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Introduction
Mitogen-activated protein kinase (MAPK) cell signalling pathways A___ ) _ _ A: Pondr-fit disorder prediction fo.r M_KK? [3].
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thereby activates an MKK (MAPK kinase), which then activates the ——‘—
MAPK by phosphorylation. Our work focuses on the c-Jun N-terminal I-I.:-m kinase domain — B: Rectangle representation of INK1-al and the
kinase (JNK) signalling pathway with special emphasis on the interac- e corresponding construct used in this study.
tion between the two kinases MKK7 and JNK1.
B Below: Sequence of MKK7 N-terminal domain construct.
kinase domain The three D-sites are colored in yellow. They all share the
‘ . common motif R-X-R-X-X-L-X-L.
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below: Experimental SSP values [4] for intrinsically A
disordered N-terminal domain of MKK7. First 30 residues T i
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N E ‘ MKK7 N-terminal domain was the same in both experiments. JNK1 is added at
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Titration of MKK7 N-terminal domain with JNK1. Peak intensities were
extracted from 1H-15N HSQC spectra. They were normalized by dividing
with intensities of the free MKK7 N-terminal domain. Residues of D2 and
Chemical shifts do not change during MKK7 N-terminal domain titration with JNK1 D3 sites display largest decrease in intensities. Binding events do not
perturb the intensities of the peaks in the far N-terminal and in the central
region. The results are in conformity with >N transverse relaxation rates.
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