ACSL4 serves as a novel prognostic biomarker correlated with immune
infiltration in Cholangiocarcinoma
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Supplement Figure

Supplement Figure 1 The relationship between 4 ferroptosis-related genes and
overall survival in CHOL.

(A) The PCA analysis of TCGA-CHOL and GSE107943 datasets before removing
batch effects. (B) The PCA analysis of TCGA-CHOL and GSE107943 datasets after
removing batch effects. (C-F) OS in high and low MUC1, SLC7A11, ACSL3, SLC38A1
group in meta cohort.
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Supplement Figure 2 Cellular identity in GSE138709

(A-l) The expression of canonical marker genes for ten distinct cell types is shown in
tSNE plots. T cells (CD3D), malignancy (KRT19), cholangiocytes (FXYD2),
monocytes (CD14), hepatocytes (ASGR1), endothelial cells (FCN3), fibroblasts
(ACTA2), and B cells (CD79A). (J) The expression of ACSL4 in different types of cells
in CHOL compared with normal
samples.
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Supplement Figure 3 ACSL4 acts as a crucial factor of ferroptosis in CHOL
(A-B) Knockdown of ACSL4 alleviated erastin-induced cell death in RBE and
HuCCT1. (C-F) ROS and Fe?* were assayed in RBE and HUCCT1 following treatment
with erastin (20 uM) for 24 h.
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Figure 1E
ACSL4 The other exposure image
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