Research studies that showed “Fructose leads to increased triglyceride levels”

Title Content Reference
Endocrine and Metabolic Effects of Consumption of fructose-sweetened beverages increases postprandial Karen et. al,
Consuming Fructose- and Glucose-Sweetened | triglycerides in obese subjects compared to glucose-sweetened beverages. 2011

Beverages with Meals in Obese Men and
Women: Influence of Insulin Resistance on
Plasma Triglyceride Responses.

Consumption of Fructose and High Fructose

Young adults who consumed fructose and high fructose corn syrups sweetened

Stanhope et.

Corn Syrup Increase Postprandial beverages for 2 weeks at 25% energy have higher postprandial triglycerides al., 2011
Triglycerides, LDL-Cholesterol, and and LDL-Cholesterol, and apolipoprotein-B. Thus, risk factors for
Apolipoprotein-B in Young Men and Women. | cardiovascular disease are higher in young men and women who consumed
fructose or high fructose corn syrups compared to young adults who consumed
glucose.
Dietary Fructose Reduces Circulating Insulin Study on 12 normal-weight women has shown that consumption of high Karen et. al.,
and Leptin, Attenuates Postprandial fructose meals produced a rapid and prolonged elevation of plasma 2009
Suppression of Ghrelin, and Increases triglycerides, because high fructose meals decreased circulating insulin and
Triglycerides in Women. leptin and increased ghrelin, which leads to increased caloric intake and
ultimately lead to weight gain and obesity.
Dietary Fructose and Glucose Differentially Diets containing >20% energy as fructose are more likely to cause Ernst et. al.,
Affect Lipid and Glucose Homeostasis. hypertriglyceridemia compared with diets containing >20% energy as either 2009
glucose or starch.
Fructose Consumption: Potential Mechanisms | The most likely mechanism for the postprandial hypertriglyceridemia is Stanhope &
for Its Effects to Increase Visceral Adiposity increased hepatic de-novo lipogenesis (DNL). Unlike glucose, liver is the main | Havel, 2008

and Induce Dyslipidemia and Insulin
Resistance.

site of fructose metabolism. A high-fructose diet may induce a lipid oversupply
within the liver via increased DNL, resulting in liver triglyceride deposition
and increased VLDL assembly and secretion.
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