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Original submission 

First decision letter 

MS ID#: JOCES/2021/259347 

MS TITLE: The serine/threonine kinase MINK1 directly regulates the function of promigratory 
proteins 

AUTHORS: Avais Daulat, Monica Silveira Wagner, Stephane Audebert, Malgorzata Kowalczewska, 
Jeremy Ariey-Bonnet, Pascal Fenetti, Francois Bertucci, Luc Camoin, and Jean-Paul Borg 
ARTICLE TYPE: Research Article 

We have now reached a decision on the above manuscript. 

To see the reviewers' reports and a copy of this decision letter, please go to: https://submit-
jcs.biologists.org and click on the 'Manuscripts with Decisions' queue in the Author Area. 
(Corresponding author only has access to reviews.) 

As you will see, the reviewers share significant enthusiasm for your study but raise a number of 
substantial criticisms that prevent me from accepting the paper at this stage. The major concerns 
focused on validating key conclusions with endogenous protein in the absence of overexpression, 
confirming that key effects are MINK1 specific given the potential of the inhibitor to affect more 
than one kinase, and the biochemical directness of the interactions among MINK1, Prickle1, and 
LL5beta. They suggest, however, that a revised version might prove acceptable, if you can address 
their concerns. If you think that you can deal satisfactorily with the criticisms on revision, I would 
be pleased to see a revised manuscript. We would then return it to the reviewers. 

We are aware that you may be experiencing disruption to the normal running of your lab that 
makes experimental revisions challenging. If it would be helpful, we encourage you to contact us 
to discuss your revision in greater detail. Please send us a point-by-point response indicating 
where you are able to address concerns raised (either experimentally or by changes to the text) 
and where you will not be able to do so within the normal timeframe of a revision. We will then 
provide further guidance. Please also note that we are happy to extend revision timeframes as 
necessary. 



Journal of Cell Science | Peer review history 

© 2022. Published by The Company of Biologists under the terms of the Creative Commons Attribution License 
(https://creativecommons.org/licenses/by/4.0/). 2 

Please ensure that you clearly highlight all changes made in the revised manuscript. Please avoid 
using 'Tracked changes' in Word files as these are lost in PDF conversion. 
 
I should be grateful if you would also provide a point-by-point response detailing how you have 
dealt with the points raised by the reviewers in the 'Response to Reviewers' box. Please attend to 
all of the reviewers' comments. If you do not agree with any of their criticisms or suggestions 
please explain clearly why this is so. 
 
 
Reviewer 1 
 
Advance summary and potential significance to field 
 
In this manuscript the authors provide evidence that the MINK1 kinase phosphorylates LL5b within 
its CLASP binding site to promote LL5b-CLASP association at the cell cortex. Their observations are 
consistent with a model (shown in Figure 8) where a MINK1-PRICKLE1-LL5b-CLASP complex is 
involved in the disassembly of focal adhesions during cellular migration by triple negative breast 
cancer (TNBC) cells. While rigorous demonstration of all of the elements of the Figure 8 model is 
not provided, the manuscript identifies novel phosphorylation events that may be pertinent to 
TNBC motility, and lays the foundation for future studies dissecting MINK1 kinase involvement in 
cytoskeletal and focal adhesion regulation. 
 
Comments for the author 
 
Major Concerns Evidence for association of endogenous proteins in the absence of overexpression 
of one of the components is lacking. Proximity ligation assays could shed additional light on when, 
where and under what conditions endogenous components associate. 
Given that KY05009 is known to inhibit other kinases, an additional and more specific approach to 
implicating MINK1 kinase activity in biological assays is strongly recommended. Have the authors 
tried a kinase-inactive, dominant-negative MINK1 construct? 
Minor Concerns The abstract is somewhat wordy and goes into unnecessary background, while 
skipping over key findings of the manuscript. 
Figure S1 would be more convincing if other Prickle deletion mutants were employed that do not 
disrupt Prickle-LL5b interaction. 
Check the labeling of Figure 1F; the third panel from the top is probably blotted with anti-GFP. 
A couple of statements (lines 259-261) refer to LL5b sequence in Figure 1C when I believe the 
authors mean Figure 2C. 
 
