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Supplementary Table S1. The primer sequences used for qRT-PCR: 

 

Gene Forward primer Reverse primer 

Fpr2 CCTTATAGTCTTGAGAGAGCCCTGA TGCAGGAGGTGAAGTAGAACTGG 

F4/80 TGACTCACCTTGTGGTCCTAA CTTCCCAGAATCCAGTCTTTCC 

Cd68 TGTCTGATCTTGCTAGGACCG GAGAGTAACGGCCTTTTTGTGA 

Cd11b GGGAGGACAAAAACTGCCTCA ACAACTAGGATCTTCGCAGCAT 

Cd11c CTGGATAGCCTTTCTTCTGCTG GCACACTGTGTCCGAACTCA 

Retnla CCAATCCAGCTAACTATCCCTCC CCAGTCAACGAGTAAGCACAG 

Ym1 CAGGTCTGGCAATTCTTCTGAA GTCTTGCTCATGTGTGTAAGTGA 

Mrc1 CTCTGTTCAGCTATTGGACGC CGGAATTTCTGGGATTCAGCTTC 

Arg1 CTCCAAGCCAAAGTCCTTAGAG AGGAGCTGTCATTAGGGACATC 

Cd36 TGGAGCTGTTATTGGTGCAG TGGGTTTTGCACATCAAAGA 

Ccl2 AAAAACCTGGATCGGAACCAA CGGGTCAACTTCACATTCAAAG 

Il-6 TTCCATCCAGTTGCCTTCTTG TTGGGAGTGGTATCCTCTGTGA 

Il-1β CTTCCCCAGGGCATGTTAAG ACCCTGAGCGACCTGTCTTG 

Tnfα GACGTGGAACTGGCAGAAGAG GCCACAAGCAGGAATGAGAAG 

Il-10 GGTTGCCAAGCCTTATCGGA ACCTGCTCCACTGCCTTGCT 

Il-4 GGTCTCAACCCCCAGCTAGT GCCGATGATCTCTCTCAAGTGAT 

iNos CCCTGGTGCAGGGAATCTT TAGCTGCCGCTCTCATCCA 

Mip2 GGCAAGGCTAACTGACCTGGAAAGG ACAGCGAGGCACATCAGGTACGA 

Saa3 TGCCATCATTCTTTGCATCTTGA CCGTGAACTTCTGAACAGCCT 

Cox8b GAACCATGAAGCCAACGACT GCGAAGTTCACAGTGGTTCC 

Dio2 CAGTGTGGTGCACGTCTCCAATC TGAACCAAAGTTGACCACCAG 

Prdm16 CAGCACGGTGAAGCCATTC GCGTGCATCCGCTTGTG 

Pgc1α TATGGAGTGACATAGAGTGTGCT CCACTTCAATCCACCCAGAAAG 

Pparα AGGCTGTAAGGGCTTCTTTCG GGCATTTGTTCCGGTTCTTC 

Pparγ CGCTGATGCACTGCCTATGA AGAGGTCCACAGAGCTGATTCC 

Ucp2 ATGGTTGGTTTCAAGGCCACA CGGTATCCAGAGGGAAAGTGAT 

Ucp3 CTGCACCGCCAGATGAGTTT ATCATGGCTTGAAATCGGACC 

β-actin CAACGAGCGGTTCCGAT GCCACAGGATTCCATACCCA 

36b4 CCCTGAAGTGCTCGACATCA TGCGGACACCCTCCAGAA 

18s CGGCTACCACATCCAAGGAA GCTGGAATTACCGCGGCT 
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Supplementary Figure S1. Metabolic phenotypes of WT and Fpr2
-/-

 mice on control chow. Fpr2
-/-

 mice 

and WT littermates fed with a control chow were examined for body composition (A); food intake over 

24 h (B), average O2 consumption (VO2), CO2 production (VCO2), rate of energy expenditure (EE) (C) 

and locomotive activities (D) (n=6-8 per group); fed and fasted blood glucose levels (E); GTT and 

average area under the curve (AUC) (F); ITT and AUC (G); serum levels of triglycerides (TG) and 

nonesterified fatty acids (NEFA) (H); liver TG content (I); serum levels of AST and ALT (J) (n=7-11 

per group). Data are mean ± SEM. 
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Supplementary Figure S2. Effect of deletion or restoration of Fpr2 in hematopoietic cells by bone 

marrow transplantations on HFD-induced glucose and insulin intolerance. A. Fpr2 expression in 

monocytes and neutrophils from bone marrows of WT-WT, Fpr2
-/-

-WT and WT- Fpr2
-/-

 mice were 

examined by qRT-PCR before HFD feeding (n=3 per group). B-D. Mice were fed with HFD for 11 

weeks and examined for food intake over 24 h (B); GTT and average area under the curve (AUC) (C); 

