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The study of calcium overload model with primary atrial myocytes of neonate rats”
DING Xiang . TONG Shi-fei.QIN Yao, et al.

(Department of Cardiology, Southwest Hospital, Third Military Medical University, Chongqing 400038, China)
Abstract: Objective To investigate the modeling of calcium overload with primary atrial myocytes of neonate rats. Methods
The atrial myocytes were disassociated from neonate rats with digestion method and cultured for 96 hours. Co-incubated with the
ionomycin(0,0.5,1.0,2. 0 pmol/L,respectively) , the cells were divided into control group and experiment group(E1,E2 and E3)
and loaded with Ca®" indicator Fluo-3 /AM. The levels of intracellular Ca?" ([Ca®" ;) were measured with laser confocal scanning
microscope. Results (1) More than 90% of cultured cells were positive to a-actin antibody. (2) The activity ratio of cells in control
group was (73.0042. 37) %. Compared with each subgroup of experiment, there was no significant difference( P=>0. 05). (3)One
hour after treated with different concentrations of ionomycin,the [Ca®>" J; of atrial muscle cell was significantly increased in all the
experimental groups(431. 54420, 97,705. 87428. 34,1 305. 05453. 69 vs 257. 084+18. 63, respectively, P<(0. 05). There was sig-
nificant difference between each subset of the experimental group. [Ca®" J; level and the fluorescence intensity of the myocytes in-
creased gradually in a dose-dependent manner with the concentration of ionomycin. Conclusion Calcium overload model with prima-
ry atrial myocytes of neonate rats can be built by ionomycin.
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