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INTRODUCTION AlM METHODS CONCLUSIONS
JMML is a rare pediatric myelodysplastic/ To describe diagnosis-time phenotype, molecular + Retrospective single-center cohort, November 2010 to « KRAS-only JMML showed higher relative monocyte and lymphocyte
myeloproliferative neoplasm driven predominantly context, and survival follow-up in children with September 2022, percentages, while absolute monocyte count was similar to
h}r HAS'F‘chWﬂ}" IE‘Eiﬂ“E-. ThE hiulﬂgjml and HHAE_ -ﬂ“dﬁ'ﬂr H-HAS'mUtEtEd JMM L' 'H'I':IIIE' * Thlrl.'"-,r-fnur children had classifiable NRAS andior KEAS alterations. HEAE"‘“""M disease.
clinical meaning of NRAS- versus KRAS-mutated transparently presenting treatment and . r‘-llﬂﬂ.E-'ﬂll'll‘!;’.HI'ﬂ KRAS-only subgroups were compared for « NRAS/KRAS subtype alone did not significantly stratify overall survival.
disease remains incompletely described in HECT docamantation. Sagnoetine pRanotyps. + Molecular co-alteration, methylation, and treatment timing remain
single-center practice. « OS was evaluable in 30. important for interpretation.

+ Molecular testing evolved from hotspot-focused assays to « The HSCT signal is observational and should not be interpreted as

broader NGS over time., randomized causal evidence,

« HSCT was modeled as a post-diagnostic time-dependent exposure.

34 patients | 20 NRAS-only | 12 KRAS-only | 2 co-mutated | OS5 evaluable n=30 We thank the patients and their families, and the clinical,
' I : -managemen ms.
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