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The Expressions of Fos Protein and HSP70 on Acute Myocardial
Ischemia/ Reperfusion and the Significance in Forensic Pathology
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Abstract: [Objective]To study the expressions of Fos protein and HSP70 in the early stage of acute my-
ocardial ischemia/ reperfusion (I/ R) in rats » and search the objective morphologic evidence for the forensic prac-
tice. [Methods] I/R rat model was induced by ligation of the anterior branch of the left coronary artery. The
expressions of Fos protein and HSP70 were detected with immunohistochemistry. [Results] There were no ex-
pressions of Fos protein and HSP70 in control group. Fos protein began to express 0. 5 h after reperfusion fol-
lowing 15 min ischemia in the ischemic areas, 1 h in the non-ischemic areas and more evidence with prolongation
of reperfusion. The expression of HSP70 began to increase in myocytes 1 h after I/ R in the ischemic areas, 2 h
in the non- ischemic areas and more evidence with prolongation of reperfusion. The expressions of both of Fos
protein and HSP70 were weaker in non-ischemic areas than in ischemic areas. M eanw hile the expressions of
HSP70 and Fos protein appeared first in the inner layer of myocardium and extended toward the outer layer of
myocardium . [Conclusion) 1/ R induced the expressions of HSP70 and Fos protein and the location and intensity

changed in difference stages. These results may be beneficial to the diagnosis of the early stage of acute myocar-

dial I/ R.
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1 HSP70.Fos
Table 1 Index of HSP70 and Fos protein positive staining in myo cardial myocy tes
Index of HSP70 positive staining Index of Fos positive protein staining
Grooe Ischemic area Non-ischemic area Ischemic area Norrischemic area

Control 0. 0440.02 0. 0240. 01 0.0440.02 0.0340.01
Ischemia 15 min 0. 06 0. 02 0. 02+0. 01 0.04=0. 03 0.04720.02
Reperfusion 0.5 h 0. 07£0.02 0. 03=£0. 01 6.28+4.36 % 0.08£0.05
Reperfusion 1 h 0.26+0.11" 0. 04+0. 02 ¥ 16.2+11.8 2.4743.69 2%
Reperfusion 2 h 1. 10+0.62% 0.09+0. 06 V¥ 22.3+13.5 % 10. 1+8.77 %
Reperfusion 4 h 32241727 0.59+0. 35 ¥ 30. 1161 2 15. 814,323
Reperfusion 6 h 5.90+2.02% L42+1.02 27 34,2+24.7 % 20.9+17. 423

Compared with control group(A 1 group): 1) P<C0. 05 2) P<<0. 01.
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