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A Study on Plasma Apolipoprotein A-1 and Apolipoprotein B Levels
in Patients with Coronary Artery Disease
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Jung Pyung Seo, M.D., Moon Hee Ryu, M.D., Gwang Chae Gill, M.D.,
Joo Hyung Park, M.D., Myung Ho Jeong, M.D., Jeong Gwan Cho, M.D.,
Jong Chun Park, M.D., Jung Chaee Kang, M.D. ’
Department of Internal Medicine, Chonnam University Medical School, Kwangju, Korea

Background : It is known that dyslipidemia plays an important role in atherogenesis and pro-
gression of the disease. Recently it was reported that apolipoprotein levels are important in ath-
erogenesis. In Korean patients the study of the apolipoprotein levels as for the risk factor for
atherogenesis is still needed.

Subjects and Methods : The 107 patients who underwent coronary angiography to dif-
ferentate chest pain syndrome were subjected to this study. Thirty-two patients who had no
significant coronary artery disease served as a control group and 75 patients who had one or
more coronary stenoses more than 50% narrowing by luminal diameter served as the coronary
artery disease(CAD) group.

Plasma levels of total cholesterol, triglycerides, high density lipoprotein cholesterol(HDL-C),
apolipoprotein A-1(Apo A-1) and apolipoprotein B(Apo B) were measured from venous blood
after overnight fasting, and the results were compared between the groups.

Results : The male gender and smoking habits were more prevalent in the CAD group. To-
tal cholesterol levels were significantly higher in the CAD group but the HDL-C level was not
significantly different in two groups though the mean level of the HDL-C was some lower in
the CAD group. The Apo A-1 level was lower in the CAD group while the Apo B level was
higher in the CAD group compared to those of the control, Apo B / Apo A-1 ratio much
more distinctly discriminated the two groups.

Conclusion : These results suggest that the plasma Apo A-1, Apo B levels and the rato of
Apo B / Apo A-1 can be used for risk stratification of CAD.

KEY WORDS : CAD - Apolipoprotein A-1 - Apolipoprotein B.
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1YL 1FAME 69(19%), 2ToME 249
(31%)2.2 23oM o Bto SAHY Fo4L ol
Aok g 1PdME 1H(3%), 20dAE 159
(20%) 2.2 Tzt 93 Aol UKl FAA=
1ol A 7T9H(24%), 229X 469 (58%) 22 B5 Y
AgFolM BUtHp <0.01). AREE 1Z9ME @
Ao] 159, dAe] 1749 (d4.47%), 2TAME EAel
619, oAl 148 (3A, 80%)22 23X HAdul7}
E4tHp <0.05)(Table 1).

2. o4 EXjZolM g X|ohy
Apolipoprotein

FZY28ES 1794 197.9+33.7mg/dL, 279
A 217.3£50.3mg/dLE BEY A&TM o %
(p<0.05). FAALL 12ME 158.6+100.2mg/
dL, 234 171.94£102.9mg/dLE 23A %o
U F22] 793 2= itk HDL-CE 1294 e
42.4+10.1mg/dL, 23 A¥ 39.9+8.Tmg/dLE W=
ol w3 B AT o Fhoy Fog 2=
A cHTable 2). Apolipoprotein A-19] ZAHA+= 12
oA 135.8+21.9mg/dL, 24 121.4+24.8mg/

% ¥E XA

Table 1. Age, sex and other risk factors in patients without significant coronary stenosis and with coronary artery

disease
Group 1 (n=32) Group I (n=75) p-value
Age (yr) 51.8+£13.8 58.0+9.8 <0.05
Sex (% Male) 47 81 <0.05
Hypertension (%) 19 31 >0.05
DM (%) 3 20 >0.05
Smoking (%) 22 61 <0.01

Group | : Patients without Significant Coronary Stenosis.
Group I : Patients with Coronary Artery Disease.
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Table 2. Lipid and apoliprotein levels of the in patients with or without coronary artery disease

Group 1 (n=32) Group 1 (n=75) P-value
Total Cholesterol (mg/dL) 1979 + 33.1 217.3 + 50.35 < 0.05
Triglyceride (mg/dL) 158.6 + 100.2 1719 + 1029 >0.05
HDL-C (mg/dL) 424 + 101 3995 + 87 >0.05
Apolipoprotein A-l (mg/dL) 1365 + 216 1214 + 248 <001
Apolipoprotein B (mg/dL) 101.1 = 303 1205 + 330 <0.01
Apo B/ Apo A-l ratio 0.75 + 0.22 1.00 £+ 034 < 0.001

Group | and [ are as in Table 1.

Table 3. Apolipoprotein A-l, apolipoprotein B, apo B/apo A-l ratio, and lipid levels in patients without coronary artery
disease and with single-, double-, or triple-vessel disease

(Vo) v1) (V2) (v3)

No. 32 41 20 14

Age (yr) 518 = 137 574 £ 96 592 + 1.7 578 £ 63
Apo A-l (mg/dL) 1359 £+ 216 1234 + 249 1223 + 257 1142 + 199
Apo B (ml/dL) 101.7 £ 299 1155 + 322 1276 + 412 1217 £ 216
Apo B/ Apo A-l ratio 076 + 0.20 096 = 0.29 1.03 £ 023 109 =+ 0.24
Total-C (mg/dL) 979 + 332 2144 £ 543 2198 + 46.1 2256 + 401
Triglyceride (mg/dL) 171.2 £ 109.1 165.6 £ 102.1 1796 + 1185 1404 + 610
HDL-C (mg/dL) 425 + 99 391 £ 75 400 + 10.2 426 + 89

Vo : Without significant coronary artery stenosis
V2 : Two vessel disease
Total-C : Total cholesterol

dLZ 139 "3 234 folatAl o @sitkp <0.
01). Apolipoprotein B9 &A= 1ZA 101.1%
30.3mg/dL, 21 120.5433.0mg/dLE 234 &
oJ&tA EtHp <0.01). Apo B/Apo A-1 ®lE 1&
oA 0.73£0.22, 2Fl|A 1.00£0.342 2TA @A
3] E=%THp <0.001)(Table 2).
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V1 : One vessel disease
V3 : Three vessel disease
HDL-C : High density lipoprotein cholesterol
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Table 4. Relation between the severity of coronary artery disease and lipid and apolipoprotein levels

NCAG LCAD MCAD SCAD

No. 29 29 38 1

Age (yr) 518 + 139 545 + 102 606 + 87 567 + 9.8
Apo A-l (mg/dL) 1365 = 216 1243 + 199 1204 + 25.0 1191 + 300*
Apo B (mg/dL) 99.1 + 290 Mnie + 302 1234 + 35.2 1313 + 29.3*
Apo B/Apo A-l ratio 073+ 020 091 £ 0.24 1.04 £+ 027 113 £ 025"
Total-Chol (mg/dL) 1958 + 32.1 207.0 + 552 2236 + 436 2270 + 47.2¢
Triglyceride (mg/dL) 1576 + 98.2 1785 + 119.1 1549 + 746 198.8 + 1439
HDL-C (mg/dL) 424 + 10.2 387 + 77 40.2 + 89 430 = 90

*p < 0.05

**p < 0.01

NCAG : Group with normal coronary angiogram
MCAD : Moderately severe coronary artery disease group

LCAD : Mild coronary arterial disease group
SCAD : Severe coronary artery disease group

Fig. 1.
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