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[ Abstract ]
Methods

Objective  To investigate the change of Dockl protein expression in non-infarcted myocardium in rats.
Experimental myocardial infarction models were established in 22 SD rats (MI group) and the other 20 rats received
sham-operation (Sham group). Eight rats were sacrificed 24 h after operation in each group and another 8 were sacrificed at 12
weeks after operation; the cardiac specimens were collected. Dockl protein expression was measured by Western blotting
analysis in the non-infarcted myocardium of MI group and sham group. Results Dockl protein expression was not significantly
different in the non-infarcted myocardium between MI group (0. 132 0. 03) and Sham group (0. 10 £0. 04) at 24 h after
operation (P>>0.05); 12 weeks after operation, the expression in non-infarcted myocardium of MI group (0. 17£0. 04) was
significantly higher than that of Sham group (0. 114-0. 05, P<C0. 05). Dockl protein expression in non-infarcted myocardium
was significantly increased in MI group at 12 weeks after operation compared with those in MI and Sham groups at 24 h after
operation (P<C0.05). Conclusion There is Dockl protein expression in rat’s myocardium, and the expression is significantly
increased in the non-infarcted myocardium at 12 weeks after infarction.
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Tab 1 Changes of cardiac structure, function and collagen volume fraction (CVF) in rats of each group

n=8, rts
24 h after ligation of LAD
Group .
LVIDd d/mm LV/BM mp/(mg g™ 1) LVEF HR f/min! CVF
Sham 5.554+0.73 2.17+0.12 0.67+0.10 436+53 0.06640.018
MI 5.671+0.66 2.45+0.14" 0.66+0.09 448+£58 0.063£0.023
. 12 weeks after operation
Group
LVIDd d/mm LV/BM mp/(mg =+ g 1) LVEF HR f/min~! CVF
Sham 6.40+0.63" 1.7240.16* 0. 65740.09 420454 0.08140. 042
MI 7.4640. 48" LA 1.94+0. 1544 0.44740.09" LA 425452 0.162+0. 058 *~4

Sham: Sham operation group; MI: Myocardial infarction group; LLAD. Left anterior descending branch of coronary artery; LVIDd: Left ventricular

internal diameter at end-diastole; LLV/BM: Left ventricular mass/body mass; LVEF: Left ventricular ejection fraction; HR: Heart rate. * P<C0. 05 vs

sham group at 24 h after operation; 2 P<C0. 05 vs sham group at 12 weeks after operation; 4 P<C0. 05 vs MI group at 24 h after operation
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Fig 1 Histology of myocardium by H-E staining
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Fig 2 Histology of myocardium stained with picric acid & sirius red

A': Sham operation group at 24 h after operation; B: Myocardial infarction group at 24 h after operation; C: Sham operation group at 12 weeks

after operation; D: Myocardial infarction group at 12 weeks after operation. Original magnification: X400
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Fig 3 Change of Dockl protein expression in rat myocardium
Sham: Sham operation group; MI: Myocardial infarction group;
* P<C0. 05 vs Sham operation group at 24 h after operation; &P <<
0.05 vs Sham operation group at 12 weeks after operation; 4 P <C

0.05 vs MI group at 24 h after operation. n=8, r+s
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