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Summary 
Increased and prolonged postprandial lipemia has been identified 
as a risk factor of cardiovascular disease. However, there is no 
consensus on how to test postprandial lipemia, especially with 
respect to the composition of an experimental meal. To address 
this question of how glucose, when added to a fat load, affects 
the selected parameters of postprandial lipemia, we carried out 
a study in 30 healthy male volunteers. Men consumed an 
experimental meal containing either 75 g of fat + 25 g of glucose 
(F+G meal) or 75 g of fat (F meal) in a control experiment. Blood 
was taken before the meal and at selected time points within the 
following 8 h. Glucose, when added to a fat load, induced an 
increase of glycemia and insulinemia and, surprisingly, a 20 % 
reduction in the response of both total and active glucagon-like 
peptide-1 (GLP-1) concentration. The addition of glucose did not 
affect the magnitude of postprandial triglyceridemia and TRL-C 
and TRL-TG concentrations but stimulated a faster response of 
chylomicrons to the test meal, evaluated by changes in 
apolipoprotein B-48 concentrations. The addition of glucose 
induced the physiological response of insulin and the lower 
response of GLP-1 to the test meal during the early postprandial 
phase, but had no effect on changes of TRL-cholesterol and  
TRL-TG within 8 h after the meal. 
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Introduction 
 

Increased triglyceride (TG) concentration is 
generally accepted as a risk factor for ischemic heart 
disease and, according to recent guidelines, lowering TG 
has become a therapeutic target for reducing 
cardiovascular disease risk. There is evidence that 
triglyceride-rich lipoproteins (TRL) and their remnants 
are directly involved in the pathogenesis of 
atherosclerosis (Chapman et al. 2011).  

Traditionally, TG concentration is measured in 
the fasting state (8-12 h after overnight fasting) mainly 
because the rise in TG levels after a meal exhibits a high 
variation (Kolovou et al. 2011). Recent data from The 
Copenhagen City Heart Study and other studies point out 
that non-fasting TG concentration is more closely 
associated with cardiovascular disease risk than fasting 
TG concentration (Nordestgaard et al. 2007, Freiberg et 
al. 2008, Mora et al. 2008). It should be pointed out that 
humans spend the larger part of the day in a postprandial 
state.  

Analogous to the oral glucose tolerance test, it 
would be convenient to administer a fat tolerance test to 
reveal subjects with defective TRL metabolism. It has 
been shown in a number of studies that the magnitude of 
postprandial lipemia is affected by diet, physical activity, 
genetic factors, and by the amount and composition of the 
experimental meal (Lairon 1996, Annuzzi 2008). 
However, the interpretation of the results of these studies 
is complicated due to the use of very different 
experimental designs. Moreover, most of these studies do 
not pay attention to the fact that the metabolism of 
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nutrients in the postprandial phase is controlled by 
changes in the hormonal milieu induced by the nutrients 
themselves. For example, insulin secretion should inhibit 
lipolysis in adipose tissue and affect lipoprotein lipase 
(LPL) activity in such a way that TG is preferentially 
hydrolyzed and uptaken in adipose tissue, not in the 
muscle (Goldberg et al. 2009, Kersten 2014). Although 
the administration of fat alone stimulates insulin secretion 
(Lindgren et al. 2011), its effect is only negligible 
compared to the insulin response to glucose 
administration. It is not quite clear how the addition of 
a relatively small amount of glucose (which induces the 
physiological insulin response) affects the magnitude and 
duration of postprandial lipemia. To address such 
a question, we studied the effect of the addition of 25 g  
of glucose to 75 g of fat on selected parameters of 
postprandial lipemia for 8 h in 30 healthy volunteers. The 
composition of the test meal was close to that 
recommended by an expert panel in 2011 (Kolovou et al. 
2011). Moreover, we also analyzed the effect of the 
addition of glucose on the concentration of glucagon-like 
peptide-1 (GLP-1), another important player in the 
regulation of hormonal secretion in the postprandial state 
(Holst 2007). 
 
Methods 
 
Subjects 

Thirty healthy male volunteers with 
triglyceridemia lower than 2.5 mmol/l (Table 1) were 
included in the study. All participants gave written 
informed consent and the study was approved by the 
Ethics Committee of the Institute for Clinical and 
Experimental Medicine and Thomayer Hospital in 
Prague. All work was conducted in compliance with the 
principles of the Declaration of Helsinki. 

 
 

Table 1. Characteristics of volunteers. 
 

