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Serum autoantibodies against oxidized low-density lipoprotein IgM in patients
with ST-segment elevation acute myocardial infarction: correlations with
coronary lesions and in-hospital prognosis
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[ Abstract] Objective To investigate the relationship of serum autoantibodies against oxidized low-density lipoprotein IgM
(ox-LDL-Ab IgM) with coronary lesions and clinical prognosis in patients with ST-segment elevation acute myocardial infarction
(STEMI). Methods From August 2008 to May 2009, 95 patients with STEMI undergoing elective coronary angiography (CAG) and
emergent percutaneous coronary intervention (PCI) were enrolled in the study. All patients were divided into single-, double- and
triple-vessel lesion groups according to the numbers of vessels with significant stenosis. The ox-LDL-Ab IgM, maleic dialdehyde (MDA),
serum lipids, body mass index (BMI), Gensini’s score, and cardiovascular events during hospitalization were recorded and calculated.
The relationship of serum level of ox-LDL-Ab IgM with coronary lesions and short-term prognosis was analyzed. Results The serum
level of ox-LDL-Ab IgM was reduced with the increase in stenostic vessel numbers in STEMI patients (P < 0.05), but had no
correlation with Gensini’s score (P > 0.05). The serum level was negatively correlated with serum MDA (r =-0.319, P < 0.05), but no
obvious correlation was found with serum lipids and blood glucose (P > 0.05). There was negative correlation between the serum level of
ox-LDL-Ab IgM and cardiovascular events during hospitalization (r = —0.708, P < 0.05). Logistic linear regression analysis showed that
ox-LDL-Ab IgM was a protective factor for patients with STEMI (OR = -0.588, P < 0.05). Conclusion The serum level of ox-LDL-Ab
IgM reflects the severity of atherosclerosis in patients with STEMI. ox-LDL-Ab IgM may reduce modification of LDL to ox-LDL
through regulating oxidative stress, and then attenuates the coronary atherosclerosis area. It may play a protective role in the short-term
prognosis in STEMI patients.

g% HEA: 2013-07-17; &[5 H #A: 2013-10-04
BIEEE: 27 F, E-mail: li_gp_2000@yahoo.com



DiEEZFLRERREE 2014F 43280 £ 1335 & 483  ChinJ Mult Organ Dis Elderly, Vol.13, No.4, Apr 28, 2014 - 269 -

[ Key words] coronary disease; Gensini’s score; ST-segment elevation acute myocardial infarction; anti-oxidized low-density

lipoprotein antibody

Corresponding author: LI Guang-Ping, E-mail: li_gp_2000@yahoo.com

EAESR REUE# R, MHEEHREA
( low-density lipoprotein, LDL ) & fk1& i i 4 1k 7Y
LDL ( oxidized low-density lipoprotein, ox-LDL ) J&
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Table 1 Analysis of basic clinical and biochemical data among three groups

Index

Single-vessel lesion group

Double-vessel lesion group Triple-vessel lesion group

(n=30) (n=35) (n=30)

Male[n(%)] 24 (80.00) 24 (68.57) 18 (60.00)
Age(years, x +s) 62.73 +13.27 63.97 +10.96 66.57 +7.42
Hypertension[n(%)] 8 (26.67) 16 (45.71) 15 (50.00)
Diabetes [n(%)] 10 (33.33) 12 (34.29) 5 (16.67)
Smoking[n(%)] 16 (53.33) 13 (37.14) 15 (50.00)
ox-LDL-Ab IgM(U/ml)™ 29.83+11.35 16.96 + 4.30 13.19 + 7.54
MDA(mmol/L)" 8.96 + 1.66 9.90 +2.25 14.79 +3.10
Fasting glucose(mmol/L) 7.51+2.98 6.74 +1.78 7.77 +3.13
TG(mmol/L) 1.49 £ 0.67 1.29 + 0.55 1.18 £0.73
TC(mmol/L 458 +1.28 4.87+1.13 4.64+0.78
LDL(mmol/L) 2.63+1.00 3.05+0.96 2.73+0.66
HDL(mmol/L) 1.28 +0.41 1.22+0.24 1.15+0.21
VLDL(mmol/L) 0.67 +0.35 0.69 +0.28 0.64 +0.28
TBIL(mmol/L) 13.13 +6.02 10.58 +5.79 10.12 + 3.49
IBIL(mmol/L) 8.58 + 4.24 7.25+0.12 6.70 +2.29
DBIL(mmol/L) 455+2.21 3.32+1.91 3.46 + 1.52
WBC( x 10%/L)" 9.09 +3.35 8.61+2.23 10.74 + 2.83
UA(umol/L)" 289.03 + 90.69 297.91 + 74.83 362.53 + 113.56
Cardiovascular events[n(%)]™" 5 (16.67) 8 (22.86) 15 (50.00)

ox-LDL-Ab IgM: autoantibodies against oxidized low-density lipoprotein-lgM; MDA: maleic dialdehydes; TG: triglycerides; TC: total cholesterol;
LDL: low-density lipoprotein; HDL: high-density lipoprotein; VLDL: very low-density lipoprotein; TBIL: total bilirubin; IBIL: indirect bilirubin;
DBIL: direct bilirubin; UA: uric acid; WBC: white blood cell; UA: uric acid. Compared between three groups, ‘P < 0.05, “P < 0.01, ""P < 0.001
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%2 ox-LDL-Ab IgM5 MDA I f§ 898 5 14 53 #f

Table 2 Univariate analysis between MDA, blood lipid and
ox-LDL-Ab IgM

Index r P

MDA —-0.319 0.002

TC 0.041 0.702

TG 0.113 0.289

LDL —0.009 0.933

HDL 0.094 0.380
VLDL 0.028 0.792

ox-LDL-Ab IgM: autoantibodies against oxidized low-density
lipoprotein-lgM; MDA: maleic dialdehyde; TC: total cholesterol;
TG: triglycerides; LDL: low-density lipoprotein; HDL:
high-density lipoprotein; VLDL: very low-density lipoprotein

3 ox-LDL-Ab IgM5 Z&{EFEHA 8]0 M E B4 RIME K17
Table 3  Univariate analysis between ox-LDL-Ab IgM and
cardiovascular events

Index n r P
Heart failure 27 -0.297 0.004
Arrhythmia 17 —-0.169 0.101
Low blood pressure 20 -0.332 0.001
Angina pectoris 19 —-0.254 0.003
Cardiovascular events 33 —-0.708 0.000

ox-LDL-Ab IgM: autoantibodies against oxidized low-density
lipoprotein-IgM
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IgMT] BB AR N —FP X HTAS I PR PR IR, X5
MM T 25 5 e — 2y B0,

AL T BN, ox-LDL-Ab IgM/KF- 5 i ig Jt
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Table 4 Logistic regression analysis of risk factors for cardiovascular events

Variable B SE Wald OR P
Age -2.793 1.795 2.422 0.061 0.120
Hypertension -3.522 1.360 6.704 0.030 0.101
Smoking 2.036 1.363 2.231 7.659 0.135
ox-LDL-Ab IgM —-0.531 0.138 14.709 —0.588 0.000
Uric acid 0.012 0.008 2.588 1.012 0.108
Total cholesterol -0.703 0.525 1.791 0.495 0.181

ox-LDL-Ab IgM: autoantibodies against oxidized low-density lipoprotein-lgM
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