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Fig. S5 Paclitaxel increases PD-L1 accumulation by suppressing mitophagy.

a Top, qRT-PCR of ATAD3A mRNA in MDA-MB-231 cells in the presence of
paclitaxel (10 nM or 20 nM) for 12 h (n = 3, one-way ANOVA). Bottom, immunoblot
of ATAD3A in MDA-MB-231 cells incubated with 20 nM paclitaxel for 12 h and 24
h. b Left, quantification of mitochondrial mass and the percentage of dysfunctional
mitochondria in control and PINK1-knockdown cells (n = 3, one-way ANOVA).
Right, flow cytometry of mitochondrial mass (vertical axis, assessed with the green
fluorescent mitochondrial stain MitoTracker Green FM) and mitochondrial membrane
potential (horizontal axis, assessed with the red fluorescent dye MitoTracker Red
CMXRos sequestered by active mitochondria). Outlined area, dysfunctional
mitochondria. ¢ Quantification of mitochondrial mass and the percentage of
dysfunctional mitochondria in MDA-MB-468 cells in the presence of paclitaxel (20
nM or 50 nM) for 16 h (n = 3, one-way ANOVA). d Flow cytometry of mitochondrial
mass and mitochondrial membrane potential. Outlined area, dysfunctional
mitochondria. e Immunoblot of PD-L1 in MDA-MB-231 cells and MDA-MB-468
cells with 20 nM paclitaxel treatment for indicated times. h, hours. f Flow cytometry
(left) and quantification (right) of surface PD-L1 in human TNBC cells treated with
20 nM paclitaxel for indicated times. h, hours (n = 3, one-way ANOVA). g gRT-PCR
of PD-L1 mRNA in human TNBC cells treated with 20 nM paclitaxel for 12 h (n = 3,
t-test). h Immunoblot of PD-L1 in control and PINK1-overexpressing MDA-MB-231
cells treated with or without 20 nM paclitaxel for 24 h. i Quantification of relative

PD-L1 protein level in immunoblot, related to Fig. 4k. j Left, immunoblot of PD-L1



in control and ATAD3A-knockdown MDA-MB-231 cells treated with or without 20
nM paclitaxel for indicated times. h, hours. Right, quantification of relative PD-L1
protein level in immunoblot. Data are representative of at least three independent

experiments and are shown as means + SD.