Characteristic Mean ± SD 

Age [years] 34.0±8.2 
BMI [kg/m2] 26.1±3.2 
Waist [cm] 92.1±9.8 
Hip [cm] 101.4±6.8 
Glucose [mmol/l] 5.5±0.5 
Total cholesterol [mmol/l] 4.41±0.75 
TG [mmol/l] 1.10±0.49 

 
Data are presented as mean ± SD (n=30). 

Study design 
Two experiments were carried out in each of the 

volunteers. In one experiment the volunteers consumed 
a test meal consisting of 75 g of fat (225 ml of 30 % 
whipping cream) and 25 g of glucose (3240 kJ); in the 
control experiment the volunteers consumed just 75 g of 
fat (2830 kJ). Participants were asked to avoid alcohol 
24 h before the study and to consume their last evening 
meal by 9 p.m. at the latest. The order of both 
experiments was randomized and they were carried out 
with an interval lasting at least 2 weeks. 

At the beginning of each part, a cannula for 
collecting blood samples was inserted into the antecubital 
vein of the forearm. The first blood sample was obtained 
and the test meal was consumed within 5 min. Other 
blood samples were obtained 0.5, 1, 1.5, 2, 4, 6 and 8 h 
after the test meal. After the last blood collection, 8 h 
after meal consumption, heparin (Léčiva, Prague, Czech 
Republic) was injected intravenously at a dose of 
100 IU/kg and 10 min later blood was taken for 
determination of LPL mass in post-heparin plasma. 
During the tests, volunteers could drink only water and 
were not allowed to eat any food. 

 
Biochemical methods 

Blood samples for plasma TG, cholesterol, 
HDL-cholesterol, LDL-cholesterol, free fatty acids 
(FFA), glucose, insulin, apoB-48 and GLP-1 
concentrations were collected in EDTA vacutainer tubes. 
Aliquots of blood for measurement of active GLP-1 
concentration were collected according to manufacturer 
instructions. Post-heparin plasma was collected into 
heparinized vacutainer tubes. Aliquots of plasma acquired 
at all time points were stored frozen at –80 °C until 
analyzed. 

The concentrations of TG and cholesterol in 
plasma were measured using enzymatic kits (Roche 
Diagnostics, Mannheim, Germany), glucose 
concentration was measured using a kit from PLIVA 
Lachema Diagnostika (Brno, Czech Republic) and FFA 
were measured using a kit from Wako Chemicals GmbH 
(Germany). Plasma insulin levels were measured using 
IRMA (Immunotech, Beckman Coulter, Prague, Czech 
Republic). Apolipoprotein B-48 concentrations in plasma 
and in triglyceride-rich lipoproteins (TRL) were 
measured using a human ApoB-48 ELISA kit (Shibayagi 
Co., Ltd., Shibukawa, Japan). Total apolipoprotein B 
concentration in the TRL fraction was measured using an 
Apolipoprotein B Human ELISA kit (Abcam plc, United 
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Kingdom). Concentrations of total and active GLP-1 
were measured using ELISA kits (EMD Millipore, 
Missouri, USA). These parameters were measured at all 
time points.  

TRL were isolated from plasma obtained at 0, 1, 
2, 4, 6 and 8 h by ultracentrifugation (Havel et al. 1955). 
Cholesterol and TG in TRL were measured using 
enzymatic kits as described above. LPL mass was 
measured in heparinized plasma collected at the end of 
each test using ELISA kits (Alpco Immunoassays, Salem, 
USA). 
 
Statistical analyses 

The differences between changes of parameters 
under the study were evaluated using ANOVA for 
repeated measurements (JMP® 10.0.0, SAS Institute 
Inc.) and corresponding post-hoc tests were carried out 
where significant differences were found. The areas 
under curves were compared by the paired t-test using 
GraphPadInStat. 
 
Results 
 

The addition of 25 g of glucose to a 75 g fat load 
induced a 19 % increase in glycemia and a corresponding 
4.5-fold increase in insulinemia, both peaking 30 min 
after the meal (Fig. 1). Glycemia did not rise after the 
pure fat load and only a relatively small increment in 
insulin concentration was observed (Fig. 1). The 
concentration of both total GLP-1 and the active form of 
GLP-1 increased after the meal. The addition of glucose 

to the fat load resulted in an approx. 22 % reduction of 
the total GLP-1 response and an 18 % reduction of the 
active GLP-1 response during the first two hours after the 
meal (Fig. 1). 

