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Figure S1. Gene ontology enrichment of biological processes. Significantly less (A) or significantly 

more (B) abundant proteins in tumor were used as input (threshold for protein to be considered 

significant: FDR corrected p-value < 0.05, S0 = 0.1; threshold for enrichment: FDR corrected p-value < 

0.05; GO terms visualized with EnrichmentMap. 
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Figure S2. Redox and label free proteomics overview of the NSCLC patient lung tissue data. A. 

Principal component analysis of individual tumor and healthy samples in redox analysis with 

Cysred/Cysox ratios as input. B. Together with PCA, median Cysred/Cysox ratios between tumor and 

healthy tissue samples reveal minimal difference of the overall redox ratios between the two sample 

groups. C. Volcano plot of the LFQ proteomics data of the lung cancer patient samples (unpaired multi-

test corrected two-sided Student’s t-test p-value < 0.05, S0 = 0.1; green - glucose metabolism; pink - 

oxidative stress; blue - MG and advanced glycation endproducts, red - oncogenes). D. Target validation 

across two published pair-wise matched tumor vs. healthy proteomics datasets (left:lung 

adenocarcinoma (LUAD) dataset published in 2020 by Gillette et al. (N= 101 per group; tumor or non-

tumor adjacent (NTA)3), right: lung squamous cell carcinoma dataset by Satpathy et al. published in 

2021 (N=99 per group)4 ). Proteins marked in bold are significantly altered (p-value < 0,05) upon two-

sided, paired Student t-test.  

 

 

 

 

 

 



 

Figure S3. LDHA is negatively correlated with GLO1 abundance and MG-H1 modification frequency. 

Correlation analysis of tumor MG-H1 modification frequency (as % of all PSMs), s-lactoylglutathione 

(sLG) values (as tumor/healthy (T/H) ratio), tumor GLO1 and GLO2 protein levels with the abundance 

of LDHA. Numbers of pairs per correlation analysis: 69 (GLO2) - 70 (all other panels). 
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