ITT and AUC (D) (n=7-12 per group). Values are mean ± SEM. *P < 0.05, **P < 0.01, ***P < 0.001, 

comparison between HFD-fed Fpr2
-/-

-WT and WT-WT mice.
 †

P<0.05,
 ††

P<0.01, 
†††

P<0.001, comparison 

between HFD-fed Fpr2
-/-

-WT and WT-Fpr2
-/-

 mice. A two-way repeated measures ANOVA was used in 

the left panels of C and D, and two-way ANOVA was used in A, B and the right panels of C and D.  
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Supplementary Figure S3. Metabolic characteristics of Fpr2
flox/flox 

and Fpr2
MKO

 mice fed with a control 

chow or HFD. Fpr2
flox/flox 

and Fpr2
MKO

 mice were examined for Fpr2 mRNA expression in different 

tissues, BMDMs and peritoneal macrophages (pMac) at 8-week old on a control chow (A) (n=3 per 

group); for food consumption over 24 h on a control chow or HFD (B); for body composition (C), fed 

and fasted blood glucose levels (D), GTT and average area under the curve (AUC) (E), ITT and AUC 

(F), serum levels of TG and NEFA on control chow (G) (n=7-11 per group);  for the size of adipocytes 

in epididymal white adipose tissue (WAT) (H), rectal temperature (RT) (I), average O2 consumption 

(VO2), CO2 production (VCO2), energy expenditure rate (EE) and locomotive activities (J), expression 

of thermogenic genes in gastrocnemius muscle (K), brown adipose tissue (BAT) and subcutaneous white 

adipose tissue (sWAT) (L) on a HFD (n=6-13 per group). Data are mean ± SEM.*P< 0.05, **P< 0.01, 

***P< 0.001. Student’s t-test was used in A and H-K. 
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Supplementary Figure S4. Effect of Fpr2 deletion or inhibition on macrophage activation by LPS and 

IFN-. A. Expression of Fpr2 in BMDMs stimulated by 100 ng/ml LPS for 3 and 6 h. B-C. BMDMs 

pretreated with 20 M WRW4 for 1 h were stimulated with 100 ng/ml LPS, and examined for the 

expression of proinflammatory cytokines after 6 h (B), for the phosphorylation of NF-B p65 and MAP 

kinases after 20 min (C). D. WT and Fpr2
-/-

 BMDMs stimulated with 50 ng/ml IFN- for 1 h were 

examined for STAT1 phosphorylation (n=3 per group). Data are mean ± SD. *P< 0.05, **P< 0.01, 

***P< 0.001. Two-way ANOVA was used in A-C and two-way repeated measures ANOVA was used in 

D. 
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Supplementary Figure S5. Effects of Fpr2 deficiency on hemogram and macrophage differentiation. A-

B. Hemogram profiles of WT and Fpr2
-/-

 mice fed with a HFD (n=8 per group). C. Bone marrow cells 

isolated from WT and Fpr2
-/-

mice were differentiated into macrophages and examined for the expression 

of macrophage markers by qRT-PCR (n=3 per group). Data are mean ± SD. WBC: white blood cells; 

lymph: Lymphocytes; Mon: monocytes; Gran: granulocytes; RBC: red blood cells; HGB: hemoglobin; 

PLT: platelets. 
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Supplementary Figure S6. Effect of Fpr2 on insulin signaling in adipocytes. A. Adipocytes 

differentiated from 3T3-L1 fibroblasts were treated with 100 nM WKYMVm or 20 M WRW4 for 1 h, 

then stimulated with 100 nM insulin for 10 min and examined for the phosphorylation of InsR, Akt and 

GSK3β. B. Adipocytes (Ads) differentiated from adipose tissue stromal vascular cells of WT and Fpr2
-/- 

mice were treated with 100 nM insulin for 10 min and examined for the phosphorylation of InsR, Akt 

and GSK3β. 
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Supplementary Figure S7. Effect of depletion of gut microbiota with combined antibiotics on 

metabolic phenotypes of WT and Fpr2
-/- 

mice on HFD. WT and Fpr2
-/- 

mice fed with antibiotics water 

and HFD were examined for body weight weekly (A), for body composition (B), food intake over 24 h 

(C), GTT and average area under the curve (AUC) (D), ITT and AUC (E) (n=6-11 per group) at 8 weeks 

on HFD. Data are mean ± SD. *P< 0.05, **P< 0.01, ***P< 0.001. Two-way repeated measures 

ANOVA was used in A, the left panels of D and E. Student’s t-test was used in B, the right panels of D 

and E. 

 

 


