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Abstract

Objective: To explore the expression profiles and prognostic value of double-strand RNA
death-related long non-coding RNAs (DRLs) in acute myeloid leukemia (AML) and to construct an ef-
fective prognostic model. Methods: AML-related transcriptomic data and corresponding clinical infor-
mation were downloaded from The Cancer Genome Atlas (TCGA) website. DRLs associated with
double-strand RNA death were identified. A prognostic model was constructed using multivariable
Cox regression analysis, and the model was validated through Kaplan-Meier survival analysis, ROC
curves, and concordance index (C-index). Gene enrichment analysis, immune microenvironment anal-
ysis, mutation spectrum analysis, and drug sensitivity prediction were also conducted to investigate
the biological differences and clinical characteristics between high- and low-risk groups. Results: The
identified DRLs in the risk model included ACO007556.1, AC020916.2, AC105345.1,

R SRR W e ESWE & 3 (45 : 2023BCBOL7) 5 B K H S B & R0 3 B (g R ORI N O I AR R BN R L 0 (T .
2023YFC3604700) ; F K & A AF &1 RI2Y7 % & 5 A BE AR LI (4% : 2022YFC2401900)

TEE B RBAEIT, £, 1998—, BE 4 1A | 32 B2 D3 e 3 IUAE J% f 9 RRE AH SE AT 5T, E-mail: 2022283020083@whu. edu. cn

BREEE: BER, &,1973—, EE W 8082 10 A4 S0, 3222 A0 il o &2 95 L e 28 I E B2 00 145 2URE Z0ROH SEBIF 9%, E-mail: 1vjing-

jun@whu. edu. cn



1414 RPN = Q= )]

46 %

ALL139423.1, AL627171.2, and SNHG12, and a multivariable Cox regression model with good

prognostic predictive ability was constructed. Conclusion: The study revealed the significant role of

DRLs in AML and provided an effective prognostic model with potential clinical application value.
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