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This article has been corrected: Due to errors during figure assembly, the ‘calcien’ and ‘phase’ micrograph image panels in 
Figure 7D are accidental duplicates of the micrograph image panels in row 2, columns 1 and 2, in Figure 6F. The corrected 
Figure 7, obtained using the original data, is shown below. The authors declare that these corrections do not change the results 
or conclusions of this paper.
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Figure 7: The endothelial Cx43 expression is required for the transendothelial migration of monocytes. (A) The adenosinederived 
inhibitor of HSP70, VER155008 (10 µM) favors the establishment of GJIC between monocytes (M-CSF stimulated) and HMEC within 
3 h. Phase-contrast microphotographs are representative of 4 experiments. Bar 100 µm. Right, histogram represents the total cell number 
of HMEC receiving dye (calcein) per monocyte (mean ±SD, n=3; **P-values <0.01 vs control). (B) VER155008 does not inhibit the 
HSP70 release by M-CSF-stimulated monocytes for 12 h (dosed by ELISA; mean ± SD, n=4; *P-values <0.05 vs control). (C) VER155008 
antagonizes the blocking effect of rhHSP70 on GJIC between HMEC (gap-FRAP analysis). Histogram shows the constant k measured for 
the coupled cells after 1 h of cell treatment (mean ± SD, n=4; *P-values<0.05 vs control). (D) Effects of the endothelial Cx43 knockdown 
on the GJIC coupling between HMEC and HSP70 depleted monocytes. Cultured HMEC and monocytes were transfected respectively with 
siRNA Cx43 (HMEC) and siRNA HSP70 (monocytes) or control siRNA, 48h prior to various analysis. Insert is representative western blot 
showing the specific depletion of Cx43 in HMEC. Transfected monocytes (donors), stimulated overnight with M-CSF, were pre-loaded 
with calcein and DiL-C18 before to be plated. Microphotographs of monocytes in contact with transfected HMEC (receivers) after 3 h 
of culture (representative of 6 experiments; Bar 100 µm). Histogram represents the mean cell number of neighboring HMEC receiving 
dye (calcein) per monocyte (mean ±SD; n=50 labeled monocytes examined; n=3). (E) Effects of the endothelial Cx43 knockdown and 
released HSP70 on the transendothelial migration of monocytes. Control or transfected HMEC monolayers grown on Transwells were 
kept in FCSfree conditions overnight. Control or transfected monocytes (3x105 ) stimulated overnight by M-CSF, were labeled with 
phycoerythrinconjugated anti-CD14+ before to be added into the wells. Cells migrating through the endothelial layers were counted (after 
3 h). Data are percentage of total applied monocytes counted by flow cytometry (mean ± SD; n=5). 


