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ABSTRACT

Background and Objectives[] It has been recently reported that coronary artery disease (CAD) is more
correlated with postprandial triglyceride (TG) levels than fasting TG levels. We performed this study to compare
the patients with CAD to age- and sex-matched controls in regard to postprandial TG levels and to know the
effects of fenofibrate on postprandial TG levels. Materials and MethodJ Serum TG, total cholesterol (C),
HDL-C and LDL-C were measured before, and 2, 4, 6, 8, and 24 hours after a high-fat meal in 22 patients
(mean0 60 yr) with CAD and 12 normal subjects (mean 54 yr). The same parameters were also serially
measured after the high-fat meal plus fibrate in 10 patients with CAD (mean(] 59 yr). Results[] The patients
group without fibrate showed that more prolonged and exaggerated hypertriglyceridemia following the meal
than normal subjects, especially 4 to 8 hours after the meal and that lower HDL-C throughout the test duration.
These changes were also persisted when hyperlipidemic patients were excluded out of the patients group. The
patients with fibrate did not show such a significant elevation of TG levels 4 to 8hours after the meal
compared when normal subjects. The time to reach the peak TG levels after the meal was 4, 6, and 4 hours
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after the meal in normal subjects, patients with CAD, and fibrate group, respectively. Conclusionl] Coronary
artery disease is clearly related with postprandial hypertriglyceridemia than fasting TG levels and postprandial
hypertriglyceridemia can be somewhat prevented by fibrate. (KKorean Circulation J 1999529 (7):680-687)
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Table 1. Clinical characteristics of the study population

Group Control CAD Fibrate
Number 12 22 10
Age (yr) 54+ 6 60+ 10 59+ 11
Sex (MO F) 40 8 12010 307
Diagnosis

Angina pectoris 0 14 4
AMI 0 8 6
BUN (mg/dl) 152+ 24 168+ 51 16.6+ 3.7
Creatinine (mg/dl) 1.1+ 0.2 0.9+ 0.3 1.1£ 0.5
Bilirubin (mg/dl) 0.7+ 0.2 0.6 0.3 0.7+ 0.3

ALP (mg/dl) 80+ 22 79+ 25 6615
AST (mg/dl) 20+ 19 112+ 187 72+ 59
ALT (mg/dl) 20420 39+ 30 42+ 36

Statistically not significant among any group in the
above variables

Table 2. Baseline lipid profiles of the study population

00 000 paired t—test 00000, 0 OO0 O
00 OO0 000 0000 chi—square testt OO0
0O0.00 0ODO0O0OD OO0 00O Pearson correlation
cofficients] OO0 0O00O0O0O. OOO0OOO OO
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+ 59 mg/dl, 178+ 74 mgs/dl, 162+ 48 mg/diC OO0
U0 0b0o 00 0Ob boob oo obo ooo
0.000 OO 000O0Oogo oo 200+ 27 mg/dl,
214+ 50 mg/dl, 240+ 56 mg/did 0 OOOO OO0
gob ooobo ooboo, boo oob ooooo
O 00 52+ 15 mg/dl, 37+ 8 mg/dl, 35+ 7 mg/diO]
o000 00O 0ob boo oo ooobo ooa. o
00 000 000000 00 120+ 31 mo/dl, 142
+ 48 mg/dl, 173+ 54 mg/diId 0 fibrate OOOOO
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0o0oOo, fibrate 0O0O0O OO0 OOOO fibrate
00 0bOooo Oooo oo O 2000 oo od
000 OO 180+ 74 mg/dl, 248+ 81 mg/dl, 225+
88 mg/diD O, 40000 199+ 68 mg/dl, 316+ 120
mg/dl, 281+ 136 mg/di0d, 60000 177+ 78
mg/dl, 335+ 145 mg/dl, 250+ 129 mg/di0 O, 8000
00 110+ 51 mg/dl, 260+ 126 mg/dl, 170+ 74

CAD (nO 22) hyperlipidemia CAD .
Group Control (nO 12) Fibrate (nO 10)
+(nO11) —-(nO11) total (nO 22)
Triglyceride (mg/dl) 130+ 59 227+ 65* 128+ 46 178+ 74 162+ 48
Total cholesterol (mg/dl) 200+ 27 246+ 49 182+ 24 214+ 50 240+ 56
HDL-cholesterol (mg/dl) 52+ 15 35+ 39+ 10 37+ 8* 35+ 7*
LDL-cholesterol (mg/dl) 120+ 31 166+ 56 118+ 22 142+ 48 173+ 54*

Hyperlipidemia means serum triglyceride =220 md/dl or total cholesterol =220 mg/dl

*0 p<0.05 compared with data of control
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Fig. 1. Serial changes of triglyceride concentration
according to the study groups after single high-fat
meal. *0 p<0.05 and t 0 p<0.01 compared with data
of the control.
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Fig. 2. Serial changes of triglyceride concentration
according to the study groups after single high-fat
meal. *0 p<0.05 and t O p<0.005 compared with the
data of control, ¥ 0 p<0.01 and § O p00.019, and
I O pO0.066 compared with the baseline data in
each group.
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Fig. 3. Serial changes of total cholesterol concentration
according to the study groups after single high-fat
meal.
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Fig. 4. Serial changes of HDL-cholesterol level accor-
ding fto the study groups after single high-fat meal.
*0 p<0.01 compared with control.
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Fig. 5. Serial changes of LDL-cholesterol level accor-
ding fto the study groups after single high-fat meal.
*0 p<0.05 compared with control.
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Fig. 6. The correlation between fasting triglyceride (TG)
levels and HDL-cholesterol levels in study subjects.

gsoo- 5B

E o n=44

= | y=138.4 - 2.5x
$ 2000 r=-0.33

3 o 0, p=0.029

3 100

g

>

)

£ 0

k]

o

[Tl

&-100 ]

e

Q

2 100 I L L | | | )
F"70 30 40 50 60 70 80 90

HDL-cholesterol (mg/dl)

Fig. 7. The correlation between the fasting HDL-cho-
lesterol levels and the changes of friglyceride levels 8
hours after the meal in study subjects.
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