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Effect of B—elemene on proliferation, apoptosis and migration in human esophageal carcinoma cell Eca-109.
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[Abstract] Objective To investigate the effect of S—elemene on the proliferation, apoptosis and migration of hu-
man esophageal squamous carcinoma cell Eca-109, and to explore its mechanism of anti-tumor effect. Methods Eca-109
cells were incubated with different concentrations of S-elemene (final concentration to 0 pg/mL, 1 pg/mL, 20 pg/mL,
100 pg/mL, 200 pg/mL, 400 pg/mL, 600 pg/mL) for 48 h, then cholecystokinin octapeptide (CCK-8) assay was used to de-
tect the cell proliferation activity. For the apoptosis detection, Annexin-V/PI assay was used and the cells were detected
on the flow cytometry before incubation with different concentrations of S—elemene (final concentration to 0 pg/mL,
10 pg/mL and 100 pg/mL). While for the migration activity detection, the concentration of 0 pg/mL and 100 pg/mL of
B-elemene were set as the control and experimental group respectively. Results After the incubation of 48 h for B-el-
emene, the inhibition of cell proliferation were significant different among different concentrations of S-elemene (P<0.05).
Meantime, with the increase of concentration, the inhibition of cell proliferation was further enhanced by B-elemene, and
its inhibitory effect was dose-dependent. The cell apoptosis were significant different among different concentrations of
B-elemene (P<0.05). Compared with the control group, B-elemene significantly reduced the number of migratory cells (P<
0.05). Conclusion The proliferation of cell line of Eca—109 can be inhibited by S-elemene and the inhibited rate is
dose-dependent. S-elemene may make its anti-tumor effect through inducing the cell apoptosis and migration.
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Chemerin stimulates the progression of atherosclerosis in ApoE™ mice by upregulating p38 MAPK signaling.
XIONG Wei ', LUO Yu?, CHEN Ting—ting ', CAO Yuan-zhi ', GAO Yuan ', LIU Hua-dong ', DONG Shao—hong .
Department of Cardiology ', Department of Gerontology °, Shenzhen People’s Hospital/the Second Medical College of Jinan
University, Shenzhen 518020, Guangdong, CHINA

[Abstract] Objective To investigate the relationship of chemerin with atherosclerosis development in ApoE™
mouse and its mechanism. Methods The 7-week old ApoE” mice were employed to induce atherosclerosis by feeding
high lipid and high cholesterol food. Adenoviruses were transfected to downregulate or upregulate chemerin gene in aor-
ta. Serums and aortic tissues of ApoE™ mice were obtained at 16 weeks after high lipid food intake. Haematoxylin eosin
(HE) and oil red O staining were performed to evaluate aortic plaque. ELISA was performed to explore serum level of in-
terleukin—18 (IL-18) and tumor necrosis factor-a (TNF-a). Real time PCR and Western blot were carried out to investi-
gate chemerin, phosphorylated p38 mitogen-activated protein kinase (p-p38 MAPK). Results Significant aortic plaque,
elevated serum level of IL-18, TNF-a (P<0.01) as well as mRNA and protein levels of chemerin, p-p38 MAPK (P<0.05)
occurred in ApoE™” mice at 16 weeks after high lipid food intake. After aortic chemerin gene were downregulated, aortic
atherosclerosis was significantly meliorated, and serum level of IL-183, TNF-a as well as mRNA and protein levels of
chemerin, p-p38 MAPK (P<0.01) were significantly decreased. After aortic chemerin gene were upregulated, aortic athero-
sclerosis was significantly aggravated, and serum level of IL-18, TNF-a (P<0.01) as well as mRNA and protein levels of
chemerin, p-p38 MAPK (P<0.05) were significantly increased. Conclusion Chemerin stimulated the progression of ath-
erosclerosis in ApoE” mice by increasing proinflammatory cytokine and upregulating p38 MAPK signaling.
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