 
Reviewer 2 
 
Advance summary and potential significance to field 
 
Defining the role of planar cell polarity components in cell migration and cancer metastasis is 
important and of interest to both developmental biologists and the cancer field. The identification 
of new protein interactors and regulatory phosphorylation events is an important step in defining 
Prickle’s promigratory functions. Both the Prickle1-MINK1 interaction and Prickle1-LL5β-CLASP2 
interaction have been described previously in the context of cell migration. The advance here is 
the identification of MINK1-dependent phosphorylation of LL5β, thereby connecting the two known 
Prickle complexes.  
Overall the paper has potential but some conclusions are not well supported by the data. 
Specifically, 
• The 2-step model proposed lacks sufficient evidence. Specifically, the authors have not 
demonstrated that MINK1 phosphorylation of Prickle1, and its subsequent translocation to the 
membrane, is required for MINK1 phosphorylation of LL5β 
• The conclusion that it is the phosphorylation of Prickle1 and LL5β that required for cell 
migration needs better support. Rescue experiments in migrating cells with a kinase-dead version 
of MINK1, and with phosphorylation deficient and mimicking mutations in Prickle and LL5β are 
needed to bolster the authors claims. 
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• Several conclusions rely on the use of a pharmacological inhibitor of MINK1, but more 
evidence is needed to demonstrate the specificity of the inhibitor to ensure that effects outside of 
MINK1 are not responsible for the phenotypes observed.  
 
 
Comments for the author 
 
• The 2-step model proposed lacks sufficient evidence. Specifically, the authors have not 
demonstrated that MINK1 phosphorylation of Prickle1, and its subsequent translocation to the 
membrane, is required for MINK1 phosphorylation of LL5β 
• The conclusion that it is the phosphorylation of Prickle1 and LL5β that required for cell 
migration needs better support. Rescue experiments in migrating cells with a kinase-dead version 
of MINK1, and with phosphorylation deficient and mimicking mutations in Prickle and LL5β are 
needed to bolster the authors claims. 
• Several conclusions rely on the use of a pharmacological inhibitor of MINK1, but more 
evidence is needed to demonstrate the specificity of the inhibitor to ensure that effects outside of 
MINK1 are not responsible for the phenotypes observed.  
 
Major points 
1. Figure 1C: Were any Prickle2 phospho-peptides identified in the mass spec analysis?  
2. Figure 1E: Prickle1 size seems incorrect. Expect a band around 90kDa.  
3. Figure 2A: LL5β and Prickle 1 phosphorylation by MINK1 doesn’t demonstrate ATP 
dependence 
o What is the reason for showing silver stain rather than a P32 incorporation or non-
radioactive kinase assay? 
o Why does phosphoT370 antibody have multiple bands? 
 Recommend including data validating the phospho-Prickle antibody to this figure 4.
 Figure 3 shows the characterization of the MINK1 kinase inhibitor concluding the its effects 
on cells are specific to MINK1. The assays – cell spreading, focal adhesion size – are very general 
and could be indirect.  
o MINK1 siRNA should be shown side-by-side with these data o Show that the inhibitor 
does not enhance MINK1 phenotype when adding together with MINK1 siRNA o Include affinities 
for TNIK and MAP4 so we have an idea of relative affinities of this inhibitor to other kinases it is 
known to inhibit. Will help to understand the KY05009 experiments in a whole-cell context o Can 
a kinase dead version of MINK1 rescue any of these phenotypes? Can the phenotypes be attributed 
to a loss of MINK1 phosphorylation? 
5. Figure 4 shows the effect of MINK1 knockdown and inhibition by KY05009 on Prickle 
localization. The phospho-specific Prickle antibody should be used to demonstrate that upon 
knockdown of MINK1 phosphorylation is lost. Does phopsho- 
Prickle1 specifically co-localize with LL5β? Figure 4D, 4E, 4F: Quantification needed. 
6. Figure 5 shows that MINK1 promotes, to some extent, the interaction between LL5β and 
CLASP2, but whether MINK-dependent phosphorylation of LL5β is necessary for cell migration is 
unclear. Does a phosphorylation-defective mutant LL5β localize properly to the cell edge and co-
localize with CLASP? Does the LL5β-ADA mutant affect Prickle1 localization compared to wild type? 
Can it provide any rescue to cell migration when endogenous LL5β is knocked down? It would also 
seem to be important to shown in these breast cancer cell lines that CLASP2 and LL5β knockdown 
affects cell migration and lamellipodia. 
7. Figure 6. To conclude it is the kinase activity of MINK1 that is responsible for the migration 
defect, a rescue experiment comparing the wild type to a kinase-dead MINK1 should be included. 
To connect the migration defect to LL5β or CLASP, one should test whether a phospho-mimic 
mutant version of LL5β can rescue MINK1 knockdown. 
8. Figure S1, general. Suggest using the Venus-Prickle1-T370A mutant, which is 
phosphorylation deficient, and show here that Prickle-MINK1 is required for LL5β phosphorylation. 
With these data, this figure should go in the main figures 
 
