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Supplemental Figure 1. Alterations in mitochondrial dynamics in podocytes. Electron microscopy
showed no significant difference of the mitochondrial morphology in podocytes between HC (n=3) and DKD
group (n=3). HC, healthy control; DKD, diabetic kidney disease.

Supplemental Figure 2. Serum metabolic profiles in HCs, DCs and DKDs. (A) PCA score plot of data
from HCs (n=30), DCs (n=27) and DKDs (n=30). (B) Heatmap (red=higher, green=lower) of 291
significantly different metabolites in HC, DC and DKD groups. (C) Pathway analysis of DKDs compared to
DCs. Plots showed significantly changed pathways organized by their -log (P-value) (top x-axis); bars
showed percentage of metabolites (bottom x-axis). (D) Overview of the metabolites and involved pathways that
were altered in DKDs. Altered metabolites were shown as large red or green circles (red=higher, green=lower)
and placed in a general schematic of metabolic pathways where important metabolites were depicted by
colored dots. Different colors represented distinct pathways. Figure prepared using iPATH. HC, healthy
control; DC, diabetic control; DKD, diabetic kidney disease. TCA cycle, tricarboxylic acid cycle.
Supplemental Table 1. The list with data and names on detected metabolites in the heatmap of Supplemental
Figure 2B. C for HC group, A for DC group and B for DKD group. HC, healthy control; DC, diabetic control;
DKD, diabetic kidney disease.
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