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METHOD

We studied 552 de novo non-M3 AML patients from the National Taiwan University
Hospital, who had available bone marrow (BM) samples for RNA-seq analysis at
diagnosis and extensive clinical, cytogenetic and gene mutation data. RNA was
extracted from fresh BM samples of these patients and sent for RNA sequencing.
TruSeq Stranded mRNA Library Prep Kit (lllumina, San Diego, CA, USA) was used
for library preparation. The PIWIL4 expression levels (transcript per million, TPM)

significantly favorable for OS independent of age, blast count and ELN
2022 risk categories.

CONCLUSIONS ,,

Higher expression of PIWIL4 in AML patients was correlated with a

* Statistically significant if p value <0.05. 2 Median (range). ? Patients had available information: 546 for cytogenetics, 551 for NPM1 and CEBPA mutations, 550 for FLT3-ITD
and -TKD, 549 for RUNX1 mutation, and 544 for TP53 mutation. ¢ Risk groups: ELN: European LeukemiaNet 2022 risk classification Abbreviations: WBC, white blood cells
count; Hb, hemoglobin; BM, bone marrow; LDH, lactate dehydrogenase; NK, normal karyotype; CR, complete remission
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more proliferative features, as well as t(8;21), FLT3-TKD and NPM1 1.
mutations, but negatively associated with inv(16) and RUNX1 mutation.
Counterintuitively, its high expression appears to be an independent
favorable prognostic factor in our cohort, and could be validated
externally by two independent cohorts. AML patients with higher
PIWIL4 expression had better response to the induction chemotherapy,
In accordance with the ssGSEA results, may partly elucidate the
clinical finding.
T

were calculated from RNAseq results and analyzed for their clinical significance.
Targeted NGS was performed to detect myeloid-neoplasm relevant mutations in 54
genes and the library preparation and sequencing were performed per the
manufacturer’s instructions. We also validated the findings from this study in two
public AML databases. For drug response analysis, we used single-sample gene set
enrichment analysis (sSSGSEA) to evaluate common chemotherapy agents
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