Supplemental Figures

[image: image1.jpg]Oxeiptosis

Alkaliptosis

Netotic.cell.death

Parthanatos

Cuproptosis

Entotic.cell.death

Pyroptosis
Ferroptosis
Necroptosis
DEG
LDCD
Autophagy
Apoptosis

Disulfidptosis

nt.cell.death

1644

Netotic.cgll.
s

Entoti

Alka
Ox@ptosis
430 O
Parthanatos
232

Alkaliptosis
Apoptosis
Autophagy
Cuproptosis

| pEG
Disulfidptosis
Entotic.cell.death
Ferroptosis
Lysosome-dependent.cell.death (LDCD)
Necroptosis
Netotic.cell.death
Oxeiptosis
Parthanatos

Pyroptosis

EEEEEEEEEEEEEN

® 00 ® o000 .QT..

O
Q v
§ ¢
T N
Q
%) ® & o
s
‘ \Z
‘e
7 GG\‘“\
- / /_/@ G2
S el prK
ATP10A® " \ B @(‘s @
g _/Pyroptesis |GF2R
ABCG1 @ coun . LDCD
TR\MS‘ >— e ,/*u,/‘/'/ \._\\‘ K,F1B
NO— “Autgphiagy ‘\ Netotic.cell.death Man
0?1 ‘ ’ \ B4
Y\G?Q"‘ | Apo@is 6444/6
97‘65\ i 4%0
Vv . Yo
& % %,
Q‘o § ® a @O -yo
® S §F 0 o0 0 9 ¥
§35rz 8 2
§ 5 * 7 =
IS a





Figure S1: Intersection of the prognostic-related differentiated genes and the pan-programmed cell death genes. (A) Upset plots of genes common to apoptosis, pyroptosis, ferroptosis, autophagy, necroptosis, cuproptosis, parthanatos, entotic cell death, netotic cell death, lysosome-dependent cell death, alkaliptosis, oxeiptosis, and disulfidptosis (30 common genes were identified). (B) The PPCD gene list contains 30 genes, of which 15 genes from disulfidptosis, one gene from pyroptosis, two genes from ferroptosis, three genes from lysosome-dependent cell death, two genes from netotic cell death, nine genes from apoptosis, and five genes from autophagy were identified. 
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Figure S2: Survival analysis of PPCDS in AML. (A) The Univerate Cox regressin analysis of PPCDS across three AML datasets. *P < 0.05, **P < 0.01, and ***P < 0.001. (B) Kaplan-Meier analysis of PPCDS in TCGA-AML cohort (blue: low-expression group; red: high-expression group).
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Figure S3. Kaplan-Meier analysis of PPCDS in Tyner’s (A), GSE37642-96 (B), and Target cohorts (C). PPCDI: Pan-programmed cell death-related genes index  
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Figure S4. Alteration landscape of PPCDS in AML. (A) Somatic mutation analysis on PPCDI-high and low group. (B) Waterfall maps of gene mutations and alteration frequency in six PPCDS and mRNA expression z scores of PPCDS relative to normal samples. Each row represents a gene, and each column represents a sample.
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Figure S5: Clinical significance of the PPCDI in the validation cohort. Construction of the prognostic nomogram model in (A) Tyner’s cohort, (B) GSE37642-GPL96 cohort.  

[image: image6.png]



Figure S6: Quality control of single-cell RNA sequencing (scRNA) data from 42,475 cells. (A) The gene counts per cell (nFeature_RNA), number of unique molecular identifiers (UMIs) per cell (nCount_RNA), percentage of mitochondrial genes per cell (percent.mt), and percentage of HB genes per cell (percent.HB) of the scRNA-seq data. (B) The Heatmap depicting expressions of top 4 marker genes among 28 detected cell clusters. (C) Expression of cell type-specific marker genes. (D) Vlnplot presents the expression of PPCDS in seven various cell types. (E) Violin-box plot shows the level of PPCDS score in seven various cell types.
