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in human gastric adenocarcinoma MGC80-3 cells. Methods Cell cycle arrest and intracellular reactive oxygen spe—
cies(ROS) generation were detected by utilizing flow cytometry analysis after treatment with different concentrations
of CsA on MGC80-3 cells. Morphological changes of apoptotic cells were observed under fluorescent microscope
through acridine orange/ethidium bromide (AO/EB) staining method. Western blot was performed to measure
Caspase-3 protein expression. Results  Flow cytometry indicated that CsA could arrest the cell cycle in GO/G1
phase(F =48.21 P <0.05 P <0.01) and significantly increased intracellular ROS content in a dose-dependent
manner. Compared with the control group the difference was statistically significant(F =90.24 P <0.01). After
being treated with CsA AO/EB staining results showed that the cells of apoptosis were characterized by typical mor—
phological changes such as swelling shrinking and fragmentation. Western blot analysis also showed that CsA obvi-
ously increased the expression of Caspase3 protein (P < 0.01). Conclusion CsA may inhibit proliferation of
MGC80-3 cells by blocking cell growth cycle and the mechanism of CsA induced apoptosis may be correlated with
high levels of intracellular ROS generation and increasing expression of Caspase-3 protein.
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Effect of NGF and CgA on the intracellular calcium ion concentration of

RWPEA cells and the role of NGF and CgA in chronic prostatitis
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Abstract Objective To explore difference of intracellular calcium ion ( Ca®* ) concentration of nerve growth
factor(NGF) and chromogranin A(CgA) treated prostate epithelial cell line RWPE cells and evaluate the role of
NGF and CgA in chronic prostatitis (CP). Methods Using different concentrations of NGF and CgA (50 ng/ml
and 200 ng/ml) to stimulate RWPE- cells the difference of intracellular Ca’* | concentration was observed by
using Laser Scanning Confocal Microscopy. The difference of intracellular Ca’* | concentration was observed after
infusing NGF and CgA mixed with TRPV1 receptor antagonist. When the extracellular solution was changed to D-
PBS the intracellular Ca’* | concentration was observed after NGF and CgA infusion. Results Change in intra—
cellular Ca>* | concentration did not occur by infusing 50 ng/ml NGF and CgA. Intracellular Ca’>* , concentra—
tion significantly increased by infusing 200 ng/ml NGF and CgA. Intracellular Ca®* , concentration did not
change after infusion of NGF and CgA mixed with TRPV1 receptor antagonist. Even when the extracellular solution
was changed to D-PBS the intracellular Ca’" | concentration did not change after NGF and CgA infusion. Con—
clusion NGF and CgA might participate in the mechanism of CP and cause the opening of TRPV1 of prostate epi-
thelial cell membrane. Then the intracellular Ca’" | concentration increase. In the end prostate epithelial se—

cretion decline.
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