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Figure 10. Female immunodeficient mice bearing
ER+ patient-derived xenograft (PDX) tumors were
randomized into four treatment groups: Vehicle
control, Alisertib, Fulvestrant and Alisertib +
Fulvestrant combination. Treatments  were
administered as Alisertib, OG (30 mg/kg; five times
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Figure 7. A) (3-galactosidase (SA-[3- gal) Assay N
A3250 cells treated with alisertib. B) ELISA for IL-6
in A3250 cells treated with alisertib for 3 days and
[ days. ***p<0.0005, **p<0.005, *p<0.05

ER+ and ER- IBC patient tissues and cell
lines.
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Figure 1. Heatmap of selected cell cycle genes by
receptor subtypes demonstrating AURKA s
expressed in ER+ and ER- IBC world consortium

patient data.

Figure 4. A) Immunobloting demonstrates AURKA
expression Iin different TNIBC cells and ER+/-
PDXs. B) IHC staining of ER+/- IBC PDX models
for AURKA.

Figure 8. A) Treatment scheme for senescence

iInduction.

B) Bar graph showing number of

colonies formed after treatment. ****p<0.0001, ns

' (non-significant)
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