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Figure S1. Synergistic effects of PGG and cisplatin on the morphology, viability, sub-G1 accumulation and apoptosis-related 

proteins in A549/CR and H460/CR cells. (A) Cell viability was determined by an MTT assay after A549/CR and H460/CR cells 

were treated with PGG (12.5 μM) and/or cisplatin (12.5 μM) for 48 h. Then, the synergy between PGG and cisplatin was evalu-

ated by Combination Index (CI) determined by the Chou–Talalay method and CalcuSyn software (Biosoft, Ferguson, MO, USA). 

CIs below 1 were considered to indicate significant synergy. ##, p < 0.01, ###, p < 0.001. (B) Cell cycle distribution was analyzed 

by flow cytometry (left) after A549/CR and H460/CR cells were treated with PGG (12.5 μM) and/or cisplatin (12.5 μM) for 48 h. 

Bar graphs represent the percentages of sub-G1 DNA contents undergoing apoptosis (right). Data represent means ± S.D. *, p < 

0.05 vs. cisplatin-treated control. (C) A549/CR and H460/CR cells were treated with PGG (12.5 μM) and/or cisplatin (12.5 μM) 

for 48 h and were subjected to Western blotting for Caspase-8, Caspase-9, Caspase-7, Caspase-3, PRAP, XIAP, c-IAP2, BCL-2 

and β-actin. 
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Figure S2. Quantification of Western blotting. Bar graphs for (A) Figure 3B, (B) Figure 3C, (C) Figure 4C, (D) Figure 5A, (E) 

Figure 5B, (F) Figure 6A and (G) Figure 6D. Data represent means ± SD. *, p < 0.05, **, p < 0.01,***p < 0.001, #, p < 0.05, ##, p < 0.01, 

###p < 0.001 vs. untreated control. 




