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Mechanism of transforming growth factor-gl induced the secretion of vascular endothelial growth factor C in
gastric cancer cell line AGS
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Abstract: Objective To investigate the mechanism of transforming growth factor-g1 (TGF-B1) induced the secretion of vascular en-
dothelial growth factor C (VEGF-C) in gastric cancer cell line AGS. Methods Gastric cancer cell line AGS cells were cultured in vitro and
randomly divided into non-stimulated group, TGF-B1-stimulated group,TGF-B receptor inhibitor group, DMSO group,Smad3 inhibitor group,
NF-kB inhibitor group ,MEK1/2 inhibitor group,p38/MAPK inhibitor group and JNK inhibitor group. TGF-B1 was used to stimulate cells in
all groups except the non-stimulated group,and enzyme-linked immunosorbent assay was used to analyze the level of VEGF-C in each group.
Results Compared with the non-stimulated group, the secretion of VEGF-C in TGF-B1-stimulated group was increased, the difference was
significant( P <0.05). TGF-B1 induced the secretion of VEGF-C in gastric cancer cell line AGS with a dose and time dependent manner.
Additionally , the secretion of VEGF-C induced by TGF-B1 in TGF-B receptor inhibitor group and Smad3 inhibitor group were lower than that
in DMSO group, the differences were significant( P <0.01) , while there was no significant difference in the secretion of VEGF-C between
DMSO group and NF-kB inhibitor group, MEK1/2 inhibitor group, p38/MAPK inhibitor group and JNK inhibitor group (P > 0. 05).
Conclusion TGF-B1 can induce the secretion of VEGF-C in AGS cells via TGF- receptor and Smad3 signal pathway,which may contribute
to tumor progression.
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Neuroprotective effects of microRNA-17-5p on MCAO rats by regulating PTEN
HAN Ling,FAN Qian,XU Wan-ru,ZONG Bi-yun (Department of Neurology ,Heze Municipal Hospital ,Heze Shandong 274000, China)

Abstract: Objective To study the neuroprotective effect of microRNA-17-5p (miR-17-5p) on the middle cerebral artery occlusion
(MCAO) and its possible mechanism. Methods ~Sixty male SD rats were randomly divided into sham operation group ( Sham group) , model
group (MCAO group) ,MCAO + mimic group,MCAO + inhibitor group and MCAO + BPV group,with 12 rats in each group. Thread embolism
method was used to establish MCAO rat model , brain water content and neurological function were detected after 24 hours; HE staining was
used to observe the pathological changes of rat brain; TUNEL staining was used to detect neuronal apoptosis in brain tissue of rats. Predicting
the existence of continuous binding sites of miR-17-5p and PTEN ; RT-PCR was used to detect the expression level of miR-17-5p and the mR-
NA level of phosphatase and tensin homolog deleted on chromosome ten ( PTEN) ; Western blot was used to detect the phosphorylation level of
pathway protein in brain tissue. Results Compared with the MCAO group, the neurological function score,brain water content, neuronal ap-
optosis rate,,the mRNA and protein levels of PTEN were significantly decreased in MCAO + mimic group and MCAO + BPV group, the differ-
ences were significant( P <0.05) ,and the brain histopathological damage was significantly improved. There were continuous binding sites be-
tween miR-17-5p and PTEN, while the expression levels of miR-17-5p,and the phosphorylation levels of pathway protein in MCAO + mimic
group and MCAO + BPV group were significantly increased , the differences were significant( P <0.05). The neurological function score , brain

water content, neuronal apoptosis rate,the mRNA and protein levels of PTEN in MCAO + inhibitor group were all higher than those in the
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