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Figure S1. miR-200c expression in MDA-MB-231 cells. MiR-200c levels in (A) primary human 
macrophages (MΦ) and MDA-MB-231 cells, and (B) MΦ after 48 h coculture (co) with MDA-
MB-231 cells. miR-200c levels were determined using qPCR and normalized to SNORD44. 
Data are depicted as mean ± SEM (n ≥ 3; **p < 0.01). 

  



 

 

Figure S2. Knockdown efficiencies in macrophages. Primary human macrophages (MΦ) were 
transfected with specific siRNA to knockdown DICER, neuropilin (NRP) 1/2, or CD36. 
Knockdown efficiency was determined via qPCR 72 h after transfection. Data are normalized 
to control (ctr) si-transfected MΦ and are depicted as mean ± SEM (n ≥ 4; ***p < 0.001). 

  



 

 

Figure S3. miR-200c overexpression in macrophages. Primary human macrophages (MΦ) 
were transfected with miR-200c mimic (mimic) or mimic control (ctr). 72 h after transfection the 
expression of miR-200c was analyzed via qPCR. Data are normalized to mimic control-
transfected MΦ and are depicted as mean ± SEM (n = 4; **p < 0.01). 
 
  



 

 

Figure S4. FACS gating strategy. For the quantification of the infiltration of primary human 
macrophages (MΦ) into MCF7 tumor spheroids, tumor spheroids infiltrated for 24 h with MΦ, 
were dissociated, single cell suspension cells were stained with an AlexaFluor700-coupled 
CD45 antibody, and single, CD45+ cells were counted relative to an internal counting standard 
(beads). 
 


