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Supplementary Figure 1  



(A-C) The relative abundance of (A) Lactobacillus (B) L. johnsonii (C) L. reuteri in tumor tissues 

and normal tissues of GC patients. Data were analyzed by t tests; Means ± SD. ns p≧0.05, *p 

< 0.05, ** p < 0.01, ***p < 0.001, **** p < 0.0001. 

(D) PCR was used to determine the colonization of L. paracasei in both tumor or normal tissues 

of GC patients.  

(E) PCR was used to determine the colonization of L. paracasei in tumor tissues of HGC27 

xenograft.  

(F) Beta-diversity by PCoA based on Binary-jaccard dissimilarity matrix in stomach samples of 

nude mice.  

(G) Heatmap of differential bacterial species (p<0.05) in nude mice, compared with control 

groups.  

PCoA, principal coordinate analysis.  



 

Supplementary Figure 2  

(A, B) (A)Cell viability at OD450nm (B) colony formation of human GC cells with PBS, 1% 

Lp.CM, 5% Lp.CM and 10% Lp.CM. 

(C) The knockdown effect of AHR of human GC cells through qPCR. 



(D) The mRNA level of AHR of HGC27 with siAHR and IAA. 

(E, F) (E)Cell viability at OD450nm (F) colony formation of human GC cells with PBS, IAA, 

siAHR and siAHR+IAA. Data were analyzed by two-way ANOVA; Means ± SD. 

 

 

 
Supplementary Figure 3  



(A, B) The 3D structure of (A)MTDH and (B)AHR using ChimeraX.  

(A) The receptor protein is located above, and the ligand protein is located below. Each row 

contains an amino acid residue, with the yellow region indicating the predicted binding region. 

HSDC is predicted for hydrogen bonding, BSA is the area of interaction encapsulation, and the 

more vertical lines there are, the higher the degree of encapsulation, indicating a tighter 

interaction. 

(D) Western blot analysis of the inhibition of NF-kB signaling pathway of AGS and HGC27 

treated with Lp. CM and Lp. CM-PK.  

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 



 
 

Table 1 The proteins binding to AHR by COIP 

 
 


