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Expression and Significance of Fos Protein on Myocardial Acute
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Abstract  Objective: To investigate the changes of Fos protein induced by myocardial ischemia/ reperfusion (MI/
R) during acute period, and provide a new method for postmortem diagnosis of acute ischemia/perfusion- Methods: It
was established that the model of MI/R successfully in 32 anaethetized SD rats- Parallelly the other 40 rats were used as
normal and ischemic control - Immunohistochemical SABC method and computerized image analysis were used to observe
alterations of Fos protein in nuclei of cardiac myocytes- Results: After 30 min ischemia followed by 30 min reperfusion
the area of MI/R showed a part of nuclei of cardiac myocytes weak staining. and became stronger with the elongation of
ischemia- But after 90 min ischemia followed by 30 min reperfusion. staining of nuclei of cardiac myocytes was strongest »
it began to attenuate after 180 min. The myocardium in normal and ischemic control animals showed negative staining-
No changes were seen with HE staining in all groups- Conclusion: There is a high point of Fos protein expression during
the period of 90 to 180 min. SABC immunohistochemical method may reveal injury of myocardial 30 min ischemia/30
min reperfusion or longer time- Immunohistochemical detection of Fos protein in nuclei of cardiomyocytes would be a
meaningful tool for the postmortem diagnosis of myocardial acute ischemia/ reperfusion -
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Fig. 1  Fos negative nuclei of cardiac myocytes in Fig.2 A large amount of Fos positive nuclei of
control groups(SABC x 400) cardiac myocytes can be seen in reperfusion area (Group

C,, SABC x 400)
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Fig. 3  Positive expression of P-170 glycoprotein in Fig.4  Negative expression of P-170 glycoprotein
osteosarcoma in osteosarcoma
Brown granules in the cvtoplasm  (LSAB x 400} No granules in the eytoplasm  (LSAB x 400)
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