The consumption of 75 g of fat induced 
a significant increase in triglyceridemia peaking between 
2 and 4 h (Fig. 2). The course and magnitude of 
postprandial hypertriglyceridemia were not affected by 
the added glucose. The same applies for the changes in 
concentration of cholesterol and triglyceride in 
triglyceride-rich lipoproteins (TRL) (d<1.006 g/ml) 
(Table 2). The magnitude of the response of both plasma 
and TRL apolipoprotein B-48 (apoB-48) concentrations 
to the fat load did not differ between both experiments. 
However, using ANOVA for repeated measures it was 
demonstrated that the course of changes in apoB-48 
concentrations differed between both experiments – the 
apoB-48 response was faster after glucose addition. No 
differences between both experiments were observed for 
changes in TRL-apoB concentrations, which included 
both hepatic apoB-100 and intestinal apoB-48. The 
course of free fatty acid (FFA) concentrations did not 
differ statistically significantly between both 
experiments, although the statistically significant 
decrease of FFA concentration was observed after 
glucose.  

Finally, LPL mass in post-heparin plasma 
collected 8 h after the meal did not differ between  
F and F+G experiments (503±102 vs. 476±95 ng/ml, 
respectively).

Fig. 1. Concentrations of glucose, insulin 
and total and active glucagon-like peptide 1 
(GLP-1). Data are presented as mean ± SD 
(n=30). ### p<0.001 for differences 
between both curves as evaluated by 
ANOVA for repeated measures; ** p<0.01, 
*** p<0.001 vs. baseline. 
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Fig. 2. Concentrations of triglyceride (TG), 
free fatty acids (FFA), plasma and 
triglyceride-rich lipoproteins (TRL) 
apolipoprotein B-48 (apoB-48). Data are 
presented as mean ± SD (n=30). # p<0.05, 
## p<0.01 for differences between both 
curves as evaluated by ANOVA for repeated 
measures; * p<0.05, *** p<0.001 vs. baseline. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

 
Table 2. Areas under curves (AUC) of selected parameters during postprandial lipemia. 
 

 AUC (0-8 h)  2 h AUC (0-2 h)  4 h AUC (0-4 h)  
Parameter F+G F t-test F+G F t-test F+G F t-test 

TG [mmol*h/l] 11.8±4.7 11.2±4.1 n.s.       
TRL - TG [mmol*h/l] 8.5±4.2 8.6±3.8 n.s.       
Cholesterol [mmol*h/l] 35.7±6.8 34.7±5.4 n.s.       
FFA [mmol*h/l] 4.0±1.0 4.4±1.2 n.s.       
Glucose [mmol*h/l]    37.7±5.8 34.09±3.5 0.001 43.8±6.3 43.0±4.3 n.s. 
Insulin [mIU*h/l]    37.9±17.3 19.2±6.7 <0.001 51.0±22.4 31.2±10.6 <0.001 
GLP-1 Total [pmol*h/l]    28.4±16.4 36.2±19.1 <0.001 59.6±32.5 71.6±38.6 0.001 
GLP-1 Active [pmol*h/l]    9.7±5.2 11.8±5.7 <0.001 20.4±9.4 22.7±10.5 0.024 
ApoB-48 [mg*h/l] 100.4±43.4 94.1±42.9 n.s.       
ApoB-48 TRL [mg*h/l] 55.6±38.2 54.0±36.0 n.s.       
ApoB [mg*h/l] 710.1±432.8 662.3±374.5 n.s.       

 
Data are presented as mean ± SD (n=30). 

 
 

Discussion 
 

In this study of young healthy volunteers, we 
demonstrate that the addition of 25 g of glucose to a fat 
load induced an expected physiological increase of 
glycemia and insulinemia and, surprisingly, a suppression 
of GLP-1 response compared to a fat load alone. The 
addition of glucose did not affect the magnitude and 
duration of postprandial triglyceridemia and TRL-C and 
TRL-TG concentrations. However, it did stimulate a faster 
response of chylomicrons to the test meal as evaluated on 
the basis of changes in apolipoprotein B-48 concentrations.  

GLP-1 is recognized as an important signaling 

molecule which potentiates insulin secretion. It is 
secreted from enteroendocrine L-cells after stimulation 
with nutrients (carbohydrate, lipid, protein) and bile salts 
(Ezcurra et al. 2013). GLP-1 acts as an insulinotropic 
peptide in a glucose-dependent manner only (Holz 2004), 
a finding for which our results provide elegant support. 
In our study, even though the F meal induced a higher 
GLP-1 response, it did not induce an insulin response 
compared to the F+G meal.  

