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Fig. 1: Activation of ATM/ATR substrates in AGS cells after infection with H. pylori P12 wild-type (cag PAI-

positive) (a)  and  H.  pylori  ?   PAI  corresponding  isogenic  cag PAI negative mutant (b) at MOI of 100. 
k - control cells, 1-4 –corresponding infection for 30min, 90min, 3h and 6h   

 
 

 
 
 

Fig. 2:  Activation of Chk2 kinase in AGS (a) and HeLa (b) cells after infection with H. pylori P12 at MOI of 100. 
k - control cells; 13 - corresponding infection for 30min, 90min, 3h; * - treatment with ATM/ATR 
inhibitor; d - treatment with doxorubicin.  

 

 
 

Fig. 3: Activation of Chk2 kinase in AGS (a) and HeLa (b) cells after infection with H. pylori P12 at MOI of 100. 
k - control cells; 1-2 - corresponding infection for 6h and 24 h 

  

 
 
 
Fig. 4: Activation of p53 protein in HeLa cells after infection with H. pylori P12 at MOI of 100. k - control cells; 

1-3  - corresponding infection for 30min, 90min, 3h; * - treatment with ATM/ATR inhibitor; d  - treatment 
with doxorubicin.   

 
 






