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Additional Figure 6. Knock-down of paxillin does not affect talin-dependent
activation of integrin alIbp3 in CHO cells.

(A) Schematic representation of the lentiviral vectors used in this experiment. (B—-D)
allbB3-CHO cells were transduced with lentiviral vectors expressing a control shRNA
sequence and GFP (Control), the paxillin shRNA sequence and GFP (Pxn-KD), a
control shRNA sequence and the GFP-Talin FERM domain (Control-FERM), or the
paxillin shRNA sequence and the GFP-Talin FERM domain (Pxn-KD-FERM). (B)
Lysates obtained from the transduced cells were immunoblotted with anti-GFP
polyclonal antibody, anti-paxillin monoclonal antibody, and anti-vinculin monoclonal
antibody. (C) PAC-1 binding after transduction in the presence or absence of 1 mmol/L
GRGDS was assessed by flow cytometry. Data are representative of four independent
experiments. (D) Columns and error bars represent the mean + s.d. of PAC-1 binding (n

= 4). Statistical significance was determined using Student’s t test.