Minor points Figure 1F: 3rd WB panel should be labelled with anti-GFP Figure 2B: Include an 
unphosphorylated control to put the Score metric in some context Figure 4D, 4E, 4F: Quantification 
needed Figure 5A: To compensate for the very faint CLASP2 band, please provide an average of 3 
experimental replicates. 
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Figure 5B, 5G: Include a merge of only LL5β and CLASP2 Figure 5C, 5H: These data would seem to 
fit better with Figure 3 or Figure 4. 
Figure 8. The connection between LL5β and integrin in the current study is unclear.  
 
 

 
First revision 
 
Author response to reviewers' comments 
 

Comments to reviewer 4 : 

 

We thank Reviewer 4 for her/his positive comments. 
 
Major Concerns: 
 
Evidence for association of endogenous proteins in the absence of overexpression of one of the 
components is lacking. Proximity ligation assays could shed additional light on when, where and 
under what conditions endogenous components associate. 
 
Response: As suggested by the Reviewer 1, we performed the endogenous co-immunoprecipitation 
and we confirmed the existence of the MINK1-PRICKLE1-LL5b complex at the endogenous level in 
MDA-MB231 cells (Fig. 1F). 
 
Given that KY05009 is known to inhibit other kinases, an additional and more specific approach to 
implicating MINK1 kinase activity in biological assays is strongly recommended. Have the authors 
tried a kinase-inactive, dominant-negative MINK1 construct? 
 
Response: We performed the experiment and observed a dominant negative effect of the kinase 
dead mutant in term of focal adhesion size and cell migration (Fig. 3H-J and Fig. 6A). Moreover, we 
confirmed this observation using a kinase domain deleted version of MINK1 (Fig. 6B-D). We 
implemented the manuscript accordingly. 
 
Minor Concerns 
The abstract is somewhat wordy and goes into unnecessary background, while skipping over key 
findings of the manuscript. 
 
Response: We modified the abstract accordingly. 
 
Figure S1 would be more convincing if other Prickle deletion mutants were employed that do not 
disrupt Prickle-LL5b interaction. 
 
Response: We thank Reviewer to have raised this issue. The PRICKLE1 ΔLIM2 mutant has been 
shown in a previous study to loose association with MINK1 (Daulat et al., MCB 2012). In our 
manuscript, this mutant has been used to determine the role of MINK1 in the formation of the 
PRICKLE1-LL5β complex. We show that mutant forms of PRICKLE1 unable to bind MINK1 (PRICKLE1 
ΔLIM2) or to be phosphorylated by MINK1 (PRICKLE-T370A) have a much lower ability to interact 
with LL5β. We moved the figure to the main panel (Fig. 1H) and modified the text accordingly. 
 
Check the labeling of Figure 1F; the third panel from the top is probably blotted with anti-GFP. 
 
Response: We corrected the figure accordingly. 
 
A couple of statements (lines 259-261) refer to LL5b sequence in Figure 1C when I believe the 
authors mean Figure 2C. 
 
Response: We corrected the text accordingly. 
 
Comments to reviewer 4 
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We thank Reviewer 5 for her/his positive comments. 
Major Concerns: 
 
1. Figure 1C: Were any Prickle2 phospho-peptides identified in the mass spec analysis? 
 
Response: we did not identify any PRICKLE1 phospho-peptides in the mass spectrometry analysis 
probably because of low amounts of protein. However, phospho-PRICKLE1 was detected by western 
blot (Fig. 3B-C). 
 
2. Figure 1E: Prickle1 size seems incorrect. Expect a band around 90kDa. 
 
Response: In this experiment, we expressed GFP-PRICKLE1 that runs at the expected MW (25 + 90 = 
115 kDa). 
 
3. Figure 2A: LL5β and Prickle 1 phosphorylation by MINK1 doesn’t demonstrate ATP dependence 
oWhat is the reason for showing silver stain rather than a P32 incorporation or non-radioactive 
kinase assay? 
 
