Clinical efficacy of decitabine in combination with standard-dose cytarabine,

aclarubicin hydrochloride, and granulocyte colony-stimulating factor in the

treatment of young patients with newly diagnosed acute myeloid leukemia
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Supplementary Figure 1. Effects of clinical features on OS and EFS in patients

receiving IA chemotherapy, categorized as CR (complete response), PR (partial



response), or NR (no-response). (A) OS after the first induction therapy. (B) OS after
the second induction therapy. (C) EFS after the first induction therapy. (D) EFS after

the second induction therapy.
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Supplementary Figure 2. Genomic architecture of AML in the entire cohort. (A)
Rates of genetic mutations. (B) Distribution of mutations by functional category. Red

boxes indicate mutations.



Supplementary Table 1. Genes analyzed by targeted resequencing

ABCB1 CACNAIE CUX1 FAM46C IDH2 MPL PIK3CA STAG?2
ABCC3 CALR CYP2C19 FAT1 IKZF1 MTHFR PRPF8 STAT3
ABL1 CARD11 CYP3A4 FBXWY7 IL7R MYD88 PTEN STAT5A
AKT2 CBL DDX41 FLT3 JAK1 NF1 PTPN11 STATSB
AKT3 CBLB DKC1 FLT3-ITD  JAK2 NF2 RAD21 SYK
AMER1 CBLC DIS3 GATA1l JAK3 NOTCH1 RB1 TCF3
APC CCND1 DNAH9 GATA2 KDMG6A NOTCH2 RUNX1 TERC
ASXL1 CD79B DNMT3A GATA3 KIT NPM1 SETBP1 TERT
ATM CDA EGFR GFI1 KMT2C NQO1 SETD2 TET2
ATRX CDKN2A ELA2 GNAS KRAS NRAS SF3B1 TPS53
BCL2 CEBPA EP300 GSTM1 MAP2K4 NTS5C2 SH2B3 TPMT
BCOR CREBBP ERCC1 GSTP1 MAP3K7 NTRK1 SMAD4 TRAF3
BCORL1 CRLF2 ERG HAX1 MDM2 NTRK2 SMC1A U2AF1
BIRC3 CSFI1R ETNK1 HRAS MEF2B PDGFRA SMC3 WT1
BLM CSF3R ETV6 ID3 MLH1 PHF6 SRP72 XRCC1
BRAF CTLA4 EZH2 IDH1 MLL PIGA SRSF2 ZRSR2




Supplementary Table 2. Major gene mutations by type detected in 161 patients with AML, with cytogenetic risk

AML 2 Favorable®  Intermediate® Poor ¢

Gene AML Freq Risk Freq Risk Freq Risk  Freq
Cohesion STAG2 869 O 476 4 9.71 1 7.41

RAD21 8 1 6 1
Epigenetic modification TET?2 9 46.58 1 38.09 5 5146 1 44.44

SETD2 2 1 0 0

DNMT3A 18 0 15 3

IDH1 4 0 3 1

IDH2 13 0 11 2

KMT2A 3 1 1 1

ASXL1 14 2 12 2

DOTI1L 2 0 2 0

KDMG6A 7 3 1 2

KMT2B 3 0 3 0
RNA splicing SRSF2 6 994 0 000 5 11.65 1 7.41

U2AF1 6 0 4 1

GOLGA4 2 0 1 0



ZRSR?2 1 0 1 0
EWSR1 1 0 1 0
Transcription CEBPA 31 7391 1 19.05 28 88.35 1 62.96

RUNX1 6 0 4

BCOR 5 2 2 1
HOXA9 1 0 1 0
PHF6 4 1 3 0
NFE2 2 0 2 0
GATAZ2 2 0 2 0
ETV6 3 0 3 0
IKZF1 3 0 3 0
NPM1 20 0 14 4
TP53 9 0 3 4
WT1 13 0 9 3
NSD1 2 0 2 0
ABCAl 4 0 2 1
ABCB1 1 0 1 0
ABCD3 7 0 7 0
PER1 1 0 1 0



