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The relationship between age and sinus node function and histology in dogs
Li Qiang' s Deng Songbai® ,She Qiang®” ,Liang Xiao fang' ,Ding Lingxin', Tan Xianhua'
(1. Department o f Cardiology sPeople’s Hospital of Nanchuan District ,Chongqing 408400 ,China;
2. Department of Cardiology ,the Second A f filiated Hospital of Chongqing Medical University ,Chongqing 400010, China)
[Abstract] Objective To investigate the possible mechanism of sick sinus syndrome in the elderly by evaluating the age-re-

lated changes in dog's sinus node function and histology. Methods Evaluate the sinus node function of hybrid dogs(1 to 25 kg.n=
4) in youth group(1 to 3 months) ,adult group(2 to 5 years) and elderly group(8 to 10 years) respectively,and determine histologi-
cal changes by Masson staining. Results Sinus node function in dogs declined with age. Intrinsic heart rate was (167 211)/min in
youth group,adult group was (119+9)/min,elderly group was (854 7)/min (P<C0. 05) ,corrected sinus node recovery time was

(59£11)ms in youth group,adult group was (122427)ms,elderly group was (176 £40)ms (P<C0. 05). Sinoatrial node pacemaker

cells in dogs decreased with age while sinoatrial interstitial cells increased. Conclusion

Sinus node function declined with age,and

this maybe caused by decreasing of sinoatrial node pacemaker cells and increasing of interstitial cells.
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