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Figure S1. (A) Gene expression differences between tumor and normal tissues for

disulfidptosis promoters and suppressors. (B) Prognostic significance of disulfidptosis

promoters and suppressors across different cancer types.
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Figure S2. Comparison of D-scores across four patient groups in TCGA cancer
types: SLC7A11"9" & actind", SLC7A11"9" & actin'™¥, SLC7A11"°" & actin"9", and

SLC7A11"°% & actin' (related to Fig. 1D).
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Figure S3. Pan-cancer disulfidptosis susceptibility and its prognostic relevance. (A)

Disulfidptosis susceptibility is generally higher in tumor samples compared to

matched normal tissues across most cancer types. Statistical significance was

assessed using unpaired two-tailed Wilcoxon test. (B) Kaplan-Meier curves showing

the survival impact of D-score. P-values are determined by log-rank test. (C)

Comparison of D-scores between early-stage and late-stage cancer patients across

cancer types. Sample sizes are indicated below each box. Statistical significance

was assessed using unpaired two-tailed Student’s t-test.
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Figure S4. (A) GO functional enrichment analysis of candidate promoters and

suppressors. (B) Comparison of D-score+ between patients with (M1, in red) and

without (MO, in grey) distant metastasis. Sample sizes are indicated below each box.

Statistical significance was assessed using unpaired two-tailed Student’s t-test. (C)

Spearman’s correlation between D-score+ and EMT activity.
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Figure S5. (A) Higher D-score+ in SLC7A11"" & a-tubulin™" group compared to the
SLC7A11"°% & a-tubulin® group. (B) Higher D-score+ in the SLC7A11M" &
acetylated-tubulin"9" group compared to the SLC7A11"°" & acetylated-tubulin'¥

group.
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Figure S6. Cell cycle arrest drugs enhance cell death in disulfidptosis cell models of
KYSE-150. Cell death was quantified in three replicates. Statistical significance
between untreated (DMSO) and treated samples of each drug concentration was

assessed using unpaired one-tailed Student’s t-test.
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Figure S7. Synergistic effects between disulfidptosis and Veliparib in NCI-H226 lung
cancer cell line. Cell death was quantified in three replicates. Statistical significance
between untreated (DMSO) and treated samples was assessed using unpaired one-

tailed Student’s t-test.



+Glc -Glc

’§ 25 1 4e-3

oy i

(/2]

o 15 = Ins sgNC

< 5 RAD51-sg1
~ 10+ RAD51-sg2
©

g s-

o e oo 12

O 0

Figure S8. LOVO cells expressing control sgRNA (sgNC) or sgRNAs targeting
RAD51 were cultured in glucose-replete (+Glc) or glucose-starved (-Glc) conditions.
Cell death was measured in 3 replicates. Statistical significance was assessed using

unpaired one-tailed Student’s t-test.



Table S1. Lists of known disulfidptosis promoters(n=9) and suppressors(n=34)
identified by previous studies.
Table S2. Lists of candidate disulfidptosis promoters(n=475) and suppressors(n=31)

identified by correlation-based screening in this study.



