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Supplementary Figure 1. Metabolic parameters of resistin knockout mice on normal diets. A. 
Genotyping of Retn allele. Retn alleles were amplified by PCR using primers as described previously 
(14); 205 bp band corresponds to the normal (+) allele and the 317 bp band corresponds to the null (-) 
allele. B-C. No significant differences in body weight (B) and non-fasting blood glucose levels (C) of 
10- to 11-week-old Retn+/+, Retn+/- and Retn-/- mice. D. Intraperitoneal glucose tolerance test in 11-
week-old Retn+/+, Retn+/- and Retn-/- mice. Mice were fasted for 4 hours and blood glucose levels 
measured at 0, 15, 30, 60 and 120 min following the glucose challenge (2 g/kg). E. Representative 
eWAT sections from 11-week-old Retn+/+, Retn+/- and Retn-/- mice stained with hematoxylin and eosin 
were shown. The scale bar indicates 100 m and all imaging data were analyzed using the Northern 
Eclipse program (ver.6). F-G. Resistin levels in plasma (F) and eWAT (G) of Retn+/+, Retn+/- and Retn-/- 
mice. Plasma resistin levels were determined using a Mouse Resistin Quantikine ELISA kit (RnD 
systems). Number of animals: n = 4-6 per group. All data represent the mean  S.E.M. and significance 
was tested using ANOVA with a Newman-Keuls post hoc test, where N.S. represents not significant. 
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Supplementary Figure 2. GIP-mediated PKB/LKB1/AMPK/LPL pathway in Retn+/+, Retn+/- and Retn-

/- adipocytes. A-C. Effects of GIP on the phosphorylation of PKB (A), LKB1 (B) and AMPK (C) in 
Retn+/+, Retn+/- and Retn-/- adipocytes. Primary adipocytes isolated from eWAT of Retn+/+, Retn+/- and 
Retn-/- mice were plated using Matrigel, and treated with GIP (100 nM) for 24 hr in the presence of 
insulin (1 nM). Protein extracts were isolated and Western blot analyses performed with antibodies 
against phosphorylated Ser473-PKB, Thr172-AMPK, Ser428-LKB1, PKB, AMPK, and LKB1. Western 
blots are representative of n = 3 and all data represent three independent experiments, each carried out in 
duplicate. 
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Supplementary Figure 3. GIP-mediated resistin secretion in Retn+/+, Retn+/- and Retn-/- adipocytes. A. 
Concentration-dependence of GIP effects on resistin secretion. Primary adipocytes were isolated from 
eWAT of Retn+/+, Retn+/- and Retn-/- mice, and plated using Matrigel. Adipocytes were treated with the 
indicated concentrations of GIP (nM) for 2 hr in the presence of insulin (1 nM). Resistin levels in culture 
media were determined using a resistin ELISA kit. B. The effect of insulin on resistin secretion. Primary 
adipocytes were isolated from eWAT of Retn+/+, Retn+/- and Retn-/- mice, and plated using Matrigel. 
Adipocytes were treated with the indicated concentrations of insulin for 2 hr, and resistin levels in 
culture media were determined using a resistin ELISA kit. Significance was tested using ANOVA with 
Newman-Keuls post hoc test, where N.S. represents not significant. 
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Supplementary Figure 4. GIPR expression in other tissues of Retn+/+, Retn+/- and Retn-/- mice. A-E. 
GIPR protein expression in brown adipose tissue (BAT, A), stromal vascular fraction (SVF, B), skeletal 
muscle (C), and islets (D) of Retn+/+, Retn+/- and Retn-/- mice. BAT, SVF, skeletal muscle and islets 
were isolated from Retn+/+, Retn+/- and Retn-/- mice. Protein extracts were isolated and Western blot 
analyses performed with antibodies against GIPR and -actin. E. Effect of resistin on GIPR expression 
in Retn+/+ islets. Islets from Retn+/+ mice were treated with resistin (10 nM) for the indicated periods of 
time. Protein extracts were isolated and Western blot analyses performed with antibodies against GIPR 
and -tubulin. Western blots are representative of n = 3 and significance was tested using ANOVA with 
Newman-Keuls post hoc test, where ** represents p<0.05 vs Retn+/+ adipocytes. 
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