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[ Abstract] Objective To observe the Angiotensin—converting enzyme2 ( ACE2) protein contents and
activity in the serum of patients with Congenital Heart Disease (CHD) combined with cardiac remodeling (CR) ,
and investigate the correlation of those with cardiac remodeling. Methods 104 patients with Congenital Heart
Disease and 33 normal control patients were collected. The patients with congenital heart disease were divided into
80 cases of non—cardiac remodeling group, and 24 cases of cardiac remodeling group. The serum levels of ACE2
protein were detected by enzyme-linked immunosorbent assay ( ELISA) , ACE2 activity was detected by
colorimetric method. Statistical analysis was performed by using SPSS software. Results (1) The ACE2 protein
contents in serum measured by enzyme-linked immunosorbent assay were (15.79 +5.03) U/L, (18.85+6.46) U
/L, (14.80 £4.58) U/L in normal control group, Congenital Heart Disease with non—cardiac remodeling group,
Congenital Heart Disease with cardiac remodeling group.The levels of ACE2 protein showed significant difference
between normal control group and Congenital Heart Disease with non—cardiac remodeling group (P <0.05). The
levels of ACE2 protein showed no significant difference between normal control group and Congenital Heart Disease

with cardiac remodeling group ( P >0.05). The levels of ACE2 protein showed significant difference between
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Congenital Heart Disease with non—cardiac remodeling group and Congenital Heart Disease with cardiac remodeling
group (P<0.01). (2) The ACE2 activities in plasma measured by activity colorimetric were (1.75+0.82) U/,
(1.85 £0.62) U/L,

remodeling group,

(1.58 £0.52) U/L in normal control group, Congenital Heart Disease with non—cardiac
and Congenital Heart Disease with cardiac remodeling group. There were no significant
differences among three groups ( P >0.05). Conclusions (1) ACE2 protein contents in the patients with
Congenital Heart Disease combined with non—cardiac remodeling have significantly increased. (2) ACE2 activity
has no differences in the patients with Congenital Heart Disease combined with non-cardiac remodeling and

Congenital Heart Disease combined with cardiac remodeling.
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