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Background Time-lapse of STAT3 PTM-inactivating mutants in living HeLa cells

Conclusions
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• Normal (WT) STAT3 dimers quickly translocate to the nucleus in

the presence of the Leukemia Inhibitory Factor (LIF)

• A mutation blocking phosphorylation at Y705 (Y705F) in both

STAT3 monomers prevented LIF-induced nuclear translocation

• STAT3 lacking SH2 translocated into the nucleus independently of

LIF treatment, suggesting a constitutively active form.
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Bimolecular Fluorescence Complementation
Blue arrows: Diffuse cytosolic

White arrows: perinuclear inclusions

Yellow arrows: nuclear accumulation

Red arrows: cytosolic punctiform aggregates
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