The findings that both active and total GLP-1 
secretion are suppressed when glucose is added to a fat 
load are rather surprising. Whereas active GLP-1 
represents the metabolically active incretin, total GLP-1 
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also comprises the molecules that are inactivated by the 
proteolytic action of dipeptidyl peptidase-4 (DPP-4). Due 
to the very short half-life of active GLP-1, total GLP-1 
concentration is considered a better marker of GLP-1 
secretion (Holst 2007). Due to the similar course of both 
the active and total GLP-1 response, we can assume that 
glucose addition to a fat load directly affects GLP-1 
production. 

It has been described that both glucose and fat 
induce a GLP-1 response (Carr et al. 2008, Herrmann et al. 
1995) and that they use independent regulatory pathways 
to stimulate GLP-1 secretion by intestinal L-cells (Ezcurra 
et al. 2013). Consequently, the combination of fat and 
glucose should not diminish GLP-1 secretion. However, to 
the best of our knowledge, no experimental data address 
the question of the effect of a similar combination of two 
nutrients. We can only speculate why the addition of 
glucose to a fat load suppresses the GLP-1 response. First, 
glucose added to a test meal could slow down gastric 
emptying (Cohen and Berger 1990), but it is unlikely 
because it should also slow down the beginning of 
postprandial changes in triglyceridemia. Second, there 
might be an earlier peak of GLP-1 concentration after the 
F+G meal even though this is also highly unlikely – no 
such peak has been observed in studies that used different 
nutrients to induce an incretin response, including mixed 
meals (Carr et al. 2008, Herrmann et al. 1995). Third, we 
can speculate that glucose ingestion can activate the 
feedback inhibition of GLP-1 secretion by hyperglycemia 
and/or hyperinsulinemia. For example, Vollmer et al. 
(2009) reported that acute hyperglycemia during 
hyperglycemic clamp reduces postprandial GLP-1 levels 
by approximately 50 %. However, it cannot be excluded 
from their data that hyperinsulinemia also plays a role in 
feedback inhibition of GLP-1 secretion. A 45-min infusion 

of insulin at the beginning of their experiments resulted in 
a 15-20 % reduction of GLP-1 concentration. 

It is recognized that hypertriglyceridemia in the 
postprandial phase results from the accumulation of TRL 
of both intestinal and hepatic origin. The addition of 25 g 
of glucose to a fat load neither had an effect on the 
magnitude and duration of postprandial triglyceridemia nor 
on the concentration of TRL-C and TRL-TG. This is in 
contrast to a previous study which showed that glucose 
addition reduced the magnitude of postprandial lipemia in 
a dose-dependent manner (Cohen and Berger 1990). In 
their study, glucose ingestion resulted in delayed gastric 
emptying and decreased VLDL production. The 
differences between their and our results could be 
explained by the lower glucose dose (50 g and 100 g vs. 
25 g of glucose, respectively) and higher fat load (40 g vs. 
75 g of fat, respectively) in our study. As stated above, it 
does not seem likely that decelerated gastric emptying 
could take place under the conditions of our study. FFA 
concentration is believed to be a major determinant of the 
VLDL production rate (Lewis 1997). However, there was 
no statistically significant difference in the AUC of FFA 
despite the mild suppression of FFA concentration in the 
early postprandial phase after the F+G meal, which 
suggests that the VLDL production rate may not be 
significantly affected in our experiment. Another important 
determinant of magnitude of postprandial lipemia is the 
amount and activity of lipoprotein lipase, the rate-limiting 
factor of TRL-TG clearance from circulation. However, 
LPL mass was not affected by glucose when added to a fat 
load. Therefore, the glucose in the amount used in our 
study (25 g) was not enough to induce marked changes in 
VLDL production and metabolism. In support of that, we 
did not observe any differences in TRL apoB between both 
experiments (Table 3). 

 
 
Table 3. Changes in triglyceride-rich lipoproteins (TRL) concentrations during postprandial lipemia. 
 

Time [h]  0 1 2 4 6 8 ANOVA 

TRL-TG 
[mmol/l] 

F+G 0.77±0.49 1.03±0.51** 1.23±0.62*** 1.32±0.73*** 1.01±0.51* 0.64±0.41 n.s. 
F 0.73±0.38 0.94±0.45 1.34±0.59*** 1.40±0.75*** 0.94±0.49 0.58±0.32 

TRL-C 
[mmol/l] 

F+G 0.31±0.21 0.33±0.20 0.34±0.20 0.39±0.24** 0.34±0.22 0.23±0.17* 
n.s. 

