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Acute Myeloid Leukemia (AML) is a bone marrow
malignancy and is caracterized by the proliferation of

Table 1: The first 10 DEGs which were sorted with

respect to logFC values.

Results

hazard ratio v

Table 2 : The first 10 survival related genes and their

alues.

immature bone marrow cells. There are many gene GEN ADI LOGFC VALUE GENE SymBOL P VALUE HAZARD RATIO
mutations and genes with varying expression rates that MAFF 7.249927 CFL1 0.01373438 3.840731
cause AML disease. In addition, activated signaling ANXAT 7.089476 COAG 9.30E-05 3.411125
pathways also cause the poor course of the disease. MSRB3 6.500354 UQCRH 0.005215637 2.585768
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AML. VAV1 gene is a signal transducer gene and literature ”
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inhibition of VAV1 gene and related hub genes to
create new treatment options for AML patient by
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Figure 1: Kaplan Meier Plots of survival related

hub genes. A) VAV1, B) FRAP (MTOR),
C) RUVBL2, D) KPNB1, E) CUL4A, F) MAPK1,
G) PCNA genes were shown.

Figure 3 : The results of enrichment analysis 7877 DEGs.

5 CHAF 1A ) MYC

6 CDC20 6 P53

7 DNMT 1 7 IUBC

8 KPMNB 1 3 ICULSA Table 3 : Enrichment table of 7877 DEGs.
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10 RTEN 10 CHEK 1 EnrichmentFDR nGenes PathwayGenes Fold Enrichment Pathway Genes

' ' 0.000347933 7 104 11.15990803 NF-kappa B signaling pathway TNFSF13B CXCL2 CXCL3 CXCL8 PTGS2 BCL2A1 BCL10
Figure 2 . TOp 10 hUb genes Of Survival releted 6.00E-05 10 193 8.590898851 Transcriptional misregulationincancer H3-3B HHEX CXCL8 LMO2 MPO REL BCL2A1 BCL6 NFKBIZ RUNJ
) 0.047515749 A 93 7.131369799 IL-17 signaling pathway CXCL2 CXCL3 CXCL8 PTGS2

DEGs which were calculated with respect to A) 0.008733579 7 191 6.076599135 Chemokine signaling pathway RASGRP2 GNAQ CXCL2 CXCL3 CXCL8 PIK3R1 GNB4

Degree B) Closeness methods.

In our study, drug docking analysis will be performed by using these genes and candidate drugs and appropriate inhibitor drugs will be 1dentified. It is plann,ng to use
novel drug administration approaches targeting VAV1 and related hub genes. In this context, 1t 1s primarily aimed to identify drugs that have not been widely used 1n
AML and have been tested 1n non-cancer diseases using drug repurposing methods.



