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Helix B surface peptide attenuates acute myocardial infarction

induced-inflammation via inhibiting the Erkl /2 pathway
Wang Shixiang' Wang Bin® Guo Guofeng' et al
('Dept of Cardiology The Third Affiliated Hospital of Guangzhou Medical University Guangzhou 510000
*Dept of Radiological Heze Municipal Hospital of TCM Heze 274000)

Abstract  Objective To investigate the effect and mechanism of erythropoietin derived peptide ( HBSP) on car—
diac inflammation in rats with acute myocardial infarction ( AMI) . Methods Thirty 8 week old SD male rats were
randomly divided into 3 groups ( sham operation group operation group and HBSP group) . The AMI rat model was
established by ligating the anterior descending coronary artery. The HBSP (90 wg/kg) was injected intraperitoneal—
ly in the AMI group and the sham operation group and the AMI group were intraperitoneally injected with the same
amount of normal saline. Cardiac function was detected by color Doppler echocardiography before the rats were kill-
ed. The expression of interleukin6 ( IL-6) tumor necrosis factor—a ( TNF-) p-rk 1/2 and Erkl/2 protein
were detected in each group. Results Compared with sham group the expression of IL-6 TNF-a p-¥rkl/2 and
Erk1/2 protein in myocardial tissue of AMI group was significantly increased ( P =0.001) while that of 1L-6
TNF-a p-¥rkl/2 and Erkl/2 protein in myocardial tissue of HBSP group was significantly decreased ( P =
0.001) . The cardiac function index of AMI model group was significantly lower than that of sham group while that
of HBSP treatment group was significantly higher than that of AMI model group ( P =0.001) . Conclusion HBSP
can attenuate myocardial infarction inflammation and myocardial damage by inhibiting Erk1/2 signaling pathway
thereby protecting myocardial tissue and improving cardiac function in rats.
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Effect of LukS-PV on proliferation apoptosis and cell cycle
of breast cancer cell line MAD-MB-231

Yu Wenwei Xu Liangfei Wang Ziran et al
( Dept of Laboratory Medicine The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To study the effects of S component of panton-valentine leucocidin ( LukS+V) on morphol-
ogy proliferation cell cycle and apoptosis of triple-negative breast cancer cell line MAD-MB-231 in vitro. Meth—
ods Cells were exposed to LukS-PV at different concentrations the cell morphology was observed under an invert—
ed microscope. CCK-8 was used to detect the effects of LukS-PV on cell proliferation. Cell cycle was detected by
flow cytometry following PI staining. Cell apoptosis was detected by flow cytometry following Annexin V/PI staining
and apoptosis—related proteins were detected by Western blot. Results With different concentration of LukS-PV
was applied to MAD-MB-231 the cells gradually became round and the suspended cells increased. LukS-PV inhib—
ited the proliferation of breast cancer cells in a time—and concentration-dependent manner. LukS-PV could block
MAD-MB-231 in G, /G, phase in a concentration-dependent manner. LukS-PV could induce apoptosis of MAD-MB-
231 up-regulate the expression of Bax Cleved—caspase3 and Cleved—caspase8 and down-—regulate the expression
of Bel2. Conclusion LukS-PV can inhibit the proliferation of MAD-MB-231 arrest its cycle in G, /G, phase
and induce its apoptosis.
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