F 0.29±0.15 0.31±0.15 0.34±0.16* 0.38±0.19** 0.30±0.18 0.20±0.14* 
TRL ApoB 
[mg/l] 

F+G 90.01±55.70 85.49±52.10 88.01±52.74 93.31±55.28 91.72±69.00 77.49±60.25* 
n.s. F 89.24±47.07 88.23±44.96 81.46±47.27 88.39±49.96 82.11±57.87 66.29±47.63** 

 
Data are presented as mean ± SD (n=30). * p<0.05, ** p<0.01, *** p<0.001 against time 0. ANOVA – the statistical significance for 
differences between the F+G meal and the F meal is evaluated using ANOVA for repeated measures. 
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In spite of there being no differences during the 
course of postprandial triglyceridemia, the ANOVA for 
repeated measures detected differences during the course 
of changes in plasma and TRL apoB-48 concentrations 
between both experiments. ApoB-48 concentration (and 
thus a number of chylomicron particles) rose in plasma 
earlier after the F+G meal. Previous work has shown that 
some TG remains in the enterocytes after each meal and 
that these TG are secreted from the intestine very quickly 
after glucose administration (Robertson et al. 2003). It 
has been demonstrated that glucose ingestion 5 h after 
a fatty meal mobilizes lipid droplets in enterocytes, 
eliciting an elevation in plasma TG and apoB-48. It has 
also been demonstrated that glucose can directly increase 
lipid-stimulated chylomicron particle production 
independent of changes in pancreatic hormones or gastric 
emptying (Xiao et al. 2013). Moreover, a mixed meal 
with a high glycemic index results in higher apoB-48 
concentrations when compared with a meal with a low 
glycemic index (Harbis et al. 2001). 

Currently, there is no consensus on the design of 
postprandial lipemia-testing with respect to the 
composition of the test meal, especially in relation to the 
content of nutrients other than fat. Our data suggest that 
the addition of 25 g of glucose to 75 g of dairy fat does 
not diminish the magnitude of postprandial lipemia 
compared to higher glucose loads and that it induces the 
physiological response of insulin. For this reason, this 

design might be suitable for the measurement of 
postprandial lipemia in clinical studies. 

In conclusion, the addition of 25 g of glucose to 
a fat load induced an expected physiological increase of 
glycemia and insulinemia and, surprisingly, a suppression 
of GLP-1 response compared to a fat load alone. The 
mechanism of such an effect of glucose addition remains 
to be determined. The addition of glucose did not affect 
the magnitude and duration of postprandial 
triglyceridemia and TRL-C and TRL-TG concentrations, 
although it did stimulate a faster response of 
chylomicrons to the test meal, as evaluated on the basis of 
changes in apoB-48 concentrations. 
 
Conflict of Interest 
There is no conflict of interest. 
 
Acknowledgements 
This project was supported by grant no. NT 14027-
3/2013 from IGA MH CR. The Centre for Experimental 
Medicine (IKEM) received financial support from the 
European Commission within the Operational 
Programme, Prague – Competitiveness; project 
“CEVKOON” (#CZ.2.16/3.1.00/22126). The authors 
wish to thank Monika Fiedlerová, Dana Körberová and 
Regina Stupalová for their excellent technical assistance 
and Věra Lánská for the statistical analysis.  

 
References 
 
ANNUZZI G: Genetic and environmental modulation of postprandial lipemia: from a better knowledge of the 

mechanisms to a more effective treatment strategy. Nutr Metab Cardiovasc Dis 18: 169-172, 2008. 
CARR RD, LARSEN MO, WINZELL MS, JELIC K, LINDGREN O, DEACON CF, AHREN B: Incretin and islet 

hormonal responses to fat and protein ingestion in healthy men. Am J Physiol Endocrinol Metab 295: E779-
E784, 2008. 

CHAPMAN MJ, GINSBERG HN, AMARENCO P, ANDREOTTI F, BOREN J, CATAPANO AL, DESCAMPS OS, 
FISHER E, KOVANEN PT, KUIVENHOVEN JA, LESNIK P, MASANA L, NORDESTGAARD BG, RAY 
KK, REINER Z, TASKINEN MR, TOKGOZOGLU L, TYBJAERG-HANSEN A, WATTS GF: Triglyceride-
rich lipoproteins and high-density lipoprotein cholesterol in patients at high risk of cardiovascular disease: 
evidence and guidance for management. Eur Heart J 32: 1345-1361, 2011. 

