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the function of CHIR99021 in islet cell generation. Results Mouse embryonic stem cells could effectively differen—
tiate into islet cells by adding three different solution formulations at three different time periods. In the early and
late stages of islet cell formation CHIR99021 addition and overexpression of B-catenin both could increase the effi—
ciency of differentiation of embryonic stem cells into insulin-secreting cells characterized by up-regulation of Pdx1
and Insl expression. In the contrast downregulation of B-catenin by two short hairpins RNA impaired the function
of CHIR99021. Conclusion Activation of Wnt/B-catenin signaling pathway at specific stages of mouse embryonic
stem cell differentiation into insulin-secreting cells can promote the formation of islet cells. Our results provide use—
ful clues for the application of stem cells for the treatment of diabetes in the future.
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Effects of DOTIL silencing on the proliferation
invasion and migration of human gastric cancer

cells MGC-803 and its mechanism
Wang Qingkang Song Zaozhi Liu Xue et al
(Dept of Surgical Oncology The First Affiliated Hospital of Bengbu Medical College Bengbu 233010)

Abstract Objective To observe the effects of inhibiting DOTIL gene on the proliferation invasion and migration
of gastric cancer cells MGC-803 and to explore its mechanism. Methods Western blot was used to detect the ex—
pression of DOT1L in gastric cancer cell lines BGC823 MGC-803 and SGC-7901. The expression of DOTIL mR-
NA and relevant protein in cells was detected by Real-4ime PCR and Western blot respectively. Colony formation
and CCK-8 assay were performed to analyze the proliferation of DOT1L-silencing tumor cells. The migration and in—
vasion ability were observed by Transwell experiment. The cell migration ability was observed by cell scratch test;
Western blot was used to detect the expression of epithelial-mesenchymal-transition (EMT) related molecules (E-
Cadherin N-Cadherin Vimentin) in the cells. Results DOTIL was expressed in three gastric cancer cell lines at
different degree among which the DOT1L expression was the highest in MGC-803 cells. The expression of DOT1L
mRNA and relevant protein was decreased significantly after inhibiting the expression of DOTIL gene(P <0.05).
Compared with the control group the ability of cell migration and invasion was significantly reduced(P <0. 05).
The expression of N-Cadherin and Vimentin protein was decreased in the cells(P <0.05) and the expression of E-
Cadherin was increased (P <0. 05). Conclusion DOTIL silencing affects the proliferation migration and invasion
abilities of gastric cancer cells MGC-803 and reverses the EMT process by regulating the expression of N-Cadher—
in Vimentin E-Cadherin thereby reducing the migration and invasion ability of gastric cancer cells MGC-803.
Key words gastric cancer; DOTIL gene; cell proliferation; cell migration; cell invasion; epithelial mesenchymal

transition



