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Subcellular localization of EGFR, WT vs. TKD mutants, by EGF treatment
(Stable transfection, NR6 cell)
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WT  L858R W T L858R

EGF
{50 ng'mi, 30min)
Sherer exposure
mye-EGFR
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Tubulin

EGFR TKD mutants have defective Y1045 phosphorylation,
¢-Cbl interaction, and internalization by EGF treatment
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Subcellular localization of EGFR, WT vs. TKD mutants, by Cisplatin

NR6 stable clones Non-Nu. Nu.
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EGFR TKD mutant (L858R) is more resistant to cisplatin than WT

NRE stable clones

ﬁgﬂl—q&

p38 inhibitor can partially block EGFR nuclear translocation by cisplatin

Nuclear fraction

WT d19 L858R
Cisplatin - + + - + + . + +
sB202190 - - + - - 4+ - -+
o -
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Constitutively active MKKG can induce EGFR nuclear translocation

Nen- Nuclear Nuclear Total lysate
EGFR + + + + + + + + o+
MKKE-CA -+ - -+ - -+ -

Cisplatin -

mye-EGFR

P-p38
Total p38
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Hela cell, EGFR:MKKB-CA= 1:4 transfection
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