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Fig. 1. The structure of insulin, proinsulin and pre-proinsulin.
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Fig.2. TCA cycle disorder induced by glycative stress and cysteine succination.

2SC, S-(2-succinyl)cysteine.
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Fig. 3. Influence of glycative stress on insulin synthesis in
the pancreatic 3-cells.
RIN-m5F cells are incubated with glycated HSA for 48 hours.
Insulin mRNA measured by the real-time PCR method.
Results are expressed as mean += SD, n = 3. HSA, human
serum albumin; PCR, polymerase chain reaction; SD, standard
deviation. Data quoted from Reference 23).
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Fig.4. Vicious cycles induced by glycative stress in the pancreas.

AGEs, advanced glycation end products; ER, endoplasmic reticulum; T2DM, type diabetes mellitus.
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Fig.6. A vicious cycle induced by glycative stress in the visceral adipose tissue.

2SC, S-(2-succinyl)cysteine.
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Fig.7. The defense system against glyceraldehyde in the kidney.

GAPDH, glyceraldehyde-3-phosphate dehydrogenase; GA, glyceraldehyde ; GAP, glyceraldehyde-3-
phosphate ; 3-PG, 3-Phosphoglycerate; 2SC, S-(2-succinyl)cysteine.
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