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Study of origin

Profiled for mutations

50

hsa04217: Necroptosis
hsa05164: Influenza A
WP4630: Measles virus infection
R-HSA-9645723: Diseases of programmed cell death
R-HSA-5218859: Regulated Necrosis
hsa04621: NOD-like receptor signaling pathway
GO:0009615: response to virus
GO:0070663: regulation of leukocyte proliferation
GO:0000302: response Lo reactive oxygen species
GO:0043124: negative regulation off appaB kinase/NF-kappaB signaling
R-HSA-1280215: Cytokine Signaling in Immune system
G0:0002260: lymphocyte homeostasis
GO:0080135: regulation of cellular response to stress
GO 0038034: signal transduction in absence ofllgand
P5083: Neuroinfl and
GO 0001933: negative mgulanon of Pmlcm p?lospﬁorylauon
GO:0009612:
WP2037: Prolactin sngnalm pathway
GO:1901216: positive regulation of neuron death
GO0:0071496: cellular response to external stimulus
GO:0006091: generation of precursor metabolites and energy
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§ Inframe Mutation (unknown significance)

¥ Missense Mutation (unknown significance) || Splice Mutation (unknown significance)

¥ Truncating Mutation (unknown significance) | Structural Variant (unknown significance) || Amplification || Decp Detetion

No alterations

Not profiled

Supplementary Figure 1. The differentially expressed, interaction, and mutation analysis of NRGs. (A) The volcano plot of the
significantly different expression of NRGs in ESCA and adjacent tissues. (B) KEGG enrichment analysis of differentially expressed NRGs. (C) A
PPl network showed interactions of NRGs. (D) A total of seven NRGs have a mutation rate of 23%.
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Supplementary Figure 2. Comparison of PCA models based on different gene sets. (A) PCA of all genes. (B) PCA of all necroptosis-

related genes. (C) PCA of all co-expressed necroptosis IncRNAs. (D) PCA of six prognostic necroptosis-related IncRNAs.
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Supplementary Figure 3. Survival analysis of patients in high- and low-risk groups based on various clinicopathological
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features. Kaplan—Meier survival curves of (A, B) Age. (C, D) Male. (D, E) Grade. (F) Stage. (G) T. (H, 1) N.
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Supplementary Figure 4. GSEA enrichment analysis in ESCA patients from distinct risk groups. (A) GSEA enrichment analysis of
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ESCA patients in the high-risk group. (B) GSEA enrichment analysis of ESCA patients in the low-risk group.
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Supplementary Figure 5. PVT1 promoted KYSE-150 cell proliferation, migration, and inhibited necroptosis in vitro.
(A) The transfection efficiency of PVT1 was downregulated using shRNAs. (B, C) Knockdown of PVT1 inhibited KYSE-150 cell proliferation
and colony formation ability. (D) Both control and KYSE-150 PVT1-sh cells were treated with Nec-1 (50 uM) for 4 h and then treated
with TSZ. After 24 h of drug treatment, the morphological changes of treated cells were imaged under a phase-contrast microscope.
(E) Western Blot was performed to detect RIP1, p-RIP1, MLKL, and p-MLKL protein levels. Data are presented as mean + SD (*p < 0.05;
**p <0.01; ***p < 0.001).
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