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Table S1: 54 hits obtained by virtual screening investigated in proliferation assays using DU145 and HT29 tumor cell lines. Compounds were first tested at
three concentrations between 1 uM and 100 uM. For potent compounds the Gls, values were determined in triplicate. Compounds shaded in light gray are active
in proliferation assays or inhibit the Eg5 ATPase activity. Compounds shaded in dark gray inhibit Eg5 ATPase activity and induce monoastral spindles in HeLa
cells. Compound numbers coloured in violet, blue or green belong to the quinazoline-, thioxoimidazolidin- or purin/triazolepyrimidine- scaffolds.
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n.s.: no sample to assess purity level; n.d.: not determined; n.i.: no inhibition; MIA: Maximum inhibition attained; n.m.s.o.: no monoastral spindles observed.
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Figure S1. Concentration dependence of induction of monastral spindles by the indicated compounds. After 8 h exposure to drugs HeLa cells were fixed and
stained for immunofluoresecence microscopy as described in figure 3. Mitotic cells were then counted by microscopy and the cells with monoastral spindles
were scored as a percentage of total mitotic cells.
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