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Protective effect of mimic ischemic preconditioning on viability of cultured sinoatrial

node cells of neonatal rats
ZHANG Qian, SONG Zhi-yuan, TONG Shi-fei, ZONG Li (Department of Cardiology, Southwest Hospital, Third Military Medical Univer-
sity , Chongging 400038, China)

Abstract: Objective To compare the effects of different ischemic preconditioning (IP) protocols on the via-
bility of primary cultured sinoatrial node cells from neonatal rats for investigating the protective effect of IP. Methods
The cells were randomized into eleven groups: control, ischemia/reperfusion (I/R), IP1 ( preconditioned with
ischemia/reperfusion for 5 min) , IP2 (preconditioned with 2 cycles of ischemia/ reperfusion for 5 min), IP3 (precon-
ditioned with 3 cycles of ischemia/reperfusion for 5 min), IP4 ( preconditioned with ischemia/reperfusion for 10
min), IP5 (preconditioned with 2 cycles of ischemia/reperfusion for 10 min), IP6 (preconditioned with 3 cycles of
ischemia/reperfusion for 10 min), IP7 ( preconditioned with ischemia/reperfusion for 20 min), IP8 ( preconditioned
with 2 cycles of ischemia/reperfusion for 20 min), and IP9 (preconditioned with 3 cycles of ischemia/reperfusion for
20 min) . PI positive staining rate and changes of D after 3 h ischemia/4 h reperfusion were determined by PI stain-
ing and MTT chromatometry. Results (1) Dy, value in sinoatrial node cells in each experimental group was signifi-
cantly lower than that in the control group, but that in P2, TIP3, IP4, IPS, and IP7 groups was significantly higher
than that in I/R group (P <0.01). @ The percentage of PI positively stained sinoatrial node cells in each experi-
mental group was significantly higher than that in the control group, but that in IP2, IP3, IP4, IP5, and IP7 groups
was significantly lower than that in I/R group (P < 0.01). Conclusion IP can offer protection to sinoatrial node
cells exposed to severe I/R and the protection may be determined by the total period of ischemic pretreatment.
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