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Acute Myeloid Leukemia (AML)
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J New biological treatment
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Current treatments for AML *

Our aim study
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Microvesicle (MVs)

Preparation of K(-1 from Pasteur Institute and

hUCMSCs (passage3) from Royan Research Institute )
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| KG-1

@)

[ Identification of hUCMSCs by flow cytometry ] H\E/K

S and DLS.

(" Confirm MVs using b
TEM, flow cytometry,
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Culture of KG-1 and MSCs in RPMI and

DMEM culture media
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Isolation of MVs derived hUCMSCs
umbilical cord (passage6)

Determination of
MVs concentration

Treat KG-1 with hUCMSC-MVs at |25],
|50], and [ 100] pg/ml for 24 hours
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4 Apoptotic and Autophagy )

genes Expression (BCL2,

BAX, Beclinl, LC3, and
\_ ATG7) by RT-PCR )

hUCMSC-MVs

2021.

Sciences, Tehran, Iran.

KG-1 Cells

[ Apoptosis ]

[ Autophagy J

/Antiproliferative 0
and Proapoptotic
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9 effects 1n vitro. y

as novel immunomeodulatory therapeutic agents. 2017
2. Zhang L, et. al. Bone marrow mesenchymal stem cells-derived exosomal miR-425-5p inhibits

acute myeloid leukemia cell proliferation, apoptosis, invasion and migration by targeting WTAP.

bronchopulmonary dysplasia. 2022.

4. Phetfong J, et. al. Bone marrow-mesenchymal stem cell derived extracellular vesicles affect

proliferation and apoptosis of leukemia cells in vitro. 2022.
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Apoptosis assay (Annexin

assay by flow cytometry y

\

V/P1 staining) and ROS

Apoptosis Autophagy

\by Bradford method y

Statistical Analysis: GraphPad Software and ANOVA. All experiments performed herein were
replicated three times. Pv<0.05 was considered statistically significant.

hUCMSC-MVs

may be a potential
approach for
cancer therapy as
a novel cell to cell
communication

strategy.
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Figl: Identification of hUCMSCs. CD34-,CD45-,CD105+,CD73+,CD90+
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: Identification of hUCMSC-MVs by TEM and DLS.
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Fig3: Effect of hUCMSC-MYVs on Apoptosis of KG-1 cells.
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Fig4: Intracellular ROS levels after hUCMSC-MVs treatment in KG-1 cells.
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Figo: Expression levels of BCL-2(A), BAX (B) genes and comparison of
BCL-2/BAX (() gene expression in KG-1 cells.
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Fig6: Expression levels of Beclin 1(A), LC3(B), and((C) ATG7 genes in KG-
1 cells after treatment with hUCMSC-MVs
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