the 17t International & 239 National Congress On Quality Improvement in Clinical Laboratoties

AML-Derived Extracellular Vesicles:

\ Pl‘ovemcm

Modulators of the Bone Marrow Microenvironment

Impact on BMSC survival, CTNNB1 signaling, and TGF-B/VEGF expression
Zahra Nazari, M.Sc.1, Radman Mazloomnejad, M.D.2, Mohammad Hossein Mohammadi, Ph.D.3, Mahdieh Mehrpouri, Ph.D.4

1. Department of Hematology, School of Allied Medical Sciences, Shahid Beheshti University of Medical Sciences, Tehran, Iran
2. Department of Pharmacology, School of Medicine, Shahid Beheshti University of Medical Sciences, Tehran, Iran

3. Department of Hematology, School of Allied Medical Sciences, Shahid Beheshti University of Medical Sciences, