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Impact of acute myocardial ischemic stress on apoptosis of retinal cells in rats
Xie Lisha,Yang Jihong ,Guo Zheng. Shanxi Eye Hospital,Shanxi Medical University , Taiyuan 030002, China

Abstract Objective During the period of acute stress, sympathetic nerve is activated and massive catecholamine is
released from sympathetic nerve endings. These may make organism injury. The aim of the study was to investigate the apoptosis of
retina cells during acute stress induced by myocardial ischemia in rats. Methods Twenty-four health adult male Sprague-
Dawley rats (48 eyes) were randomly divided into two groups. The left anterior descending branch of the coronary artery was
ligated to induce acute myocardial ischemia in coronary artery occlusion( CAO) group and a thread was passed around the anterior
descending branch of the coronary artery without ligation in control group. The sample of retina was collected at 3 hours and
6 hours of CAQ for caspase-3 activity detection and TUNEL staining.  Results Retianl edema was seen under the light
microscope in CAO group. A few apoptosis cells were found in control group. The apoptotic cells rate was 16.8% * 6% and
26.9% +6.1% respectively in CAO 3 hours group and 6 hours group,showing a significant difference in comparison with control
group( P = 0. 004 ), and the apoptotic retinal cells mainly located in inner nuclear layer, retinal ganglion cell layer and other
retinal layer. Caspase-3 activity was significantly increased in the retina of the CAQ group compared with control group in 3 hours

and 6 hours( P =0.001). Conclusion Acute stress can provoke the apoptosis of rat retinal cells.
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