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Table S1. The combined bioinformatics analysis results of H. pylori G27 and Mutant-1 
whole genome data. 
 
 

 
 
 
 
 
 
 
 
 



Table S1. The combined bioinformatics analysis results of H. pylori G27 and Mutant-1 
whole genome data (continued) 
 

 
 
 
 
 



Table S2. The combined bioinformatics analysis results of H. pylori G27 and Mutant-2 
whole genome data 
 

 
 



Table S2. The combined bioinformatics analysis results of H. pylori G27 and Mutant-2 
whole genome data(continued) 

 
 



Table S2. The combined bioinformatics analysis results of H. pylori G27 and Mutant-2 
whole genome data(continued) 

  
 
 
 
 
 
 
 



 
 
Figure S1. Position of SNPs detected (T1495A, T1494A, T1490A, T1476A, G1472T) via WGS in Mutant 1 strain. 
 
 
 

 
Figure S2: Signal decreases observed in Sanger sequence analysis are thought to be due to potential 

methylations occurring in the 23S rRNA region, leading to breaks. 
 
 
 


