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Experimental Study on the Role of Long — chain Non — coding RNA DNM3OS in Gastric Cancer. Liu Ying, Chen Xingyin, Tan Ting et
al. Department of Gastroenterology, Jingmen No. 1 People's Hospital , Hubei 448000 ,China

Abstract Objective To investigate the effect of DNM3OS on gastric cancer cells and its prognostic value in patients with gastric
cancer. Methods Total RNA was extracted from gastric cancer patients who underwent surgery in our hospital from January 2012 to Janu-
ary 2016. DNM3OS levels were detected and the prognosis was followed up. At the same time, AGS and MKN45 cell lines were cultured.
DNM3OS interfering RNA was used to silence DNM30OS. The apoptotic level of gastric cancer cells was detected by Tunel staning, the cell
activity was detected by MTT test, and the signal pathway was detected by Western blotting. Results Compared with the normal adjacent
tissues, the expression of DNM3OS in gastric cancer tissues was significantly increased (P <0.05). And the depth of invasion, lymph
node metastasis and TNM grade in patient with high expression of DNM30S was significantly difference with that in patient with low ex-
pression of DNM30S (P <0.05). Patient with high expression level of DNM3O0S was correlated with higher death rate compared with pa-
tient with low level of DNM30S (P <0.05). After silencing DNM30S in gastric cancer cell lines in AGS and MKN45, the viability of
cells in DNM3OS silencing group was significantly lower than that in control group (P <0.05), and the apoptosis was significantly higher
than that in control group (P <0.05). Western blotting results showed that the activation of Akt in DNM3OS silencing group was signifi-
cantly lower than that in control group (P <0.05). Conclusion The expression of DNM3OS is significantly correlated with the prognosis
of gastric cancer patients. DNM3OS promotes the survival of gastric cancer cells by increasing the activation of Akt.
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