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Higher overall IDH1 expression in CML
(P = 0.030)

BACKGROUND

Chronic myeloid leukemia (CML) is driven by BCR::ABL1, but
additional metabolic alterations contribute to heterogeneity.
IDH1 is an NADP *-dependent metabolic enzyme involved in a-
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OBJECTIVE

Evaluate IDHT mRNA expression and cDNA-based transcript
variants across CML phases.

METHODS WORKFLOW

58 Participants (43 CML + 15 Controls)
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Figure 2. PCR & Sanger chromatograms. PCR yielded expected 317-
bp amplicon. Chromatograms show ¢.217T>G [p.(Cys73Gly)] and
€.224C>T [p.(Thr75lle)].

TRANSCRIPT-LEVEL VARIANTS

RT-qPCR IDH1/GAPDH, 2 “* PCR Amplification (317 bp) Variant Protein Effect Type
l c.217T>G p.(Cys73Gly) Missense
c.224C>T p.(Thr75lle) Missense
Sanger Sequencin
] g e c.315C>T p.(Gly105=) Synonymous

NM_005896.4
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In-silico Analysis of
Missense Variants

No sequence alteration affecting the canonical IDH7 R132
hotspot was detected.

Design: Cross-sectional analytical | Stats: t-test / ANOVA (P < 0.05) VARIANT FREQUENCY & IN-SILICO SUMMARY

Variant-positive: 26 / 43 (60.5%)
CP: 17/31 (54.8%) AP: 6/8 (75.0%) BP: 3/4 (75.0%)
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In-Silico: Predictions were inconsistent across tools (PolyPhen-
2/SNPs&GO = damaging; SIFT/PhD-SNP/FATHMM = neutral).
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Functional significance remains unconfirmed.

Figure 1. Relative IDH1 expression in CML overall and across disease phases.
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