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KCa3.1 Channel was involved in the Regulation of Oxygen and Glucose

Deprivation - induced Endoplasmic Reticulum Stress in Astrocytes *
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ABSTRACT Objective: To evaluate the regulation of KCa3.1 in oxygen and glucose deprivation-induced endoplasmic reticulum
stress in primary astrocytes. Methods: The model of oxygen and glucose deprivation in primary astrocytes were constructed to explore the
role of Ka3.1 channel on OGD-induced endoplasmic reticulum stress by using cell biology and molecular biology techniques including
cck-8, immunofluorescence technique and western blotting. Results: Expression of KCa3.1 protein in astrocytes subjected to OGD 4 h
was significantly up-regulated. Cell viability of astrocytes subjected to OGD was significantly time-dependent lower. KCa3.1 channel
inhibitor, TRAM-34, could improve the cell viability of astrocytes treated with OGD 4 h, which was dose-dependent. ERS signaling
pathway was activated in primary astrocytes at 0.5 h, 1 h, 3 h, 4 h, 6 h after OGD. The expression of GRP78 and p-eIF-2a protein was
significantly up-regulated. The up-regulation of GRP78 and p-elF-2a in the TRAM-34 group after OGD treatment was significantly
inhibited. Conclusions: KCa3.1 channel is involved in the activation of endoplasmic reticulum stress pathway induced by OGD in
primary astrocytes.
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Fig.1 Expression of KCa3.1 protein in astrocytes treated with OGD. (** P<<0.01 vs. control group)
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Fig.2 Determination of cell viability in astrocytes treated with OGD. (***

P<<0.001 vs. control group)
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Fig.3 Determination of cell viability in astrocytes treated with TRAM-34. (A:# P<<0.05 vs. control group; * P<<0.05, *** P<<0.001 vs. OGD group. B:
*#% P<0.001 vs. control group)
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Fig.4 Expression of ERS signal pathway protein in astrocytes subjected to OGD. (A: * P<<0.05,** P<<0.01, *** P<<0.001 vs. control group;
B: ** P<<0.05,** P<<0.01 vs. control group)
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Fig.5 Expression of ERS signaling protein in astrocytes treated with TRAM-34. (A: * P<<0.05 vs. OGD group.
B: * P<<0.05 vs. OGD group;# P<<0.05 vs. control group)
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