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Relation of Postprandial Hypertriglyceridemia and Coronary Heart Disease
BAI Yu— Rong, CHEN Hong, JIANG Bao— Qi, JIA Mei, and LI Bai- Hua

( Department o Cardiology, People’ s Hospital, Bejjing Medical University,
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ABSTRACT

Coronary Heart Disease;

Aim To evaluate the effects of postprandial hypertriglyceride on CHD in Chinese.

Beijing 100044, China )
Triglyceride;  Lipoprotein, HDL

Methods Fat toler

ance test (fat: 53.4 g/m” body surface area)was performed in 61 subjects who were divided into two groups: CHD( n= 30) and

control( n= 30).
2,4,6,8 and 10 h after a standardized fat test meal.

Concentration of triglyceride(TG) and high density lipoprotein cholesterol HDLC) were determined before and
Both the peak concentration of postprandial TG (6. 15 3. 00 mmol/L) and

the Area Under Curve [ AUC, 25.96 *14. 33 mmol/ (h*L)] of postprandial triglyceride concentration were higher in CHD than

those [ 4. 59 2. 09 mmol/ L and 14. 69 £6. 58 mmol/ (h*L),

CHD by multivariate logistic— regression analysis.
h postprandial triglyceride( TGg or TGsg) .
eridemia in CHD.
TGg or TGg may replaced AUC and simplify the fat load test.
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P< 0.005] m control.

The abnormal postprandial hypertriglceridemia is an independent risk factor of CHD.

The AUC is an independent risk factor of

There is a positive correlation between AUC and the concentration of 6 and 8

Conclusions  Our study indicated that there be abnormal postprandial hypertriglyc

The concentration of
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F1 ERESMREATEMAEKE
Table 1 Fasting lipid profile in the two groups(x *s)

Parameter CHD( n= 30) Control( n= 31)
TG(mmol/ L) 2.97 %£1.76 2.19 0. 95
TC(mmol/ L) 5.12+1.03 5.01 0. 76
LDLC(mmol/ L) 2.81%0.7.3 2.76 10. 53
HDLC mmol/ L) 0.99 £0. 30 1.11 0. 35
APOB(g/L) 0.93 £0. 20* 0.83%0.17

a: P< 0.05, compared with control group.
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Figure 1 Density of postprandial triglyceride

B Ja H i = Ee A Y 22T T AR AT R Bk I
AEFA R i = R Y A i B T = G A B e ) A
TS A 4E R 1] e O 2H 1) AUCT 25. 96 14,
33 mmol/ (he L) | S %8 J& H i =B i 08 S 82 A (4. 30
2. 49 mmol/ L) 3T X4 BEEL[ 43 7N 14. 69 6. 58
mmol/ (h*L) 55 2. 50 £1. 68 mmol/ L], % |4 % & 3
PE(P< 0.005) .

B E B SH T = BRI R S S IR H i =R
WREE I ZAE, RIAR J5 5 mUH T = R R B 386 K 1) 468 %
fH( ATG), AT Bk s ANV H i = BRI .



348

ISSN 1007-3949 Chin J Arterioscler, Vol 8, No 4

ORHZENG 4h6h K& 8 h i) ATG 4354 3.29 *1.
21 mmol/L. 3. 87 £1. 52 mmol/L A1 3. 71 £1. 16
mmol/ L, KFXF M (P< 0.05, P< 0.005) (& 2,
Figure 2) .

4 1 B control
4 ] cHD ]

e
Las

A

J

ATG(mmol /1)

lllllllll‘llj

—

4 (§ 8 10

i~

Time(h)

2 BEEHH=-EEREEKESE
Figure 2 Change of ATG In the two groups
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