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Supplementary Figure 1 
 
 

 
 
 
Supplementary Figure 1. Peptibodies recognized MDSC in tumor-bearing mice.  (a) Binding of FITC-conjugated Pep-H6 
or Pep-G3 on Gr-1highCD11b+ gated granulocytic MDSC (gMDSC) and Gr-1lowCD11b+ gated monocytic MDSC (mMDSC) in 
splenocytes from EL4-bearing C57BL/6 mice (n = 5).  A non-specific peptibody (Pep-irrel) was used as a negative control.  (b) 
Increase of MDSC in tumor-challenged mice. Splenocytes from naive mice or mice challenged with various tumors (n = 3 for 
each tumor type) were stained for CD11b and Gr-1 to identify MDSC. Frequencies of splenic MDSC are shown as mean  
s.e.m. (** P < 0.01 compared with naïve mice by two-tailed student’s t test).   



Supplementary Figure 2 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Supplementary Figure 2. Lack of peptibody binding on lymphocyte subsets.  Splenocytes pooled from EL4-bearing 
C57BL/c mice (n = 5) were gated on CD3+ T cells (a), CD19+ B cells (b) and CD3–CD49b+ NK cells (c), respectively, and 
analyzed for peptibody binding.  



Supplementary Figure 3 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Supplementary Figure 3. Depletion of intratumoral MDSC in EL4 tumor-challenged mice by peptibody treatment. 
Groups of 5 C57BL/6 mice were challenged s.c. with EL4 tumor cells followed by peptibody treatment as in Fig. 3a.  The 
percentage of Gr-1+CD11b+ MDSC from single cell suspensions prepared from tumors harvested on Day 20 is shown as 
mean  s.e.m.  (* P < 0.01 compared with PBS by two-tailed student’s t test).   
  



Supplementary Figure 4 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Supplementary Figure 4. Long-term administration did not diminish peptibody-induced MDSC depletion.  As in Fig. 
3g, EL4-bearing C57BL/6 mice were treated with peptibodies every other day for 2 weeks.  At the end of treatment, 
splenocytes were harvested and stained for Gr-1+CD11b+ MDSC shown as the mean  s.e.m. of 5 mice per group. Plots are 
shown with frequency of splenic MDSC for individual representative mice.  Differences between groups were analyzed by 
two-tailed Student’s t-test. The data represent 2 independent experiments.  
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Supplementary Figure 5. Pep-G3 also immunoprecipitated S100 family proteins.  Proteomic analysis of eluates of Pep-
G3-bound, sorted MDSC lysates isolated from immobilized Protein A revealed predominant peptides with homology to 
S100A9 and A8 proteins.  Control eluates of non-peptibody bound, sorted MDSC lysates from Protein A displayed peptides 
possessing homology only to keratin (not shown).  
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Supplementary Figure 6. Peptibodies did not cause bone marrow toxicity.  Frequencies of  Gr1+CD11b+ splenic MDSC 
(a) or bone marrow immature myeloid cells (b) from naive C57BL/6 mice treated with peptibodies for 3 consecutive days. 
Untreated (No Pep) or Pep-irrel-treated mice served as negative controls.  Data are shown as the mean  s.e.m of 3 mice per 
group. ** P < 0.01 compared with untreated mice (No pep)] by two-tailed Student’s t-test.    
  



Supplementary Table 1.  Peptibody treatment corrected aberrant neutrophilia in EL4-bearing C57BL/6 mice 

 
 
 
 
  



 
 
Supplementary Table 2.  List of antibodies used in studies 


