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Fig.1 The relationship between high expression of ABCG5 and prognosis in patients with hypopharyngeal carcinoma

A THC detection of ABCGS expression level x20; B: H-score of ABCG5; C: Relationship between ABCG5 expression and length of patient surviv-

al; " " P <0.01 vs Normal group.
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Fig.2 The expression of ABCG5 in HNSCC stem cells
A Positive proportion of ABCGS in the HNSCC cell lines; B: ABCGS protein levels in the HNSCC cell lines; C: ABCGS expression in adherent

cells and CSCs.
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Fig.3 Stemness characteristics of ABCG5 + cells
A Comparison of self-renewal ability between ABCGS + and ABCGS5- cell; B: Comparison of ABCGS + and ABCGS5-spheroid formation ability x40 ;

C: Statistical analysis comparing spheroid formation ability between ABCG5 + and ABCGS- cells; D: The expression of stem genes in ABCGS + and AB-

CG5- cells; *** P <0.001 vs ABCG5-cells.
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Fig.4 The effect of ABCGS expression on CSCs characteristics
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A siRNA was transfected to inhibit ABCG5 and the resultant effect on cellular self-renewal ; B Inhibited ABCG5 expression and associated effect on

cell sphericity x40; C: Results of statistical analysis on inhibited ABCGS5 expression and changes to cell sphericity; D: Inhibited ABCG5 expression and

associated effects on stem gene expression; ** * P <0.001 vs Control group.
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Fig.5 The effect of ABCG5 on EMT in HNSCC
A Comparison of cell transfer ability between ABCG5 + and ABCGS5- cells x40; B: The expression of EMT proteins in ABCG5 + and ABCGS5-

cells; C: Interference with ABCGS expression and changes to EMT protein expression.
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Exploration of the role of ABCGS inhead and

neck squamous cell carcinoma
Wu Xiangping' , Wang Yan®, Yao Changyu'
(' Dept of Otolaryngology-Head & Neck Surgery, The First Affiliated Hospital of Anhui Medical University ,
Hefei 230022 ;°Key Laboratory of the Ministry of Education, Laboratory of Molecular Oncology,
Peking University Cancer Hospital & Institute, Bejjing 100142)
Abstract Objective
Methods

ryngeal carcinoma, and the relationship between the expression and the long-term survival time of the patients was

To investigate the regulatory role of ABCGS in head and neck squamous cell carcinoma.

Immunohistochemical staining was used to detect the expression of ABCGS in 105 patients with hypopha-

analyzed. Immunowestern blotting and flow cytometry were used to detect the expression of ABCGS in head and
neck squamous cell carcinoma cell lines. Flow sorting was employed to investigate the differences in proliferation
and metastasis, spheroidization ability, and expression of stem cell molecules between ABCGS5 positive and negative
cells. si RNA interference was used to further demonstrate whether ABCGS affects the malignant phenotype. Re-

sults  ABCGS5 was associated with poor prognosis in patients with hypopharyngeal carcinoma. ABCG5 was enriched
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WE B/ A SRR % B B (HPLC-MS/MS ) RS d sy = RIRIE I £ A HLER W 2 777, s A AR R —H iR
(2 -ZH T K ) 5 (DEHP) 22 85/ UM JFNEFIAG 8 & SR SERRR BEFIR o- W R IS Sk R ATHER 6 Fh — R
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in stem cells of head and neck squamous cell carcinoma. ABCG5-positive cells had stronger proliferation (P <
0.001) , metastasis (P <0.01), and spheroid formation abilities (P <0.001) than negative cells. The expression
levels of some stem cell molecules (SOX2 . NANOG ,SOX9 ,0CT4 ,CD44) in ABCG5-positive cells were higher than
those in ABCG5-negative cells. The expression of epithelial cell protein E-cadherin was lower in ABCGS5-positive
cells than that in ABCG5-negative cells, and the expression of interstitial cell proteins N-cadherin, Slug, Snail 1,
and Vimentin were higher (P <0.01). Moreover, interfering with ABCG5 expression significantly inhibited tumor
cell spheroid formation (P <0.001) , as well as the expression of proteins related to cancer stem cells and epitheli-
al-mesenchymal transition. Conclusion ABCGS5 has a potential biological role in maintaining the function of head
and neck squamous cell carcinoma stem cells.
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