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Relationship between Serum Eosinophils and High - sensitivity G - reactive Protein and Coronary Lesions and Prognosis
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AbstractObjective To investigate the relationship between serum eosinophils (EOS) and high - sensitivity C - reactive protein (hs -
CRP) levels and coronary artery lesions and prognosis in patients with coronary artery disease (CHD).Methods 111 patients with
CHD admitted to the Department of Cardiology,the First Hospital of Shanxi Medical University from May 2016 to October 2016 were
selected as the observation group,and 66 patients without CHD were as the control group.The patients in the observation group were
divided into acute myocardial infarction (AMI) group,unstable angina (UA) group and stable angina pectoris(SAP) group.The serum
EOS and hs - CRP levels were compared between the two groups.According to the degree of coronary artery stenosis and the num-
ber of lesions involved,the relationship between serum EOS and hs - CRP levels,and the degree and number of coronary lesions were
analyzed.The patients were followed up to record the occurrence of major cardiovascular events (MACE).Results The serum EOS
level in the CHD group was lower than that in the control group,and the hs — CRP level was significantly higher than that in the control
group ( P <<0.05).There was a significant negative correlation between EOS level and hs - CRP (r = — 0.3, P <<0.01).The serum EOS
level in the severe coronary artery stenosis group was lower than that in the mild stenosis group ( P <<0.05).The hs - CRP level in the
severe and moderate stenosis group was significantly higher than that in the mild stenosis group (P <<0.05).The hs - CRP level was
positively correlated with the degree of stenosis (r = 0.345, P <C0.01).There was no significant difference in serum EOS and hs - CRP
levels among different number of coronary artery lesions ( P = 0.05).Multivariate logistic regression analysis showed that hs - CRP,
cardiac troponin | (cTnl),and N - terminal pro — brain natriuretic peptide (NT - proBNP) were risk factors for recent MACE.Conclusion
There is a significant negative correlation between serum EOS and hs - CRP in patients with CHD.The higher the hs - CRP level,the

more severe the coronary lesions.The hs - CRP has a predictive value for the short — term prognosis in patients with CHD.
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FAELH (%) ] 74(70) 29(45) 0.102
() 60.12+11.08 60.39+ 12.67 0.881
BRI [ (%) ] 39(37) 8(13) 0.001
e It He A [ 1 (%) ] 67(63) 45(70) 0.405
W AR sk [ 5] (%) ] 63(59) 22(34) 0.003
BN E H (%) 6.17+1.75 5.80+1.22 0.115
4 40 R 3 (< 10°/0) 7.43+2.41 6.10+=1.60 0.000
EOS(%) 1.79+1.78 2.56+2.21 0.014
GLU(mmol/L) 5.88+2.14 5.47+1.56 0.323
TC(mmol/L) 4.26+1.27 453+1.15 0.163
TG(mmol/L) 2.29+1.65 2.014+1.70 0.303
HDL - C(mmol/L) 1.04+1.39 1.36+0.86 0.007
LDL - C(mmol/L) 2.40+£0.97 2.61+£1.11 0.201
CK - MB(U/L) 12.86+27.88 3.64+3.06 0.001
cTnl(ng/mL) 5.75+18.34 0.01+0.01 0.002
NT - proBNP(ng/mL) 1 141.24+637.72 357.45+-167.34 0.000
Cyt - C(mg/L) 1.04+0.54 0.88+-0.16 0.003
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4 571 Fi%  EOS(x10°/L)  hs-CRP(mg/L)
AMI 21 45 0.055-+0.068 11.2574-8.273
UA 4 51 0.1404-0.121 3.2744-2.605
SAP 4 15 0.1544-0.129 2.75942.066
15 T AL 66 0.1634-0.146 1.455+1.120
P <0.05 <0.05
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At EIEES s Wald 2 i P OR {H 95% CI
hs - CRP 0.326 6.441 0.011 1.385 [1.077.1.781]
cTnl 0.290 6.368 0.012 1.336 [1.067.1.674]
NT - proBNP 0.002 6.731 0.009 1.002 [1.000.1.003]
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