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Supplementary Figure 6. LPC regulates the levels of ROS and NO and intracellular Ca2+ 
release through cAMP-induced activation of PKA in Mtb-infected cells. Raw264.7 cells were 
pre-treated with H-89 (10 μM) for 1 h and infected with H37Ra (MOI of 5) with or without LPC 
treatment. (A) After infection, the cells were stained with EEA1, and FITC-labeled Mtb 
colocalization with EEA1 was observed by confocal microscopy. (B) The cells were labeled with 
DCFH-DA, and intracellular ROS levels were measured by confocal microscopy. The bar graph 
represents the ratio of DCF fluorescence. (C) NO was measured in cell culture supernatants using the 
NO detection kit. (D) Cells were loaded with Fluo-4/AM and stained with the nuclear dye DAPI. 
Intracellular Ca2+ release was observed by confocal microscopy. The bar graph represents the ratio of 
the Fluo-4/AM MFI, which was normalized to the MFI obtained for uninfected cells. **, p<0.01; 
***, p<0.001; and ns, not significant (p>0.05). 


