Fig.1 BGC823 cells were transfected with lentivirus carrying
shRNA-SPRY?2.In shRNA- SPRY?2 transfection, negative control
(control-shRNA) and non-transfected (non-transfection), mRNA of
SPRY?2, E-cadherin, vimentin were detected by RT-PCR. Each experiment
was repeated 3 times independently. *P<0.05.
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Fig.2 Western blot showed that expression of SPRY2, E-cadherin, vimentin in shRNA- SPRY2, control-shRNA, non-transfection cells (A, B). *P<0.05.
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Fig.3 Migration and invasion of BGC823 transfected with SPRY?2 inhibitors (shRNA-SPRY?2, control-shRNA) and non-transfection were detected by
Transwell (crystal violet staining, X 200) (A, B, C). *P<0.05.
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Fig.4 Scratch-wound assay shown that suppression of SPRY?2 expression prevents migration and invasion of BGC823 cells (A, B). *P<0.05.
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