TAF15 3 0 2 1
TBX21 1 0 1 0
CYP3A4 1 0 1 0
Signal transduction JAK?2 3 5093 1 57.14 2 52.43 0 44.44

BRAF 2 0 1 1
NOTCH3 1 0 1

CHEK?2 1 0 1

KRAS 4 1 2 1
NRAS 21 2 14 3
CBL 5 3 2 0
FGFR3 1 0 1 0
CUX1 1 0 0 1
GNAS 0 0 0 0
KIT 5 3 1 0
NCKIPSD 1 0 1 0
FLT3-ITD 26 2 19 4
RNF213 2 0 2 0
PTPN11 7 0 6 1



CSF3R 1 0 1 0
STAT5B 1 0 0 1
DNA repair FANCA 2 869 O 0.00 2 10.68 0 11.11
PMS1 4 0 4 0
ATM 5 0 4 1
FBXW7 2 0 1 1
RB1 1 0 0 1
Tumor suppressor ID4 1 062 0 000 1 0.97 0 0.00
Others IL6 1 13.04 0 0.00 1 15.53 0 11.11
GSTP1 1 0 0 1
LONP1 2 0 2 0
MMACHC 5 0 3 1
NQO1 1 0 1 0
PCM1 4 0 4 0
PSMD2 1 0 1 0
SMC3 1 0 1 0
SMC1A 3 0 1 1
TPMT 1 0 1 0




D2AF1 1
CDK®6 0

"n=161:"n=21:°n=103:9n=27



Supplementary Table 3. Gene mutations validated by Sanger sequencing.

Version Position Genotype Backward 15 bases Sanger results
DNMT3A Hgl19 25457242 G/A GGCTCATGTTGGAGA G/A
Hgl19 25457242 G/A GGCTCATGTTGGAGA G/A
Hgl19 25457242 G/A GGCTCATGTTGGAGA G/A
Hgl19 25457243 CIT GCTCATGTTGGAGAC CIT
Hg19 25463271 C/IG CATCATGCAGGAGGC C/G
Hg19 25463308 CIT GCCAGTGCCCTCTGA CIT
Hg19 25467158 CIT GGCAGCCCCCGGCCC CIT
Hgl9 25467493 AlG ACTGGTACGCACACT AlG
Hgl9 25467493 AlG ACTGGTACGCACACT AlG
KRAS Hgl9 25380275 AIT TGACCTGCTGTGTCG AIT
Hgl19 25398281 G/A CACCAGCTCCAACTA G/A
Hgl19 25398281 G/A CACCAGCTCCAACTA G/A
Hgl19 25398284 G/A CAGCTCCAACTACCA G/A
Hgl19 25398284 GIT CACCAGCTCCAACTA GIT
NRAS Hgl19 115256529 AIT GTCCAGCTGTATCCA AIT
Hgl19 115258744 G/A CACCTGCTCCAACCA G/A




TPS3

Hg19 7574018 CIT CTCACGCCCACGGAT CIT
Hg19 7577088 AIC GCGCCGGTCTCTCCC A/IC
Hg19 7577517 T/IA TGATGGTGAGGATGG T/A
Hg19 7577561 T/A CTGTTACACATGTAG T/A
Hg19 7577568 G/A ACATGTAGTTGTAGT G/IA
Hg19 7578268 T/G GATGCTGAGGAGGGG T/G
Hg19 7578442 A/C AGATGGCCATGGCGC A/C
Hg19 7579473 CIG GGGAGCAGCCTCTGG CIG




Supplementary Table 4. Adverse events during cycles 1 and 2 in the DCAG and 1A groups *

DCAG IA P

Bacteremia 3 12 0.164
Cellulitis 4 3 0.437
Neutropenic fever 22 38 0.618
Sepsis 2 5 0.704
Lung infection 9 14 1.000
Fatigue 35 57 0.021
DVT 2 6 0.479
Bleeding 16 37 0.09

Rash 3 4 1.000
Acute kidney injury 2 5 0.704
STEMI 1 1 1.000
Drug-induced liver injury 6 13 0.619

* Percent of patients affected; STEMI, ST-segment elevation myocardial infarction



