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Apoptosis of cultured sinoatrial node cells from neonatal rats induced by simulating

ischemia and reperfusion

ZHONG Li SONG Zhi-yuan (Department of cardiobgy, Southwest Hospital Third Military Medical University, Chongqing 400038 China)

Abstract: Objective To explore apoptosis of cultured neonatal rat sinoatial node (SAN) cells induced by ischemia and reperfuson for the
theoretical basis of pathogenesis and prevention of SAN disorders. Methods Prmary culture of isolated Wistar neonatal rat SAN cells were prepared
and divided into 3 groups: contwl goup, simulating ischemia group and ischemia-reperfusion group. Teminal deoxynucleotidyl-tranderase mediated
biotin-dUTP nick-end labeling (TUNEL) and flow cytometry (FCM) were used respectively to detemine the apoptotic SAN cells qualitatively and
quantitatively. Results (DTUNEL positive SAN cells were found after simulating ischemia for 4 8 and 16 hor2, 4 8 and 16 h ischemia fol-
lowed by 3 h of reperfusion. @For cells in ischemia for 4 h or more, the number of apoptotic cells increased significantly in a time-dependent man-

ner; and in ischmia reperfusion group more cells were apoptosis than those in ischemia group for same ischemic time. Conclusion  Both ischemia

and ischemia reperfusion can induce apoptosis of SAN cell in a time-dependent manner.
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Fig1 TUNEL positve cells of cultured SAN cells after ischemia for4 h (TUNELX 200)
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Fig 2 TUNEL positve cells of cutured SAN cells after ischemia for 4 h followed by reperfusion for 3 h (TUNELX 200)
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Tab1 Percentage of SAN cells ap optosis induced by different
time of ischemia and reperfusion

Duration (h) Ischemia Reperfusion 3 h
0(Control) 0.394+0.02
0.5 0.37 40.03 0.384-0. 01
1 0.40 10. 02 0.394-0. 01
2 0.3940.01 3.42+0. 69
4 2.87 40.584 7.1141. 46 *
8 5.1940.704 13.4443. 27 %
16 9,76 41, 13 A< 20.89-+3. 98 **

%%, P< (.01 vs ischemizz 2\ P<C0.01 vs contol; A P<<0. 05,
AA. P< (.01 vs ischemia 4 h; ¥, P< 0. 05 vs ischemia 8 h
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