COHEN JC, BERGER GM: Effects of glucose ingestion on postprandial lipemia and triglyceride clearance in humans. 
J Lipid Res 31: 597-602, 1990. 

EZCURRA M, REIMANN F, GRIBBLE FM, EMERY E: Molecular mechanisms of incretin hormone secretion. Curr 
Opin Pharmacol 13: 922-927, 2013. 

FREIBERG JJ, TYBJAERG-HANSEN A, JENSEN JS, NORDESTGAARD BG: Nonfasting triglycerides and risk of 
ischemic stroke in the general population. JAMA 300: 2142-2152, 2008. 

GOLDBERG IJ, ECKEL RH, ABUMRAD NA: Regulation of fatty acid uptake into tissues: lipoprotein lipase- and 
CD36-mediated pathways. J Lipid Res 50 (Suppl): S86-S90, 2009. 



2015  Glucose and Postprandial Lipemia  S369  
 

 

HARBIS A, DEFOORT C, NARBONNE H, JUHEL C, SENFT M, LATGE C, DELENNE B, PORTUGAL H, 
ATLAN-GEPNER C, VIALETTES B, LAIRON D: Acute hyperinsulinism modulates plasma apolipoprotein 
B-48 triglyceride-rich lipoproteins in healthy subjects during the postprandial period. Diabetes 50: 462-469, 
2001. 

HAVEL RJ, EDER HA, BRAGDON JH: The distribution and chemical composition of ultracentrifugally separated 
lipoproteins in human serum. J Clin Invest 34: 1345-1353, 1955. 

HERRMANN C, GOKE R, RICHTER G, FEHMANN HC, ARNOLD R, GOKE B: Glucagon-like peptide-1 and 
glucose-dependent insulin-releasing polypeptide plasma levels in response to nutrients. Digestion 56: 117-126, 
1995. 

HOLST JJ: The physiology of glucagon-like peptide 1. Physiol Rev 87: 1409-1439, 2007. 
HOLZ GG: New insights concerning the glucose-dependent insulin secretagogue action of glucagon-like peptide-1 in 

pancreatic beta-cells. Horm Metab Res 36: 787-794, 2004. 
KERSTEN S: Physiological regulation of lipoprotein lipase. Biochim Biophys Acta 1841: 919-933, 2014. 
KOLOVOU GD, MIKHAILIDIS DP, KOVAR J, LAIRON D, NORDESTGAARD BG, OOI TC, PEREZ-MARTINEZ 

P, BILIANOU H, ANAGNOSTOPOULOU K, PANOTOPOULOS G: Assessment and clinical relevance of 
non-fasting and postprandial triglycerides: an expert panel statement. Curr Vasc Pharmacol 9: 258-270, 2011. 

LAIRON D: Lipid absorption and metabolism: physiological and molecular aspects. Proc Nutr Soc 55: 1-3, 1996. 
LEWIS GF: Fatty acid regulation of very low density lipoprotein production. Curr Opin Lipidol 8: 146-153, 1997. 
LINDGREN O, CARR RD, DEACON CF, HOLST JJ, PACINI G, MARI A, AHREN B: Incretin hormone and insulin 

responses to oral versus intravenous lipid administration in humans. J Clin Endocrinol Metab 96: 2519-2524, 
2011. 

MORA S, RIFAI N, BURING JE, RIDKER PM: Fasting compared with nonfasting lipids and apolipoproteins for 
predicting incident cardiovascular events. Circulation 118: 993-1001, 2008. 

NORDESTGAARD BG, BENN M, SCHNOHR P, TYBJAERG-HANSEN A: Nonfasting triglycerides and risk of 
myocardial infarction, ischemic heart disease, and death in men and women. JAMA 298: 299-308, 2007. 

ROBERTSON MD, PARKES M, WARREN BF, FERGUSON DJ, JACKSON KG, JEWELL DP, FRAYN KN: 
Mobilisation of enterocyte fat stores by oral glucose in humans. Gut 52: 834-839, 2003. 

VOLLMER K, GARDIWAL H, MENGE BA, GOETZE O, DEACON CF, SCHMIDT WE, HOLST JJ, MEIER JJ: 
Hyperglycemia acutely lowers the postprandial excursions of glucagon-like peptide-1 and gastric inhibitory 
polypeptide in humans. J Clin Endocrinol Metab 94: 1379-1385, 2009. 

