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Relationship between serum concentration of hs—cTnl, H-FABP and severity of coronary artery
lesion and risk stratification in acute coronary syndrome Lu Yide, Peng Yibing. Department of Clinical
Laboratory, Ruijin Hospital, Shanghai Jiaotong University School of Medicine, 200025 Shanghai, China

[Abstract] Objective To investigate the significance of high-sensitivity troponin I ( hs—cTnl )
and heart fatty acid binding protein ( H-FABP ) on severity of coronary lesions and risk stratification in
patients with acute coronary syndrome ( ACS ) . Methods 152 Patients with ACS admitted to Ruijin
Hospital, Shanghai Jiaotong University School of Medicine were enrolled and were divided into UAP group
( 24 patients, 16% ), STEMI group ( 72 patients, 47% ) and NSTEMI group ( 56 patients, 37% ) according
to diagnostic criteria of ACS . The gensini integral system was used to quantitatively evaluate the severity,
location and extent of coronary artery stenosis according to the coronary artery image integral segmentation
evaluation criteria based on the American heart disease association ( ACC ). 152 patients were classified
into 3 groups : low risk group ( 74 cases ), average risk group ( 64 cases ) and high risk group ( 14 cases )
by the global registry of acute coronary events { GRACE ) risk score . Serum concentrations of H-FA1BP,
hs—cTnl were determined . The correlation between the degree of coronary lesion and risk stratification
was compared and analyzed . Results There were significant differences in the results among STEMI,
NSTEMI and UAP groups ( ug/L : 42.9£21.9, 16.91+10.2, 9.8+4.6, all P < 0.05 ) . The results of hs—cTnl
in STEMI and NSTEMI groups were significantly higher than that in UAP group [pg/L : 5.25 ( 0.06-32.6 ),
3.25 (0.01-18.6 ) vs. 0.02 (0.01-0.3 ), all P < 0.05] . In the STEMI+NSTEMI groups, H-FABP were increased
gradually with the increase of the degree of coronary stenosis, the number of lesions and the number of gensini

integrals. The results of H-FABP, hs—cTnl in high risk group were significantly higher than those in low-risk



© 42 - SRR EITZem 2017 4 3 A% 9 5% 1 3 Chin ] Clin Pathol, March 2017, Vol.9, No.1

group and average risk group [H-FABP ( pg/L ) : 32.7+13.3 vs. 22.3+8.1, 7.1£5.3; hs—cTnl ( pg/L ) :
12.4 (4.13-20.90 ) vs. 1.28 (0.06-6.25 ), 0.02 ( 0.01-0.41 )] and the differences among groups were significant
(all P < 0.05) . Conclusions H-FABP, hs—cTnl were closely related to the severity of coronary lesions in

patients with acute coronary syndrome, and it is of some significance to evaluate the degree of clinical lesion,

assess risk stratification and take active treatment measures .
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