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Supplementary Figures
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Figure S1. LDBK and BK increase the wound closure in MCF-7 cells. (a, c): scratch assay
in MCF-7 cells treated with 10 nM of LDBK or BK and 1 uM of their antagonists, AntB1 or
B2 AntB2, respectively. (b, d): Graph illustrates the closure percentage after 24 hours of
culture, compared to non-stimulated cells (NS). Results show the mean of 5-10 pictures of

one experiment.
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Figure S2. Effect of kinins on proliferation of MDA-MB-231 cells by Trypan Blue dye
exclusion test. MDA-MB-231 cells were stimulated with 10 nM of LDBK or BK for 24
hours. Cells were previously incubated with Mitomycin C to synchronize cell cycle. Results
show the mean = SEM of three independent experiments. *p < 0.05, **p < 0.01, and ****p
< 0.0001. An ANOVA two-tailed test was used.

% cell proliferation (normalized by control)
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cells. The cells were pretreated or not with mitomycin C for 2 hours before scratch to inhibit
proliferation. The wound was created to study migration in a cell-free area for 24 hours (T24).

The red arrow indicates clusters of proliferating cells.
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Figure S4. Kinins nonapeptides enhance migration in MCF7 cells by a Src and FAK
dependent mechanism. (a): Transwell assay of MCF7 cells treated with Src inhibitor, PP2,
and FAK inhibitor, N14, plus 10 nM LDBK or BK for 24 h. Cells without stimulus were
considered as controls (NS). (b): The graph shows the change of migration of MCF7 cells
compared to the non-stimulated cells. The number of migrating cells obtained in each
condition was normalized by the control cells. Results show the mean of two independent
experiments (5-10 pictures of each assay).
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Figure S5. Kinins nonapeptides enhance invasion in MCF7 cells by a Src and FAK
dependent mechanism. (a): Matrigel assay of MCF7 cells incubated with 1 uM of PP2 or
N14 inhibitors plus 10 nM LDBK or BK for 24 h. Cells without stimulus were considered as
controls (NS). (b): The graph shows the fold change in the stimulated MCF7 invasion cells
compared to the non-stimulated cells. The number of invasive cells obtained in each
condition was normalized by the control cells. Results show the mean of two independent
experiments (5-10 pictures of each assay).



