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Effects of APOA1 and APOB100 on Progression of Coronary Artery Lesion
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Abstract: [Objective] The retrospective study was designed to analyze the dynamic relationship between the Apolipoprotein A1,
B100 and the progression of coronary artery lesion. [Methods] Patients who underwent the second coronary angiography or coronary
320-slice CTA at a minimum review interval of 6 months after their first examinations in the Third Affiliated Hospital of Sun Yat-sen
University from 2010 to 2015 (n = 245) , were divided into non progress group (n = 114) and progress group (n = 131). We compared
the differences of clinical and Biochemical data between two groups, and tried to find out the relationship by Logistic Regression analy-
sis. [Results] The baseline levels of APOA1(1.33 +0.29 vs 1.24 + 0.25, P =0.015), APOA1/AOPB100(1.56 + 0.65 vs 1.38 + 0.44,
P =0.014)in non progress group were higher than those in progress group. The baseline levels of APOB100 were similar in both groups.
The follow—up levels of APOA1 were higher than the baseline levels in both groups, the variation was significant in progress group (1.24
+0.25 vs 1.31 £ 0.28, P = 0.006). The levels of APOA1 and APOA1/APOB100 were correlated with progression of coronary artery le-
sion negatively in single—variate logistic regression analysis. The level of APOA1(OR =0.245, P =0.005) was correlated with progres-
sion of coronary artery lesion negatively in multivariate logistic regression analysis. [ Conclusions] APOA1 may has the effect of delay-
ing the progression of coronary artery lesion, and may predict the progression of coronary artery lesion.
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Table 1 Patient characteristics

Variables No. of patients

Male 136 Female 109
Sex

(55.5%) (44.5%)
Agelyears 66+11
Smoker 86(35.1%)
Review interval/year 1.65+0.94
MS (Metabolic syndrome ) 88(35.9%)
Hypertension 171(69.8%)
Diabetes mellitus 81(33.1%)
BMI=25 kg/m’ 89(36.3%)
Hypercholesterolemia 83(33.9%)
APOA1/APOB100<1 45(18.4%)
Hypo—-HDL-C-emia 79(32.2%)
Hyper-LDL-C-emia 71(29% )
Hypertriglyceridemia 108(44.1%)
Hyperlipoprotein (a)emia 57(23.3%)
Coronary heart disease 182(74.3%)
Multi-vessel coronary disease 101(41.2%)
Progression group 131(53.4%)
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Table 2 The comparisons of clinical and biochemical data between non progress group and progress group

Variables Non progress group (n = 114) Progress group (n = 131) X’ P
Male 61(53.5%) 75(57.3%) 0.35” 0.56
Smoker 34(29.8%) 52(39.7%) 2.61° 0.11
Agelyears 65+ 11 66 + 11 -1.025" 0.306
MS 34(29.8%) 54(41.2%) 3.44” 0.064
Diabetes mellitus 38(33.3%) 43(32.8%) 0.007* 0.93
Hypertension 67(58.8%) 104(79.4%) 12.29” <0.001
Coronary heart disease 76(66.7%) 106(80.9%) 6.48% 0.011
Multi-vessel coronary disease 39(34.2%) 62(47.3%) 4.33” 0.037
Stent implantation® 44(38.6%) 92(70.2%) 24.68” <0.001
Aspirin 87(76.3%) 120(91.6%) 10.87% 0.001
Clopidogrel 62(54.4%) 100(76.3%) 13.117 <0.001
Statin 97(85.1%) 123(93.9%) 5.16” 0.023
B-blocker 54(47.4%) 71(54.2%) 1.14% 0.286
ACEI/ARB 53(46.5%) 80(61.1%) 5.227 0.022
CCB 31(27.2%) 45(34.4%) 1.46” 0.230
Long-acting insulin 11(9.6%) 10(7.6%) 0.32% 0.574
Short-acting insulin 10(8.8%) 9(6.9%) 0.31” 0.580
Sulfonylureas/ Glinides 12(10.5%) 14(10.7%) 0.002” 0.968
Metformin 15(13.2%) 13(9.9%) 0.63” 0.430
Glitazones 0(0%) 2(15%) 0.376” 0.540
Glucosidase inhibitor 16(14.0%) 18(13.7%) 0.004” 0.947
Review interval/year 1.50 £ 0.73 1.78 £ 1.12 -2.361" 0.019
BMI/(kg/m’ ) 23.84 +2.95 2443 + 345 -1.43V 0.153
FBG/(mmol/L) 6.36 + 2.88 6.32 +2.53 0.10" 0.920
UA/(pmol/L) 346.6 £ 107.8 351.1 £ 109.60 -0.325" 0.746
CHOL/(mmol/L.) 4.80 = 1.22 4.86 = 1.25 -0.396" 0.690
TRIG/(mmol/L) 2.09 +1.83 2.19 £ 1.76 -0.415" 0.68
HDL-C/(mmol/L) 1.14 £ 0.33 1.08 + 0.29 1.29" 0.196
LDL-C/(mmol/L) 2.99 + 1.05 3.04 £ 1.08 -0.319" 0.750
LP(a)/(mg/L) 203.92 + 184.68 239.36 +223.22 -1.33" 0.190
APOA1/(g/L) 1.33 £0.29 1.24 +0.25 2.45" 0.015
APOB100/(g/L) 0.96 + 0.37 0.97 £ 0.31 -0.161" 0.870
APOA1/APOB100 1.56 + 0.65 1.38 +0.44 2.48" 0.014

1) value of ¢, 2)value of x*, 3)follow—up out come
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Table 3 The comparisons between baseline and follow—up levels of lipids in two groups respectively

Non progress group

Progress group

Baseline

Follow—up

Baseline

Follow—up

t P t P
level level level level
CHOL/(mmol/L.) ~ 4.82 122 4.34+1.02 4.64 <0.001 490+ 1.26 4.23+1.10 6.083 < 0.001
TRIG/(mmol/L) 209+1.85 1.83+142 2.01 0.047 222+ 178 1.84 +1.37 242 0.017
HDL-C/(mmol/L.)  1.14 £ 0.33  1.12 +0.30 0.97 0.331 1.09 £0.29 1.05 +0.29 1.47 0.142
LDL-C/(mmol/L)  2.99 = 1.05 2.57 +0.93 4.56 <0.001 3.06 +1.09 2.55+1.00 5.205 < 0.001
APOA1/(g/1.) 1.33 £0.29 1.39+£0.32 -1.703 0.091 1.24+£0.25 1.31+0.28 -2.799 0.006
APOB100/(g/L.) 0.96 £ 0.37 0.98 = 0.37 -0.80 0426 097 +0.31 0.94+0.29 1.176 0.242
APOA1/APOB100 1.56 £0.65 1.58 +0.62 -0.239 0.811 1.38+£0.44 1.52+0.55 -3.22 0.002
LP(a)/(mg/L) 204 + 185 210+ 223 -0.66 0.509 264 +214 225+ 240 1.27 0.207
F4 BERRETHREZEEXESRERERERE Logistic @ 35317
Table 4 Single—variate Logistic regression analysis
OR 95%Cl P
APOAL1 0.316 (0.123,0.813) 0.017
APOB100 1.063 (0.505,2.241) 0.871
APOA1/APOB100 0.548 (0.335,0.897) 0.017
CHOL 1.042 (0.850,1.278) 0.691
HDL-C 0.583 (0.258,1.321) 0.196
LDL-C 1.040 (0.818,1.321) 0.749
TG 1.031 (0.894,1.188) 0.677
Lp(a) 1.001 (1.000,1.002) 0.188
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