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[ ABSTRACT ] Aim To investigate the changes and its clinical significance of serum IgG antibodies against malondi-
aldehyde-acetaldehyde adducts in patients with different types of coronary heart disease. Methods 87 patients were
divided into four groups according to the clinical condition and coronary angiography results: control group (n=30), stable
angina pectoris group (n=15) , unstable angina pectoris group (n=12), acute myocardial infarction group (n=30). Se-
rum levels of IgG antibodies against malondialdehyde-acetaldehyde adducts were determined by ELISA. Results The
serum levels of IgG antibodies against malondialdehyde-acetaldehyde adducts in the stable angina pectoris group, unstable
angina pectoris group and acute myocardial infarction group were significantly higher than those in the control group (P<
0.05) , the serum levels of IgG antibodies against malondialdehyde-acetaldehyde adducts in the acute myocardial infarction
group and unstable angina pectoris group were significantly higher than those in the stable angina pectoris group ( P<0.05),
there was no significant difference between unstable angina pectoris group and acute myocardial infarction group ( P>0.05).
Conclusion The serum levels of IgG antibodies against malondialdehyde-acetaldehyde adducts were related to the develop-
ment of coronary heart disease, which had a good predictive effect on coronary heart disease, especially in patients with a-

cute coronary syndrome.
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Table 1. Comparison of general data of patients

FE IR 11 (low density lipoprotein, LDL) . = %% i i5 25
H (high density lipoprotein, HDL) ZRJg8H A1 M3k
JEEE A B Jy 2 F WM (P>0.05;% 1),
2.2 JTRAFMBEOFAMEIR MAA & e
IsG KEZH

SAP 4 UAP ZH 71 AMI 4H 1L 7% HT MAA Jn& 9
Pk 1gG KV T X B4 (P<0.05) , AMI 411
UAP 4LIILIEHT MAA IN& YK 166G KV B35 T
SAP #H(P<0.05) , 1 UAP 205 AMI 42 R W&
H(P>0.05;38 2 FIE 1),

I H XFHRZH (n=30) SAP #(n=15) UAP 4 (n=12) AMI 4 (n=30)
IR () 56.5+15.2 56.4+14.2 60.8+11.3 58.6+13.4
2 () 16/14 11/4 8/4 22/8
0 A 23.3% 40% 50% 46.7%
R IR 26.6% 33.3% 30% 40%
BE RS 20% 40% 41.6% 36.7%
e i IMLAE 20% 33.3% 30% 40%
JULIEF ( wmol/T.) 81.2+6.4 85.1+12.8 82.5+10.7 88.8+6.3
LDL( mmol/L) 2.9+0.9 3.10.7 2.7£0.5 3.1x0.8
HDL( mmol/L) 1.3£0.4 1.3£0.3 1.3+0.3 1.2+0.2
HIRE M Al(g/L) 1.5£0.4 1.40.4 1.4£0.3 1.3£0.4
HIEE A B(g/L) 0.8+0.2 0.8+0.2 0.7£0.2 0.9+0.2
% 2. MERAMEOFENFT MAA & WHRE IgG Kk F 180.00-
A2 160.00- °
Table 2. Comparison of serum levels of IgG antibodies a- 14000 i}
gainst MAA adducts between different types of coronary %', 120001 g
heart disease group and control group %m ' o g E
hoil % IeG K ¥ (mg/L) - ‘:zzz g g . :
X} B4 30 74.7+9.6 e o
SAP 41 15 88.5+9.5" 800071 ¢
UAP 4 12 103.4+8.3" T SAPAH UAPA AMIZE
AMI 41 30 110.1+15.8"

a i P<0.05, 55X HEEH LLH by P<0.05, 5 SAP #H ILEL,
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K5 LDL/HDL L6 AE #E47 A O HE 2 17, 25 3
7N, MAA TG 1eG Hidk/K V5 LDL/HDL H{E
BIFAHR(r=0.57,P<0.01;8 2) ,

B 1. X RAMBORER MAA &R IgG K FRIB
AE

Figure 1. The scatterplot of serum levels of IgG antibodies
against MAA adducts between different types of coronary

heart disease group and control group

3 i3 it
Wit 25 5650 9 4 5 BIL IR 5% B IR A, 18 1 2R E |



810

ISSN 1007-3949 Chin J Arterioscler, Vol 24, No 8,2016

4.00

LDL/HDLEEE
g
8

N
=}
<}

1.00 ; : : r v
80.00 100.00 120.00 140.00 160.00 180.00
19G7KF(mg/L)

E 2. AMI 42, UAP E 31 MAA MM&WH & IgG K FEH
LDL/HDL Lt B HIE X 1%

Figure 2. Correlation between serum levels of IgG antibodies
against MAA adducts and LDL/HDL ratio in AMI group
and UAP group
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