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Role and Clinical Significance of the Expression Level of Activated Protein in Peripheral Blood Fibroblasts in the Diagnosis of Coronary Heart
Disease. Chen Tao, Meng Xiangping, Yu Ming, et al. Department of Cardiovascular Medicine, The People's Hospital of Wuhan Universi-
ty, Hubei 430060, China

Abstract Objective To detect the expression level of circulating fibroblast activation protein (cFAP) in peripheral blood of coro-
nary heart disease (CHD) patients, and to explore its clinical significance. Methods Selecting patients who were hospitalized in the
People’s Hospital of Wuhan University from June 2018 to December 2018, according to the results of coronary angiography and clinical
history, 109 cases were diagnosed as CAD, including acute coronary syndrome ( ACS) and stable coronary heart disease (SCAD) , mean-
while, select 26 healthy persons as control group. The expression levels of cFAP of the three groups were measured in ELISA. Results
The positive rate of smoking history and drinking history in ACS group was statistically significantly higher than those in SCAD group and
control group (P <0.05). The positive rate of hypertension was higher than that of the control group (P <0.05) ,while no statistically sig-
nificant differences between SCAD group and the control group (P >0.05). WBC, NEU% and ultra - sensitive troponin (ultra — Tnl) in
the ACS group were statistically significantly higher than those in the other two groups (P <0.05), and the levels of cFAP were signifi-
cantly lower than those in the other two groups (P <0.05).ROC curve analysis showed that cFAP could be used as the exclusion basis for
ACS diagnosis in CAD diagnosis (S =0. 848, sensitivity 79.2% , specificity 78.4% ). Conclusion The expression level of cFAP is sig-
nificantly decreased in patients with ACS, which can be used as an indicator for rapid classification of CAD patients. To some extent, it

can combined with clinical indicators to reflect the degree of myocardial injury and predict the long — term prognosis of patients with ACS.
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