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Effect of ring finger and WD repeat domain 3 on proliferation of gastric malignant tumor cells
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of Medicine ,Shiyan 442000 ,China

[ Abstract] Objective To study the effect of ring finger and WD repeat domain 3( RFWD3) on the
proliferation of gastric malignant tumor cells. Methods Target genes were selected through the TCGA
database. The experiment was divided into shCtrl group and shRNA group. Reverse transcription-polymerase
chain reaction( RT-PCR) was used to detect the expression of the gene at mRNA level in gastric cancer
cell. The RFWD3-shRNA vector was constructed and transfected into gastric cancer cells. RT-PCR was
used to detect the knockdown efficiency of the gene at mRNA level. Celigo was used to detect the cell
growth. The effect on proliferation of gastric cancer cells was detedcted by MTT. Results  Through the
TCGA database and statistical analysis, the target gene RFWD3 was screened out. RT-PCR detection
results showed that this gene was highly expressed in gastric cancer cell AGS (P <0.05). After the
lentivirus infects the cells, the infection efficiency of the shRFWD3 group reached more than 80% .
RT-PCR results showed that the expression of REFWD3 gene at mRNA level in gastric adenocarcinoma
AGS was inhibited (P < 0. 05) , and the knockdown efficiency reached 50. 7% . Celigo instrument test
results showed that after 72 h of infection of AGS cells with shRNA lentivirus, compared with shCirl group,
the proliferation rate of shRFWD3 group was significantly reduced (P <0.05). Conclusion Interfering
with the target gene RFWD3 can inhibit the proliferation of gastric cancer cell AGS,and RFWD3 gene may
become a potential target for clinical treatment of gastric cancer.
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