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Figure S1. 

 

Figure S1. Effects of MGO and GO (50-400 µM) on the cell viability of HaCaT cells. 

 



Figure S2. 

 

Figure S2. Networks related to cell death and survival. Three networks were selected from the 

25 networks generated by IPA analysis of our proteomics dataset based on their relevance to cell 

death and survival. Each network consists of 35 molecules represented by nodes in the radial 

graph. Green nodes represent downregulated molecules, while red nodes represent upregulated 

molecules. Network A, D, and G revealed the molecules involved in the cell cycle, cell death and 

survival, and embryonic development in the Erastin-induction, Erastin-GO induction, and 



Erastin-MGO induction groups, respectively. Central molecule TP53 was suppressed in the 

Erastin-induced cells, whereas it was activated in the presence of GO or MGO. Network B, E, and 

H revealed the molecules involved in cell death and survival, DNA replication, recombination, 

and repair in the Erastin-induction, Erastin-GO induction, and Erastin-MGO induction groups, 

respectively. Central molecule CTNB1 was activated in the Erastin-induced cells, whereas it was 

suppressed in the presence of GO or MGO. Network C, F, and I revealed the molecules involved 

in cell death and survival, embryonic development, and organismal injury and abnormalities, in 

the Erastin-induction, Erastin-GO induction, and Erastin-MGO induction groups, respectively. 

Central molecules CLUH and BAX were suppressed in the Erastin-induced cells, whereas CLUH 

and BAX were activated in the Erastin-GO induction group. In the Erastin-MGO induction group, 

CLUH was activated, and BAX was suppressed, suggesting different regulatory mechanisms 

between Erastin-GO and Erastin-MGO treatments. 

 


