
Supplementary Materials and Methods 
 
 
Cell Lines and Cell Culture Conditions: KYSE150 and Colo824 cell lines were obtained from 
DSMZ (Braunschweig, Germany).  The KYSE150 cell line was established from the poorly 
differentiated esophageal squamous cell carcinoma resected from upper (cervical) esophagus of a 49-
year-old Japanese woman after receiving radiotherapy (the tumor was invading contiguous structures) 
(Shimada et al., 1992). KYSE 150 cells were cultured in 49% RPMI-1640 + 49% Ham's F12 + 2% 
fetal bovine serum (FBS).  Colo824 cell line was established from the pleural fluid of a 52-year-old 
patient with breast carcinoma.  Colo824 cells were cultured in 15% FBS RPMI-1640. HCC70 and 
HCC1954 cell lines were obtained from ATCC (Manassas, VA, USA).  HCC70 and HCC1954 cells 
were cultured in 10% FBS RPMI-1640.  MCF10A is a spontaneously immortalized, but 
nontransformed human mammary epithelial cell line derived from the breast tissue of a 36-year-old 
patient with fibrocystic changes (Soule et al., 1990). MCF10A  cells were cultured in Ham's F-12 
medium supplemented with 0.1% bovine serum albumin, fungizone (0.5 µg/mL), gentamicin (5 
µg/mL), ethanolamine (5 mmol/L), HEPES (10 mmol/L), transferrin (5 µg/mL), 3,3,'5-Triiodo-L-
Thyronine (T3 ) (10 µmol/L), selenium (50 µmol/L), hydrocortisone (1 µg/mL), insulin (5 µg/mL) and 
10 ng/ml epidermal growth factor (EGF).  The isolation and culture of the SUM series of HBC cell 
lines have been described in detail previously (Forozan et al., 2000; Forozan et al., 1999). SUM-44 
and SUM-190 cells were cultured in Ham's F-12 medium supplemented with 0.1% bovine serum 
albumin, fungizone (0.5 µg/mL), gentamicin (5 µg/mL), ethanolamine (5 mmol/L), HEPES (10 
mmol/L), transferrin (5 µg/mL), 3,3,'5-Triiodo-L-Thyronine (T3 ) (10 µmol/L), selenium (50 µmol/L), 
hydrocortisone (1 µg/mL), and insulin. SUM-52, SUM-149 and SUM-225 cells were cultured with 5% 
fetal bovine serum, fungizone (0.5 µg/mL), gentamicin (5 µg/mL), hydrocortisone (1 µg/mL) and 
insulin (5 µg/mL).  
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Supplementary  Table 1:  Array CGH data on chromosome 9p using an Agilent 244K chip (A) or 

44K chip (B) in 9 cancer cell lines. 

 

Supplementary Figure Legend 

Figure S1. A summary of GASC1 amplification across multiple GISTIC analyses performed on the 

entire dataset (copy-number profiles of 3131 cancer samples) or subsets representing different cancer 

types.  

 
Figure S2. Genome view of the PTPRD locus analyzed on the Agilent oligonucleotide array (Agilent 

Technology) in KYSE150 cells.  

 

Figure S3.  Schematic representation of PTPRD primers for genomic real-time PCR. 

 

Figure S4.  Relative copy number of the PTPRD gene in KYSE150, HCC1954 and control cells 

determined by genomic real time-PCR. Genomic DNA was used as a template and PCR amplification 

of PTPRD fragments of intron 7-exon 8 and intron 8-exon 9 were normalized against the PCR 

amplification of β-actin. Copy numbers in control cells are set as 0 arbitrarily. Relative copy numbers 

were shown as log2 values. 

 

Figure S5: Summary of regions at chromosome 9 with signigicant copy number alterations in basal-

like primary breast tumor, brain metastasis and xenograft samples  that were adopted from Ding et al’s 

published Supplementary Information . 

 

Figure S6: Protein levels of p53 in HCC1954 cells stably expressing control shRNA, UHRF2 

shRNA#1 or shRNA#2 were analyzed by Western blot. 

 

Figure S7: Detection of RB protein in HCC1954 cells stably expressing non-silencing shRNA (lane 1), 

UHRF2 shRNA#1 (lane 2), or UHRF2 shRNA#2 (lane 3). Whole cell extracts of MCF10A cells were 

resolved on the same gel to serve as a migration control for the hypophosporylated (p) form and the 



hyperphosporylated (pp) form of RB protein. MCF10A cells were either EGF-starved (-EGF) for 24 

hours or EGF-starved for 24 hours followed by stimulation with EGF (+EGF) for 24 hours.   
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Figure S5

Supplementary Information for Genome Remodeling in a Basal-like Breast Cancer 
Metastasis and Xenograft (Ding et al. 2010)
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