Protective effects of klotho on palmitate-induced podocyte injury in diabetic nephropathy
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S1 Table. Clinical characteristics of patients with diabetic nephropathy.
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[image: ]S1 Fig. Decreased klotho expression in HG- and AGE-treated mouse podocytes. To investigate whether HG and advanced glycation end-products (AGE) could decrease expression level of klotho, mouse podocytes were treated with 30 mM HG or 100 mg/ml AGE for 24 hours. (a) klotho gene was quantified by real-time qPCR analysis and data was normalized by β-actin mRNA levels in the same sample. (b) Western blot showing decreased klotho by cotreatment of HG and Palmitate. Data is presented as the mean ± SD. *P < 0.05 versus control (CTL).
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Case Sex Age BW Height Serum creatinine Systolic BP Diastolic BP 24Hr urine protein

(years) (kg) (cm) (mg/dL) (mmHg) (mmHg)  (mg/day)

1 F 34 70 160 1.0 150 90 2952

2 M 52 95 170 3.6 120 80 456

3 F 53 58 160 3.3 160 100 11713

4 F 66 50 154 0.5 160 90 1873

5 F 51 66 166 4.0 170 100 4675

BP, blood pressure


