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Expressions of ACE and Ang Il in myocardium of congestive heart failure patients
WANG Jiang, TIAN Ying, NIE Ling, SONG Rong, LI Zhen-kui, TAN Hong-mei, ZHU Shan-jun ( Cardiovascular Disease
Research Center, Xingiao Hospital, Third Military Medical University, Chongging 400037, China )

Abstract; Objective To explore the relationship of the expressions of myocardial angiolensin convering
enzyme ( ACE) and angiotensin [[ ( Ang Il ), and myocardial remodeling and cardiac functions in patients with
congestive heart failure (CHF). Methods Pathologic and morphologic studies on myocardial tissue samples of
35 patients with CHF due to valvular heart diseases and of 5 matched health subjects dying of accidents were
carried out with light and electronic microscopy assay. Protein expressions of ACE and Ang Il in myocardial tis-
sues were analyzed using Western blotting. Immunohistochemistry was used to determine the positions of ACE
and Ang [I expressions. Results Pathological changes of CHF patients showed typical myocardial remodeling.
Their ACE and Ang |l expressions were increased than in the control subjects, but ACE/Ang [l ratio was de-
creased in the patients with severe CHF than in the mild CHF. Immunohistochemistry showed that ACE mainly
expressed in the membrane of cardiocyte, and Ang [I mainly in the endochylema of cardiocyte. Conclusion
The expressions of ACE and Ang Il are up-regulated in CHF patients, which may be involved in the myocardi-
um remodeling. The ratio of ACE/Ang [l is decreased in CHF patients, suggested that Ang Il production may
be ACE independent.
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