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Supplementary figures

Sup. Fig. S1. Behavior of sensitive variant F. A) MTT assay in parental cells and variant F under
increasing doxorubicin (Dox) concentrations, mean values are presented (n = 6, mean £ SD), *p<
0.001, **p< 0.05, respect to parental cells. B) XBP1s expression under salubrinal (Sal) and Dox
treatments. B-actin was used as a loading control. C) Analysis of Dox treatment (500 nM) through
flow cytometry.
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Sup. Fig. S2. Localization of BiP in extracellular media of parental and variant B cells.
Identification by western-blot of BiP in 10X concentrated supernatant media of parental and variant
B cells under the Doxorubicin (Dox) treatment (100 nM) and concomitant Salubrinal (Sal) (25

KUM), Cryptotanshinone (Cry) (25 puM), and Tunicamycin (Tum) (1 pg/mL). Coomassie stain on
PVDF membranes and [3-actin were used as loading controls.
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Sup. Fig. S3. Localization of XBP1s in extracellular media of parental and variant B
cells. Identification by western blot of XBP1s in 10X concentrated supernatant media of
parental and variant B cells under LDL (25 pg/mL) and Doxorubicin (Dox) (100 nM) treatment.
Coomassie stain was used as a loading control.
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Sup Fig. S4. Phenotypic characterization of parental and variant B cells under concomitant Cry/
Dox and Tum/Dox. A) Effect of concomitant Dox (100 nM) treatment with Cryptotanshinone (Cry)
(25 uM) and Tunicamycin (Tum) (1 pg/mL) by quantification of MMP-9 collagen degradation.
Results are expressed as a percent of control. Employing the same conditions, representative
images of optical microscopy. In parental cells, a representative image corresponding to control
(B), Cry plus Dox treatment (C), and Tum plus Dox treatment (D). The same assays showed in
variant B, control (E), Cry plus Dox treatment (F), and Tum plus Dox treatment (G).
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