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Effect of High Fructose Corn Syrup on Metabolic Syndrome Traits
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Fig. 1. Total output of high fructose corn syrup in Korea
(2009~2012). Cited from Kim et al. (4).
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Table 1. Diseases related to high fructose corn syrup (HFCS)

Target Disease References

Heart Cardiovascular disease 14-18

Liver Non-alcoholic fatty liver 21

Kidney Uric acid 26

Chronic kidney disease 27, 28

Blood vessels Hypertension 29, 30

Metabolic syndrome Type II diabetes 10-13, 31

Body Obesity 22, 23, 25

Gene expression ChREBP 32-37

SREBP

PGC-18
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