


Supplementary Figure 1:  

(A) Left upper panels: Representative gating strategy for the identification of monocyte subsets 

underlying the data in Fig. 1. Left lower panels: Flow cytometric quantification of the proportion 

of classical (CLM), intermediate (INM) and non-classical monocytes (NCM) among overall 

monocytes in the peripheral blood of control donors and IBD patients (n = 22-37). Right 

panels: Representative isotype controls for α4 and β7 staining on monocytes. (B) Upper 

panels: Representative gating strategy for the identification of monocyte subsets after 

exclusion of doublets, dead cells, identification of monocytes based on foreward and sideward 

scatter, exclusion of T, B and NK cells based on expression of CD3, CD19 and CD56 and, 

finally, identification of monocyte subsets based on expression of CD14 and CD16 (from left to 

right). Middle panels: Representative flow cytometry of the expression of α4β7 and α4β1 

integrin on classical, intermediate and non-classical monocytes. Representative fluorescence 

minus one (FMO) control stainings are shown on the right. Lower panels: Quantitative flow 

cytometry of the expression of α4β7 and α4β1 integrin on classical, intermediate and non-

classical monocytes from control donors and IBD patients (n = 6-16). 





Supplementary Figure 2: 

(A) Binding of α4β7-specific vedolizumab to peripheral blood monocyte subsets. Quantitative 

(left, n = 10-23) and representative flow cytometry (right) as well as FMO control stainings 

(lower panels). VDZ: vedolizumab. (B) Representative isotype control stainings for the flow 

cytometry data presented in Fig. 2. 





Supplementary Figure 3: 

(A) Representative gating strategy for CX3CR1low classical (CLM) and CX3CR1high non-

classical monocytes (NCM) from peripheral mouse blood samples. (B) Representative gating 

strategy for fluorescence-activated cell sorting (FACS) purification of Ly6ChighCX3CR1low CLM 

and Ly6ClowCX3CR1high NCM from cultured bone marrow. (C) Left panels: Representative flow 

cytometry of α4β7 expression on bone marrow-derived CLM and NCM. Histograms of α4β7 

stainings are coloured in red, respective FMO controls are coloured in blue. Right panel: 

Quantitative flow cytometry of α4β7 fluorescence intensity relative to unstained control in CLM 

and NCM. n = 4. (D) Representative light sheet fluorescence microscopy of a negative control 

(sham-operated mouse) for the in vivo homing assay shown in Fig 4. B. Left panels: overview 

in blend mode (left) and in maximum intensity projection (second from left). Right panels: detail 

images of the indicated 3D cube as mean intensity projection (second from right) and in blend 

mode (right).  



Supplementary Figure 4: 

(A) Representative flow cytometry of whole blood cells and lamina propria mononuclear cells 

(LPMCs, as indicated) for bone marrow-derived cells labelled with CellTrace FarRed and for 

co-staining with CFSE after delayed CFSE injection. (B) Representative flow cytometry of 

corresponding controls for blood and LPMCs (as indicated). (C) Quantitative flow cytometry of 

the CFSE+ proportion in CellTrace FarRed+ cells in whole blood and LPMCs (n = 4). (D) 

Representative negative control (sham-operated mouse) for the in vivo homing assays shown 

in Fig. 4. 



Supplementary Figure 5: 

(A) Monocyte subset composition among PR- and PR+ monocytes 24 hours after IV injection of 

PE-coupled latex beads. Quantitative flow cytometry (representative data shown in Fig. 5B) 

(n = 11). (B) Expression of α4 integrin on CD14+ and CD163+ cells in the colon of patients with 

IBD and controls. Representative immunohistochemistry (n = 6); scale bars 50 µm (upper 

panels), 25 µm (lower panels). (C) Expression of αL integrin on CD14+ and CD163+ cells in the 

colon of patients with IBD and controls. Representative and quantitative immunohistochemistry 

(n = 6-7); scale bars 50 µm (upper panels), 25 µm (lower panels). 



Supplementary Figure 6: 

Perilesional expression of F4/80 (A), CD68 (B) and CD86 (C) in intestinal wound areas of 

untreated wildtype mice over time. Left: Representative immunohistochemistry at the indicated 

time points; scale bars 50 µm (upper panels), 25 µm (lower panels). Right: Quantitative 

analysis (n = 6). 





Supplementary Figure 7: 

(A-E) Perilesional expression of F4/80 (A), CD86 (B), CD206 (C), CD163 (D) and CD68 (E) in 

intestinal wound areas of wildtype mice treated with anti-α4β7 integrin or isotype control 

antibody one and five days after wounding as indicated. Representative (left) and quantitative 

immunohistochemistry (right, n = 5-11); scale bars 50 µm (upper panels), 25 µm (lower 

panels). 





Supplementary Figure 8: 

(A-E) Expression of F4/80 (A), CD68 (B), CD206 (C), CD163 (D) and CD86 (E) in unwounded 

wildtype mice treated with anti-α4β7 integrin or isotype control antibody after five days. 

Representative (A-E) and quantitative immunohistochemistry (F) (n = 5); scale bars 50 µm 

(upper panels), 25 µm (lower panels).  



Supplementary Figure 9: 

 (A-C) Perilesional expression of F4/80 (A), CD86 (B) and CD206 (C) in intestinal wound 

areas of β7-/- and wildtype (WT) mice one and five days after wounding as indicated. 

Representative (left) and quantitative immunohistochemistry (right, n = 7-10); scale bars 50 µm 

(upper panels), 25 µm (lower panels). 



Supplementary Figure 10: 

(A-C) Perilesional expression of F4/80 (A), CD206 (B) and CD68 (C) in intestinal wound areas 

of Rag1-/- mice treated with anti-α4β7 integrin or isotype control antibody at day one or day five 

as indicated. Representative (left) and quantitative immunohistochemistry (right, n = 5-8); 

scale bars 50 µm (upper panels), 25 µm (lower panels). 


