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Fig. 1 AFM images of tau aggregation in the presence of glucose and heparin
Protein tau23 (3 g/L), glucose (1.5 mol/L), and heparin (0.6 g/L) were incubated at 37°C for 7 d and then aliquots were taken for
observation by tapping-mode AFM in air. Protein tau23 with heparin (panel b, (35.4 + 4.4) nm, horizontal diameter), glucose
(panel ¢, (30.5 + 3.5) nm) or alone (panel d, (21.9 + 1.2) nm) were used as controls. Compared with these three groups, the size
of protein tau23 with glucose and heparin together (panel a, (127.5 + 11.9) nm) was obviously larger.
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Hypothesis: a Combination of Modifying Factors Induces Misfolding and
Dysfunction of Selected Proteins In vivo®
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Abstract Although the relationship between abnormal chemical modification and protein misfolding has been
widely studied, most work is focused on the effect of a single factor on the structure and function of a protein.
Here, it is proposed that a combination of multiple factors may modify selected proteins in vivo, and lead to their
misfolding and aggregation in certain cell types.
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