Obesity-altered adipose stem cells promote radiation resistance of estrogen
receptor positive breast cancer through paracrine signaling
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Supplemental Figure 1: obASCs promote radiation resistance, but do not affect tumor
growth of non-irradiated cells. A) Representative videos of time-lapse imaging promotes
decreased apoptosis in MCF7 after co-culture with obASCs prior to radiation (dose 2Gy). B)
Unirradiated cells injected into the mammary fat pads reveals that MCF7 co-cultured with
0bASCs prior to injection did not affect tumor growth of MCF7 xenografts. C) Tumor weight
at endpoint from irradiated and unirradiated groups are shown. Data from animal

experiments represent an n=5 animals per group with bilateral tumors. Bars represent
mean + SEM.
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Supplemental Figure 2: Leptin produced by obASCs upregulates gene expression of

NOTCOM2
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NOTCH signaling components in ER* BC. Co-culture with obASCs up regulated NOTCH
signaling pathway players; however, co-culture with shLep obASCs does not up regulate
NOTCH signaling.. Values reported are the mean of three independent experiments each
performed in triplicate. Bars represent mean * SEM. (*=obASCs compared to control)

*p<0.05, ** p<0.01, ***p<0.001.



Original western blot uncropped: Membrane was cut before probing with primary
antibody for NOTCH1 or Actin. Wells 1-3 correspond to ZR75 alone, ZR75 + shCtrl obASCs,
and ZR 75+shLep obASCs in supp fig 2B respectively and wells 7-9 correspond to T47D
alone, T47d+shctrl obASCs, and t47D+shLep obASCs respectively.
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