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Supplementary Fig. 4. Effects of fibroblast growth factor 21 (FGF21) deletion on the renal p53 activity and the nuclear transloca-
tion of p53 and Smad2/3. Wild type and FGF21-knockout mice were received multiple low-dose streptozocin injection to induce
type 1 diabetes mellitus. Mice in control group were treated with same volume of phosphate-buffered saline. Four months later
the mice of each group were sacrificed and the kidney tissues were isolated for detecting renal p53 activity and expression (A), the
ratio of nuclear content to cytosol content of p53 (B), Smad2 (C), and Smad3 (D). Data are presented as the mean +standard devi-

ation (n==8/group). *P<0.05 vs. the control (Con) group in FGF21** mice, "P<0.05 vs. diabetic nephropathy (DN) in FGF21**
mice, °P<0.05 vs. the Con group in FGF217~ mice.
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