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Fig. 1. A. Bar graph plotting the relative amplification of small mtDNA in 30 µM 4-OHE2 
treated HCEnC-SV-67F-16, FECD-SV-73F-74 and -61F-18 cells. Dotted line indicate the 
untreated samples to which the treated samples are normalized. B, C. Survival plots of 
the percent cell viability of HCEnC-21T cells treated with varying doses of MN and 4-OHE2 
determined by Cell Titer Glo assay. 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 



 
 

 
 
Fig. 2. A-C. Comparison of the levels of estrogen-DNA adducts, 4-OCH3E2 and quinone 
conjugates in untreated HCEnC-21T cells versus. treated with either 8.5 µM MN  alone, 
3.75 µM 4-OHE2 alone or co-treated with 8.5 µM MN and 3.75 µM 4-OHE2 by UPLC-
MS/MS. 
 