Response: We choose to use a non-radioactive assay to demonstrate the direct phosphorylation of 
PRICKLE1 and LL5b by MINK1. We took advantage of an anti-phospho T370 PRICKLE1 antibody 
developed by our team to detect phosphorylation of purified PRICKLE1 treated with MINK1. The 
phosphorylation is only detected in the presence of ATP. The purified LL5b phosphorylated by 
MINK1 has been processed for mass spectrometry analysis to validate the LL5b phosphorylation sites 
that appear only in the presence of ATP. These experiments clearly demonstrate that LL5β and 
PRICKLE1 are directly phosphorylated by MINK1, only in the presence of ATP. 
 
oWhy does phosphoT370 antibody have multiple bands? 
 
Response: Recombinant PRICKLE1 produced in the BL21 E. coli strain runs as multiple bands in SDS-
PAGE. These bands probably represent degradation products of PRICKLE1 recognized by anti 
phosphoT370. 
 
 Recommend including data validating the phospho-Prickle antibody to this figure 
 
Response: We have included data validating the specificity of phospho-T370 PRICKLE1 antibody 
(Fig. S1). 
 
4. Figure 3 shows the characterization of the MINK1 kinase inhibitor, concluding the its effects on 
cells are specific to MINK1. The assays – cell spreading, focal adhesion size – are very general and 
could be indirect. 
 
oMINK1 siRNA should be shown side-by-side with these data 
 
Response: We have used the usual (indeed classical but robust) methods to evaluate cell migration 
under the dependence of MINK1 activity. These assays were also used in our Dev Cell paper (Daulat 
et al, 2016) that describes the contribution of the MINK1-PRICKLE1 complex in cell migration and 
invasiveness. We have built a figure showing side by side the similar effects of MINK1 siRNA and 
MINK1 inhibitor treatments (Fig. 3D-G). 
 
O Show that the inhibitor does not enhance MINK1 phenotype when adding together with MINK1 
siRNA 
 
Response: We also performed this experiment and did not observe any additional effect of the 
combination of MINK1 inhibitor and MINK1 silencing on size of focal adhesions (Fig. 3D-G) and cell 
migration (Fig. 6C-D). 
 
O Include affinities for TNIK and MAP4 so we have an idea of relative affinities of this inhibitor to 
other kinases it is known to inhibit. Will help to understand the KY05009 experiments in a whole-
cell context 
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Response: In our paper Daulat et al. (MCB 2012), we demonstrated that PRICKLE1 associates with 
MINK1 and not with TNIK and HGK. To our knowledge, there is no generic substrate to assess the 
IC50 for each kinase. Moreover, our silencing experiments showed that only the silencing of MINK1 
expression has an effect on morphology of MDA-MB231 cells (Fig. S2B). 
 
O Can a kinase dead version of MINK1 rescue any of these phenotypes? Can the phenotypes be 
attributed to a loss of MINK1 phosphorylation? 
 
Response: We performed the experiment and observed a dominant negative effect of the kinase 
dead mutant in term of focal adhesion size and cell migration (Fig. 3H-J and Fig. 6A). Moreover, we 
confirmed this observation using a kinase domain deleted version of MINK1 (Fig. 6B-D). We 
implemented the manuscript accordingly. 
 
5. Figure 4 shows the effect of MINK1 knockdown and inhibition by KY05009 on Prickle localization. 
The phospho- specific Prickle antibody should be used to demonstrate that upon knockdown of 
MINK1 phosphorylation is lost. 
 
Response: We used MDA-MB231 cells stably expressing GFP-PRICKLE1 that were treated with 
KY05009 and processed for immunoprecipitation. We observed that, upon KY05009 treatment or 
MINK1 siRNA, phosphorylation of PRICKLE1 detected by our anti-phosphoT370 PRICKLE1 antibody is 
strongly decreased (Fig. 3B-C). 
 
Does phopsho-Prickle1 specifically co-localize with LL5β? 
 
Response: Despite our repetitive efforts, we were unable to find experimental conditions to use 
our anti-phosphoT370 PRICKLE1 antibody in immunofluorescence experiments. 
 
Figure 4D, 4E, 4F: Quantification needed. 
 
