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Figure S1. p62 promotes ESR1 expression in primary endometrial stromal cells. (A) 

Protein expression levels of ESR1, p62, and GAPDH were examined with western 

blot in five different primary endometrial stroma cell lines either in presence or 

absence of silenced p62 expression. The fold changes in ESR1 protein levels in 

presence versus absence of silenced p62 expression are reported in the right panel. (B) 

Fold changes in ESR1 and p62 mRNA levels were examined with qPCR in primary 

endometrial stromal cells in presence versus absence of silenced p62 expression 

(control conditions set at 1). (C) Primary endometrial stroma cell (left panel) and 

breast cancer cells (T47D and MCF7, middle and right panel) were treated with 

DMSO or the proteasome inhibitor MG132 (10 mM) for 5 h either in presence or 



absence of silenced p62 expression. Protein levels of ESR1, p62, and GAPDH were 

examined with western blot. Primary endometrial stroma cell lines were treated at 

different time points with the reported concentrations of an autophagy activator 

(everolimus) (D) or an autophagy inhibitor (chloroquine; CQ) (E) to promote the 

degradation or induce the accumulation of p62, respectively. Protein levels of ESR1, 

p62, and GAPDH were examined with western blot. 

 

 

 

 

 

 

 

 

 

 

 



 

 

 

 

 

Primer Sequence (5’-3’) 

P62 S349A F AGTGGACCCGGCTACAGGTGA 

P62 S349A R TCTTTTGAAGACAGATGGGTCCAG 

P62 S349D F AGTGGACCCGGATACAGGTGAAC 

P62 S349D R TCTTTTGAAGACAGATGGG 

Keap1 3xFlag F TAGCCCGGGCGGATCCATGCAGCCAGATCCCAGGC 

Keap1 3xFlag R ATCGATAAGCTTGATATCACAGGTACAGTTCTGCTGGTCAATC 

Keap1 180 R ATCGATAAGCTTGATATCCTGCTGCACCAGGAAGTCAC 

Keap1 180 F TAGCCCGGGCGGATCCCTGGACCCCAGCAATGCC 

Keap1 327 F TAGCCCGGGCGGATCCCCCAAGGTGGGCCGCCTG 

NTAP-ESR1 F CTGCCCGGGCGGATCCATGACCATGACCCTCCACAC 

NTAP-ESR1 R GCTTGATATCGAATTCTCAGACCGTGGCAGGGA 

ESR1 261R GCTTGATATCGAATTCTCCTCTTCGGTCTTTTCGTATC 

ESR1 180R GCTTGATATCGAATTCGTAGCGAGTCTCCTTGGCAG 

ESR1 181F CTGCCCGGGCGGATCCTGTGCAGTGTGCAATGACTATG 

ESR1 310F CTGCCCGGGCGGATCCCTGACGGCCGACCAGAT 

Table S1. Sequences of primers used in the study 


