Fig. S1

£3 Normal £3 Tumor

A ok kK *kk ka2l Fkk Fkk Fkk KRk kK kK Kk
$6 . ; ' B
E 'L
(S | T 1.00
L H i =
2,408 : % . 3075
= . gy
= % %I s e ey . # . 2050
@ || ¢ * ’ 8 “ High DLAT
¢, é : : % %H 2025( <G DLAT
g : © p=027
3 . % . & 0.00
© 0 25 5 75 10
8 0 . Time (years)
AQ N O ~ N QO X A ~ A Z
T 85§ §F & T LT HMEH oY T 9
& 9L IS @‘b L LS & Y
()
C D E F
100 T1.00 F1.00 $1.00
% 0.75 % 0.75 % 0.75 50 75
[1}] [1}] @
2050 2050 g 0.50 go.so
? = High DLD 3 = High FDX1 @ = High LIAS @ = High LIPT1
£025 ST 80D £025 2% Fox §025| ZT R IAS §0-25 (oW LIPT1
& 0.00 P700"5 & 0.00[ P So00[ P70 &0.00{ P70
0 25 5 75 10 0 25 5 75 10 0 25 5 75 10 0 25 5 75 10
Time (years) Time (years) Time (years) Time (years)
G H | d|
T1.00 T1.00 T1.00 T 1.00
% 0.75 % 0.75 % 0.75 % 0.75
)] [0}] [ [0
2050 2050 2050 £0.50
8 = High PDHA1 ® .| =High PDHB $ | =High ATP7B $ |« High ATP7A
80.25/ < (oW PDHAT 8025/ [ow PDHB 8025/ G ATP7B 80252 [ ATP7A
2000l P70 & 000l P72 2 0.00LP7%% & 000 P70
0 25 5 75 10 0 25 5 75 10 0 25 5 75 10 0 25 5 75 10
Time (years) Time (years) Time (years) Time (years)
K L M N
T 1.00 T 1.00 T 1.00 T 1.00
% 0.75 % 0.75 % 0.75 % 0.75
Q 1] @ (0]
2050 2050 2050 2050
@ o é &
2 0.25| = High DLST £ 0.25|= High SLC31A1 0.25| = High DBT 0.25| = High GCSH
by = Low DLST 202 L oW SLCAAT g = Low DBT g = Low GCSH
& 0.00| P=0.022 & 0.00| P=0-11 € 0.00| P=016 & 0.00| P=0002
0 25 5 75 10 0 25 5 75 10 0 25 5 75 10 0 25 5 75 10
Time (years) Time (years) Time (years) Time (years)

Fig. S1 The expression and prognostic value of the 13 cuproptosis regulators in TCGA

TNBC cohort.

A. Expression of 13 cuproptosis regulators in TNBC tissues and normal tissues in

TCGA TNBC cohort. B-N. Relapse-free survival analysis of cuproptosis regulators in

TCGA TNBC cohort. **, P <0.01, *** P <0.001.
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Fig. S2 Estimation of the optimal clustering numbers of TNBC cuproptosis based
subtypes in the FUSCC TNBC cohort.
A. Consensus clustering matrixes of TNBC samples based on the expression of

cuproptosis regulators in FUSCC TNBC cohort fork =2 to k = 5.
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Fig. S3 Differences in molecular characteristics of cluster 1 and other clusters.
A-D. BP (A), CC (B), MF (C) and KEGG (D) enrichment analysis of the differentially

expressed genes in cluster 1 and other clusters.
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Fig. S4 ATP7B is a key regulator for cuproptosis in TNBC.

A. Knockdown of ATP7B using two independent shRNAs in SUM159 and HCC1806
cells was assessed by qRT-PCR. B. Treating Ctrl or ATP7B knockdown TNBC cells
with cuproptosis inducer at indicated dose for 24h, cell viability was assessed by CCK-

8 assay. *, P<0.05, ** P<0.01, *** P<0.001.
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Fig. S5 ATP7B did not significantly affect TNBC proliferation.
A-D. The effects of ATP7B loss of function on the proliferation of the indicated TNBC
cells were evaluated using CCK-8 (A and C) and colony formation (B and D) assays.

Representative images and colony numbers are shown. ns, no significant.
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Fig. S6 Molecular features of the high- and low-risk groups.
A-D. BP (A), CC (B), MF (C) and KEGG (D) enrichment analysis for differential

expressed genes in high- and low-risk groups.
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Fig. S7 The landscape of genetic mutations of high- and low-risk groups.
A-B. The waterfall plot of mutation details and tumor mutation burden for each colon

cancer patient sample in the low-risk (A) and high-risk (B) groups.
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Fig. S8. Full-length gels.