XIAO C, DASH S, MORGANTINI C, LEWIS GF: Novel role of enteral monosaccharides in intestinal lipoprotein 
production in healthy humans. Arterioscler Thromb Vasc Biol 33: 1056-1062, 2013. 

 
 
 



<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles true
  /AutoRotatePages /None
  /Binding /Left
  /CalGrayProfile (Dot Gain 20%)
  /CalRGBProfile (sRGB IEC61966-2.1)
  /CalCMYKProfile (U.S. Web Coated \050SWOP\051 v2)
  /sRGBProfile (sRGB IEC61966-2.1)
  /CannotEmbedFontPolicy /Error
  /CompatibilityLevel 1.4
  /CompressObjects /Tags
  /CompressPages true
  /ConvertImagesToIndexed true
  /PassThroughJPEGImages true
  /CreateJobTicket false
  /DefaultRenderingIntent /Default
  /DetectBlends true
  /DetectCurves 0.0000
  /ColorConversionStrategy /CMYK
  /DoThumbnails false
  /EmbedAllFonts true
  /EmbedOpenType false
  /ParseICCProfilesInComments true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 1048576
  /LockDistillerParams false
  /MaxSubsetPct 100
  /Optimize true
  /OPM 1
  /ParseDSCComments true
  /ParseDSCCommentsForDocInfo true
  /PreserveCopyPage true
  /PreserveDICMYKValues true
  /PreserveEPSInfo true
  /PreserveFlatness true
  /PreserveHalftoneInfo false
  /PreserveOPIComments true
  /PreserveOverprintSettings true
  /StartPage 1
  /SubsetFonts true
  /TransferFunctionInfo /Apply
  /UCRandBGInfo /Preserve
  /UsePrologue false
  /ColorSettingsFile ()
  /AlwaysEmbed [ true
  ]
  /NeverEmbed [ true
  ]
  /AntiAliasColorImages false
  /CropColorImages true
  /ColorImageMinResolution 300
  /ColorImageMinResolutionPolicy /OK
  /DownsampleColorImages true
  /ColorImageDownsampleType /Bicubic
  /ColorImageResolution 300
  /ColorImageDepth -1
  /ColorImageMinDownsampleDepth 1
  /ColorImageDownsampleThreshold 1.50000
  /EncodeColorImages true
  /ColorImageFilter /DCTEncode
  /AutoFilterColorImages true
  /ColorImageAutoFilterStrategy /JPEG
  /ColorACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /ColorImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000ColorACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000ColorImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasGrayImages false
  /CropGrayImages true
  /GrayImageMinResolution 300
  /GrayImageMinResolutionPolicy /OK
  /DownsampleGrayImages true
  /GrayImageDownsampleType /Bicubic
  /GrayImageResolution 300
  /GrayImageDepth -1
  /GrayImageMinDownsampleDepth 2
  /GrayImageDownsampleThreshold 1.50000
  /EncodeGrayImages true
  /GrayImageFilter /DCTEncode
  /AutoFilterGrayImages true
  /GrayImageAutoFilterStrategy /JPEG
  /GrayACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /GrayImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000GrayACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000GrayImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasMonoImages false
  /CropMonoImages true
  /MonoImageMinResolution 1200
  /MonoImageMinResolutionPolicy /OK
  /DownsampleMonoImages true
  /MonoImageDownsampleType /Bicubic
  /MonoImageResolution 1200
  /MonoImageDepth -1
  /MonoImageDownsampleThreshold 1.50000
  /EncodeMonoImages true
  /MonoImageFilter /CCITTFaxEncode
  /MonoImageDict <<
    /K -1
  >>
  /AllowPSXObjects false
  /CheckCompliance [
    /None
  ]
  /PDFX1aCheck false
  /PDFX3Check false
  /PDFXCompliantPDFOnly false
  /PDFXNoTrimBoxError true
  /PDFXTrimBoxToMediaBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXSetBleedBoxToMediaBox true
  /PDFXBleedBoxToTrimBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXOutputIntentProfile ()
  /PDFXOutputConditionIdentifier ()
  /PDFXOutputCondition ()
  /PDFXRegistryName ()
  /PDFXTrapped /False