Response: Done (Fig. 3E, G, J) 
 
6. Figure 5 shows that MINK1 promotes, to some extent, the interaction between LL5β and CLASP2, 
but whether MINK-dependent phosphorylation of LL5β is necessary for cell migration is unclear. 
Does a phosphorylation- defective mutant LL5ꞵ localize properly to the cell edge and co-localize 
with CLASP? 
 
Response: We do not see any difference in the cellular localization of a phosphorylation-defective 

mutant of LL5β (LL5β-ADA) (Fig. 4E-F). However, expression of LL5β-ADA reduces cell migration 

demonstrating the importance of this phosphosite (Fig. 6E-F). However, we do see a co-localization 
of LL5b and CLASP. These data are now added to the manuscript in supplementary figures (Fig. 
S4E). 
 

Does the LL5β-ADA mutant affect Prickle1 localization compared to wild type? 

 

Response: Yes, we do see that the LL5β-ADA mutant affects PRICKLE1 subcellular localization in the 

same manner than MINK1 silencing with siRNA or treatment with KY05009 (Fig. S4C-D). 
 

Can it provide any rescue to cell migration when endogenous LL5β is knocked down? 

 

Response: We performed a cell migration assay and observed that LL5β ADA affects cell migration 

acting as a dominant negative form (Fig. 6E-F). 
 

It would also seem to be important to shown in these breast cancer cell lines that CLASP2 and LL5β 

knockdown affects cell migration and lamellipodia. 
 

Response: We silenced the expression of CLASP1, CLASP2 and LL5β and observed an inhibition of 

cell migration (Fig. S5). 
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7. Figure 6. To conclude it is the kinase activity of MINK1 that is responsible for the migration 
defect, a rescue experiment comparing the wild type to a kinase-dead MINK1 should be included. 
To connect the migration defect to LL5β or CLASP, one should test whether a phospho-mimic mutant 
version of LL5β can rescue MINK1 knockdown. 
 
Response: We performed the experiment and observed a dominant negative effect of the kinase 
dead mutant in term of cell migration and focal adhesion size. Moreover, we confirmed this 
observation with a kinase domain deleted version of MINK1 (Fig. 6A-B and Fig. 3H-J). We 
implemented the manuscript accordingly. Thanks to the reviewer, we found that the kinase activity 
of MINK1 is required in the migration process and we show that it signals partially through LL5β. 
 
8. Figure S1, general. Suggest using the Venus-Prickle1-T370A mutant, which is phosphorylation 
deficient, and show here that Prickle-MINK1 is required for LL5β phosphorylation. With these data, 
this figure should go in the main figures 
 
Response: We performed this experiment and moved the figure to the main panel (Fig. 1H). 
 
Minor points 
Figure 1F: 3rd WB panel should be labelled with anti-GFP 
 
Response: We corrected the figure. 
 
Figure 2B: Include an unphosphorylated control to put the Score metric in some context 
 
Response: Score metric has been modified for clarity. It corresponds to Label free quantification 
(LFQ). Data shown correspond to the relative intensity of phosphorylation sites. Unphosphorylated 
sites were not quantified. The more prominent sites have higher LFQ. We modified the figure 
labelling accordingly. 
 
Figure 4D, 4E, 4F: Quantification needed 
 
Response: We did the quantification and implemented the figures (Fig. 4E, G, I) 
 
Figure 5A: To compensate for the very faint CLASP2 band, please provide an average of 3 
experimental replicates. 
 
Response: We carried out a new experiment and used a recently acquired imager in our institute to 
improve the quality of the image. Quantifications are also provided. 
 

Figure 5B, 5G: Include a merge of only LL5β and CLASP2 

 
Response: We modified the figure accordingly. 
 
Figure 5C, 5H: These data would seem to fit better with Figure 3 or Figure 4. 
 
Response: We are grateful of the advice given by the Reviewer. Figure 4 focuses on the Prickle1 
localization whereas figure 5 focuses on LL5b-CLASP association. To keep clarity in our manuscript 
and avoid confusion, we believe that our figure sequence is easier to follow for the reader. 
 

Figure 8. The connection between LL5β and integrin in the current study is unclear. 

 
Response: We agree with the reviewer. This connection is speculative; however, it relies on data of 
the literature. We added “as described in the literature” to avoid confusion. 
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Second decision letter 
 
MS ID#: JOCES/2021/259347 
 
MS TITLE: The serine/threonine kinase MINK1 directly regulates the function of promigratory 
proteins 
 
AUTHORS: Avais Daulat, Monica Silveira Wagner, Stephane Audebert, Malgorzata Kowalczewska, 
Jeremy Ariey-Bonnet, Pascal Fenetti, Francois Bertucci, Luc Camoin, and Jean-Paul Borg 
ARTICLE TYPE: Research Article 
 
We have now reached a decision on the above manuscript. 
 
