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1 Supplementary Figures and Tables

1.1 Supplementary Figures
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Figure S1 Transcriptional and protein changes of DRGs. A mRNA levels of DRGs between low- and

high-grade BCa tumor tissues. B mRNA levels of DRGs among stage II, III, and IV. C The protein
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levels of ACTB, DSTN, FLNA, and TLN1 between tumor and normal tissues by the Human Protein

Atlas.
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Figure S2 DRG-based molecular clusters with distinct clinicopathological features. A The consensus

score matrix when clustering number was 2. B The CDF curves of each clustering number. C The

proportion of ambiguous clustering (PAC) score indicated the optimal clustering number of 2. D-F

The distribution of age groups (> 65 and < 65) (D), gender (E), and stage (F) between DRG-based

clusters.
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Figure S3 LASSO regression.

A suppressad activated B suppressed activated
GOBP_EXTERMAL_ENCAPSULATING STRUCTURE_ORGANIZATION - [ ] HALLMARK_EP THELIAL_MESENGHYMAL_TRANSITION 4
GOBP_KERATINIZATION - . 1
GOBP_COLLAGEN FIBRIL_ORGANIZATION - & st HALLMARK_ INFLAMMATORY. RESPANSE ¢
GOBP_KERATINGGY E_DIFFERENTIATION- : HALLMARK_TNFA_SIGNALING_VIA_NFKE- ®
GOBP_SKIN_DEVEL OPMENT - ° one HALLMARK_KRAS_SIGNALING_UP - ® padjust
GOBP_GRANULOCYTE_CHEMOTAXIS - L 3 so3 HALLMARK GZM_CHECKPOINT - L 4 009
608 IYELOIE LELKOOY TE MIGRATION- e = AL MARKCOMPLEHEDT 4
a )L | 1 oo
GOBP_NELITROPHIL_CHEMOTAXIS - o HALLMARK_ALLOGRAFT_REJECTION- ™
GOBP_INFLAMMATORY_RESPONSE - HALLMARK_APICAL_JUNCTION- * ooz
GOBP_RNASPLICING- @ HALLMARK_IL2_STATS_SIGNALING - L4
&OBP_AERODIC_RESFIRATION - Count 1
e ioNT " HALLMARK_UV_RCSPONSE_DN ® o
GOBP_LONG CHAIN_FATTY_ACID METABOLKS PROCESS - @ b HALLMARK_HYPOX1A - ™ <
GOBF_MITOCHONDRIAL_FL ECTRON_TRANSFORT_NADH_TO_URIQUINONE - o HALLMARK_E2F_TARGETS - ] )
GOBP_SENSORY_PERCEPTION_OF_TASTE- # = HALLMARK_COAGULATION - ® o
GOBP_RESPIRATORY_ELECTRON_TRANSPORT_CHAIN- ) HALLMARK_MYOGENESIS - ®
GOBP_ARAGHIDONIC_AGCID_METABOLIG_PROCESS - o
GOBP_MITGCHONDRIAL_ELECTRON_TRANSPORT_GYTOCHROME_C_TO_OXYGEN- HALLMARK_ANGIOGENESIS - l
GOBP_SPERK_CAPACITATION - @ HALLMARK_OXIDATIVE_PHOSPHORYLATION )
-5 -i0 -05 000 i 3 -i5 -i0 -05 000 i 2 3
NES NES
o8 e ] e r o M
Risk score BS High B Low R=-0.26,0=8.54e-07 0209 R=-0142,p= 00079 R=-0.144, p =0.00711
0.4+ = -
an 3
|060 = " L0154 % o024
5 044 3 5
§ 5 =
» 2500 g 5010 E
o -
g E] 2 <
8 & 02 i o 01 H
n a 0.05- =
w 0 - S
= -
= i
- 000 sol 3
-2500 T T
riskScore
0.254 0.6
ad R=-0.253 p=158e-06 ~0.114, p = 0.0337 R=0.323,p=6.16e-10
£z 0.204
o154 B =
] | -
. L o 2 A ¢
<00z 2 e E ol E 2
i g s £ L
T_sells_reguiatary_(Tiogs) 3 goio . g
d & g colls_garmims_ delts ] . k4
= 52 i I B,0.089 H =
= [ || Tcenscoa = 0059
] G 0.00+ = . =
" = _rells = 0 3 & &
Wi _salis_asiing riskSeore
= N _cells_activsed F
S T - :MI“HL e ‘ﬂ*wnm.
ezl B e E— e, e
: Mast_elle_a R=0236.p=7.8e-06 R=-0.134,p=00118 0204 R=0.174, p=0.00106
1 = T wscoropnages iz o
il [ Meuophages 1 o £ a4
4] TP [P Meciophages o = 044 i 0154
11 Eqsincpis o . E £
Do, cale_ ety g o . H 2
w Rl FE| | Dendrtc_cels_sanvesad 2 N g 027 go10q 2
| B wolls_nci 8 ° . 3 x
I I I i Bl s oz N £ El
3 & - = 3 £ 014 S et 005
CESSETEL H .
SEPLIFEEES a
FEEFF T >>
o 204 0.00
ond =
T T T T T T T T T T T
7 H H 5 a 1 & 3 o &
riskScore riskScore riskScore




Supplementary Material

Figure S4 The correlation between the DRG score and TIME score. A, B The activated or suppressed
GO-BP (A) and hallmarks (B) in DRG C1. C. The correlations between TIME scores and DRG
scores. D The correlations between the ten model genes and infiltration of 22 immune cell subsets. E,

F Correlations between the DRG score and the abundances of immune cells (E) and the stem index

(F).



A Altered in 165 (92.7%) of 178 samples.
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Altered in 169 (96.02%) of 176 samples.
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Figure S5 Genetic variations and ICGs. (A, B) The mutation features of BCa patients in low- (A) and

high-risk (B) groups. (C) Distribution of TMB between risk groups. (D) Correlations between ICGs

and ten model genes. (E) Correlations between ICGs and the DRG score.
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Figure S6 The correlation between DRG score and CRGs. A The correlations between ten model

genes and CRGs. B The correlations between CRGs and the DRG score. C Predicted IC50 between

risk groups.

1.2 Supplementary Tables

Table S1 The details of included datasets.

Table S2 The details of the 14 DRGs, DEGs between DRG-based molecular clusters, and OS-DEGs

Table S3 Primers used in this study.



Table S4 Antibodies used in this study.

Table S5 The lists of ICGs and CRGs.
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