  /CreateJDFFile false
  /Description <<

    /BGR <>
    /CHS <FEFF4f7f75288fd94e9b8bbe5b9a521b5efa7684002000410064006f006200650020005000440046002065876863900275284e8e9ad88d2891cf76845370524d53705237300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c676562535f00521b5efa768400200050004400460020658768633002>
    /CHT <FEFF4f7f752890194e9b8a2d7f6e5efa7acb7684002000410064006f006200650020005000440046002065874ef69069752865bc9ad854c18cea76845370524d5370523786557406300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c4f86958b555f5df25efa7acb76840020005000440046002065874ef63002>
    /CZE <>
    /DAN <>
    /DEU <>
    /ESP <>
    /ETI <>
    /FRA <>
    /GRE <>

    /HRV (Za stvaranje Adobe PDF dokumenata najpogodnijih za visokokvalitetni ispis prije tiskanja koristite ove postavke.  Stvoreni PDF dokumenti mogu se otvoriti Acrobat i Adobe Reader 5.0 i kasnijim verzijama.)
    /HUN <>
    /ITA <>
    /JPN <FEFF9ad854c18cea306a30d730ea30d730ec30b951fa529b7528002000410064006f0062006500200050004400460020658766f8306e4f5c6210306b4f7f75283057307e305930023053306e8a2d5b9a30674f5c62103055308c305f0020005000440046002030d530a130a430eb306f3001004100630072006f0062006100740020304a30883073002000410064006f00620065002000520065006100640065007200200035002e003000204ee5964d3067958b304f30533068304c3067304d307e305930023053306e8a2d5b9a306b306f30d530a930f330c8306e57cb30818fbc307f304c5fc59808306730593002>
    /KOR <FEFFc7740020c124c815c7440020c0acc6a9d558c5ec0020ace0d488c9c80020c2dcd5d80020c778c1c4c5d00020ac00c7a50020c801d569d55c002000410064006f0062006500200050004400460020bb38c11cb97c0020c791c131d569b2c8b2e4002e0020c774b807ac8c0020c791c131b41c00200050004400460020bb38c11cb2940020004100630072006f0062006100740020bc0f002000410064006f00620065002000520065006100640065007200200035002e00300020c774c0c1c5d0c11c0020c5f40020c2180020c788c2b5b2c8b2e4002e>
    /LTH <>
    /LVI <>
    /NLD (Gebruik deze instellingen om Adobe PDF-documenten te maken die zijn geoptimaliseerd voor prepress-afdrukken van hoge kwaliteit. De gemaakte PDF-documenten kunnen worden geopend met Acrobat en Adobe Reader 5.0 en hoger.)
    /NOR <>
    /POL <>
    /PTB <>
    /RUM <>
    /RUS <>
    /SKY <>
    /SLV <>
    /SUO <>
    /SVE <>
    /TUR <>
    /UKR <>
    /ENU (Use these settings to create Adobe PDF documents best suited for high-quality prepress printing.  Created PDF documents can be opened with Acrobat and Adobe Reader 5.0 and later.)
  >>
  /Namespace [
    (Adobe)
    (Common)
    (1.0)
  ]
  /OtherNamespaces [
    <<
      /AsReaderSpreads false
      /CropImagesToFrames true
      /ErrorControl /WarnAndContinue
      /FlattenerIgnoreSpreadOverrides false
      /IncludeGuidesGrids false
      /IncludeNonPrinting false
      /IncludeSlug false
      /Namespace [
        (Adobe)
        (InDesign)
        (4.0)
      ]
      /OmitPlacedBitmaps false
      /OmitPlacedEPS false
      /OmitPlacedPDF false
      /SimulateOverprint /Legacy
    >>
    <<
      /AddBleedMarks false
      /AddColorBars false
      /AddCropMarks false
      /AddPageInfo false
      /AddRegMarks false
      /ConvertColors /ConvertToCMYK
      /DestinationProfileName ()
      /DestinationProfileSelector /DocumentCMYK
      /Downsample16BitImages true
      /FlattenerPreset <<
        /PresetSelector /MediumResolution
      >>
      /FormElements false
      /GenerateStructure false
      /IncludeBookmarks false
      /IncludeHyperlinks false
      /IncludeInteractive false
      /IncludeLayers false
      /IncludeProfiles false
      /MultimediaHandling /UseObjectSettings
      /Namespace [
        (Adobe)
        (CreativeSuite)
        (2.0)
      ]
      /PDFXOutputIntentProfileSelector /DocumentCMYK
      /PreserveEditing true
      /UntaggedCMYKHandling /LeaveUntagged
      /UntaggedRGBHandling /UseDocumentProfile
      /UseDocumentBleed false
    >>
  ]
>> setdistillerparams
<<
  /HWResolution [2400 2400]
  /PageSize [612.000 792.000]
>> setpagedevice


