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Supplementary Figure 1. The ATM signaling pathway is more suppressed in the 

p53+/+ cells than the p53-/- cells after etoposide and Oligo-Fucoidan co-treatment. 

The effects of synchronized treatment with Oligo-Fucoidan (200 g/ml) and etoposide 

(40 M) for different intervals were assayed. The expression levels of different proteins 

were normalized to those -actin, whose expression levels in MOCK-treated cells were 

defined as 1. 
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Supplementary Figure 2. Oligo-Fucoidan (LMF) is more effective to suppress 

etoposide-induced DNA damage response than the HMF. (A) Different 

concentrations of the high molecular weight Fucoidan (HMF) from Fucus vesiculosus 

were examined in management of spontaneous DNA lesions in the HCT116 cells (p53-

/- and p53+/+). (B) The p53-/- cells were studied after treatment with etoposide (40 M), 

Oligo-Fucoidan (LMF) (400 g/ml) and the HMF (400 g/ml) as well as co-treatment 

of LMF or HMF with etoposide for 48 h. The effects of LMF were compared with the 

HMF in response to etoposide treatment. (C) The p53+/+ cells were studied after 

treatment with etoposide, LMF and the HMF as well as co-treatment of LMF or HMF 

with etoposide for 48 h. The expression levels of various proteins were normalized to 

those -actin, whose expression levels in MOCK-treated cells were defined as 1. 

 


