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ABSTRACT Objective: To explore the relationship between IgE levels in serum and coronary heart disease. Methods: All 135 en-
rolled patients in our hospital were divided into the coronary heart disease (CHD) group and non-coronary heart disease (non-CHD)
group according to the results of coronary angiography. The CHD group was subgrouped into stable angina pectoris (SAP) group, unsta-
ble angina pectoris (UAP) group and acute myocardial infarction (AMI) group according to the clinical symptoms. The degree of arterial
occlusion was quantified using the Gensini score. The total IgE level was measured by SIEMENS BNII automatic immuno scatter tur-
bidimeter. The serum IgE levels between CHD and non-CHD group were compared, and a comparison of the IgE levels among SAP,
UAP and AMI group was also carried out. Furthermore, the relationship of IgE ranges and Gensini score was analyzed. Results: The
serum IgE level in non-CHD group (32.3 (13.5, 61) KU/L) was significantly lower than that of the CHD group (69 (26.4, 169) KU/L)
(P=0.001). And the serum IgE levels of UAP (78.6 (37.0, 191.0) KU/L) and AMI group (118.5 (75.3, 148.1) KU/L) were both significantly
higher than that of the SAP group (36.7 (20.7, 96.7) KU/L) (P=0.034 and P=0.001). Besides, we found that the serum IgE level of pa-
tients with multi-vessel disease (67.2 (30.9, 249.0) KU/L) was significantly higher compared to that of patients with single-vessel disease
(34.6 (18.1,59.0) KU/L) (P=0.039). Finally, Gensini score was increased with the increase of serum IgE level. Conclusions: Serum IgE
level was increased in CHD patients compared with that in non-CHD ones. Moreover, serum IgE level was related to the state and severity
of CHD, which may provide references for the diagnosis and monitoring of CHD.
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Table 1 Comparison of the parameters of patients with coronary heart

disease and non-coronary heart disease

Non-CHD CHD

N 47 88

Male/Female  M(40.5 %)/F(59.5 %) M(72.4 %)/F(17.6 %)*

Age 63.7 8.7 64.9+ 12.5
CHOL(mmol/L) 439+ 0.97 431+ 0.95
TG(mmol/L) 1.72% 0.68 1.71% 0.94
LDL(mmol/L) 2.62+ 0.98 2.79% 0.79
HDL(mmol/L) 1.14+ 0.23 1.02+ 0.29
Glu(mmol/L) 5.43% 0.93 6.00+ 2.69
IgE(KU/L) 32.3(13.5,61) 69(26.4,169)*
BMI 25.29+ 2.44 23.22+ 531
High blood pressure 56.8 % 46.3 %
Diabetes 54 % 24.4 %*
Smoking 35.1% 329%

Note: *Indicates: Compared with the non-CHD group, P<<0.05.
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(20.7,96.7) KU/L .78.6 (37.0,191.0) KU/L F 118.5(75.3,148.1)
KU/L,UAP 1l AMI 2% I35 1gE A Y T SAP 41, 254
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Table 2 Comparison of IgE levels in subgroups of coronary heart disease

Groups n IgE(KU/L)
SAPgroup 16 36.7(20.7, 96.7)
UAPgroup 33 78.6(37.0, 191.0)*

AMI group 39 118.5(75.3, 148.1)*

Note: *Indicates: Compared with the SAP group, P<<0.05.
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