To see the reviewers' reports and a copy of this decision letter, please go to: https://submit-
jcs.biologists.org and click on the 'Manuscripts with Decisions' queue in the Author Area. 
(Corresponding author only has access to reviews.) 
 
As you will see, the reviewers gave favourable reports but identified a couple of potential errors in 
the text. Please review these comments, fix as needed, and resubmit with a cover letter that 
clearly explains how you handled each one. I hope that you will be able to carry these out because 
I would like to be able to accept your paper. 
 
Please ensure that you clearly highlight all changes made in the revised manuscript. Please avoid 
using 'Tracked changes' in Word files as these are lost in PDF conversion. 
 
I should be grateful if you would also provide a point-by-point response detailing how you have 
dealt with the points raised by the reviewers in the 'Response to Reviewers' box. Please attend to 
all of the reviewers' comments. If you do not agree with any of their criticisms or suggestions 
please explain clearly why this is so. 
 
Reviewer 1 
 
Advance summary and potential significance to field 
 
The revised manuscrpt is suitable for publication. 
 
Comments for the author 
 
The revised manuscrpt is suitable for publication. 
 
Reviewer 2 
 
Advance summary and potential significance to field 
 
This paper identifies LL5b and Prickle1 as substrates for the MINK1 kinase and provides solid 
evidence that its kinase activity regulates migration behaviors in breast cancer cells. 
 
Comments for the author 
 
The authors have addressed the major concerns. The added quantitation and functional 
experiments that further implicate MINK1 kinase activity in migration and PK1-MINK1-LL5beta-
CLASP complex formation have strengthened the manuscript.  
Minor Fig 3G – typo. Y-axis should read Area. 
Fig 3H – I believe there is a typo on the label for WB- this is anti-GFP, not anti-phospho Prickle1, 
correct?  
Legend for figure 3 also should be checked for types (H) is repeated and (I) is missing. 
 
 

 



Journal of Cell Science | Peer review history 

© 2022. Published by The Company of Biologists under the terms of the Creative Commons Attribution License 
(https://creativecommons.org/licenses/by/4.0/). 9 

Second revision 
 
Author response to reviewers' comments 
 
Reviewer 1 Advance summary and potential significance to field 
 
The revised manuscrpt is suitable for publication.  
 
Reviewer 1 Comments for the author 
 
The revised manuscrpt is suitable for publication. 
 
Reviewer 2 Advance summary and potential significance to field 
This paper identifies LL5b and Prickle1 as substrates for the MINK1 kinase and provides solid 
evidence that its kinase activity regulates migration behaviors in breast cancer cells.  
 
Reviewer 2 Comments for the author 
The authors have addressed the major concerns. The added quantitation and functional 
experiments that further implicate MINK1 kinase activity in migration and PK1-MINK1-LL5beta-
CLASP complex formation have strengthened the manuscript.  
 
Minor 
Fig 3G – typo. Y-axis should read Area. 
Fig 3H – I believe there is a typo on the label for WB- this is anti-GFP, not anti-phospho Prickle1, 
correct?  
Legend for figure 3 also should be checked for types (H) is repeated and (I) is missing. 
 
 
Author responses: 
 
We thank reviewer 1 and 2 for their support and we are glad to see that we successfully answer 
their questions. 
 
We have corrected typos on figure 3 and we also have corrected the legend of the figure 3.  
 
We hope to have answer all the remarks of the reviewers and that you will be able to definitively 
accept our work for publication. 
 
 

 
Third decision letter 
 
MS ID#: JOCES/2021/259347 
 
MS TITLE: The serine/threonine kinase MINK1 directly regulates the function of promigratory 
proteins 
 
AUTHORS: Avais Daulat, Monica Silveira Wagner, Stephane Audebert, Malgorzata Kowalczewska, 
Jeremy Ariey-Bonnet, Pascal Fenetti, Francois Bertucci, Luc Camoin, and Jean-Paul Borg 
ARTICLE TYPE: Research Article 
 
I am happy to tell you that your manuscript has been accepted for publication in Journal of Cell 
Science, pending standard ethics checks.  
 

 


