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Figure S1 Association between the expression of 10 cuproptosis genes and clinical characteristics. The expression distribution of cuproptosis
genes in different (A) age, (B) sex, (C) tumor stage, and (D) tumor status groups in TCGA-LUAD cohort. ns: not significant; *, P<0.05; **,

P<0.01; ***, P<0.001; ****, P<0.0001.

© Translational Lung Cancer Research. All rights reserved.

https://dx.doi.org/10.21037/tler-23-157



{

Variable  Pvalue

Hazard Ratio (95% Cl)

SCN4B 0.001 o4 0.65(0.50-0.84)
EFCCT 0,001 194 0.65(0.50-0.84)
cBXT <0.001 9 0.67(0.53-0.84)
ADAMTSE <0.001 L 2 0.68(0.54-0.85)
GDF10 <0001 2] 0.70(0.57-0.86)
METTL7A  <0.001 ] 0.72(0.61-0.84)
CLEC3B <0001 0 0.76(0.67-0.87)
CKS1B <0001 2 2] 130(1.11-1.52)
PTGES3 <0001 ——i 1.56(1.20-2.02)
RPE <0.001 —— 1.73(1.27-2.35)
0 3
CLECIB - Gaxpeton = Gropion RPE = cragnion - cocpon [2 e — [ R e — SCNB - Gupnion = Gongetien
100 100] 10
% ors! i ors| g ors!
050! 050 o
_ I p— 1d  JH—
HR =067 = HR =169 o HR =067 am HR = 0.66 ).
95%CI (0.5-0.9) 95%Cl (1.26-2.26) 95%Cl (0.5-0.9) 95%Cl (0.49-0.89) 95%Cl (0.58-1.03)
000/ 000 000! 000
% W00 %o % 3 %0 W0 % % 3 %0 W0 £ 1 % %0 % 3 % W00 3 3
doys doys doys doys days
Number at risk Number at risk Number at risk ° Number at risk Number at risk
200 1 s o g2 s o E—lw  n 2 2 E—|uo ® 2 2 $—lw  » s s o
28 2 3 1 o 2= |28 15 3 3 el P 2 4 1 ol P 2 4 ' 3= |26 2 3 o o
%0 w00 % % 1 %6 w000 £ % 0 7% 0% C T % oy % 5 %0 000 3 %
days days days days. days.

o754

050]

|

g
=
=

000f

METTLIA - Groupion = Gowpmign

ADAMTSS =~ Groprton == Growpaign

PTGES3  Gropeton = Gpatih

CKS18 - Grprton =~ Grovptign

EFCCT <= Goupniow = Gapabioh

P =0.0053 P =0.0459 P <0.001
HR =066 92y HR=074 = E oy =061
95%CI (0.49-0.88) 95%CI (0.55-1) 95%CI (1.19-2.13) 95%CI (0.46-0.82)
000 oo oo
2000 4000 6000 000 [ 2600 4600 6000 8600 G 2600 4600 6600 K 2000 4000 6000 (] 2000 4000 6000 8000
days. days days days days.
Number at risk E Number at risk 2 Number at risk @ Number at risk 5 Number at risk
|z« " s s o S| 2 s s ] |m 2 s 2 g |0 » s 2 o= |20 1 ' 1 o
248 2 1 o o I |2 2 3 o |l P 8 3 i §— 2 21 3 4 = |28 2 s 2 o
o 2000 4000 6000 8000 = [] 4000 6000 8000 [ 4000 6000 [] 4000 6000 [ 2000 4000 6000 8000
dovs dons o

Figure S2 Identification of the prognosis-related genes. (A) The forest plot of the top 10 prognosis-related genes. (B) Survival curves for the

high- and low-expression groups of the top 10 prognosis-related genes.
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Figure S3 Establishment of the prognostic signature. (A) Selection of tuning parameter (1) in the LASSO Cox regression using 10-fold

cross-validation via minimum criteria (Each curve represents the change of each gene coefficient with the increase of penalty value. The

larger the lambda, the more severely the linear model is punished.). (B) LASSO regression coefficients for the 7 prognostic genes. The color

of the gene names indicated the key module they belong to.
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Figure S4 Validation of the prognostic risk model in GSE72094. (A) Kaplan-Meier curves for overall survival (OS) of the low-risk and high-
risk groups. (B) Time-dependent ROC analysis of the prognostic signature. (C) Distribution of risk scores for patients in the GSE72094 data
set. (D) Survival status of each sample in the validation set. (E) Heatmap of mRINA expression of 7 prognostic genes.
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Figure S5 Independence of the risk score. (A) Univariate and multivariate Cox regression analyses of risk score and clinical factors in
TCGA-LUAD cohort and (B) in the GSE72094 data set. (C-J) Distribution of risk scores in the different clinical characteristic groups.
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Figure S6 Heatmap of GSVA enrichment analysis. Enrichment score of hallmark gene sets between the high-risk and low-risk groups in
TCGA-LUAD. ns: not significant; *, P<0.05; **, P<0.01; ***, P<0.001; ****, P<0.0001.
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Figure S7 The risk score predicted immunotherapy response. (A) Comparison of the risk score between responders and non-responders.

Wilcoxon rank-sum test was used. (B) AUC indicated the predictive potential of risk score.
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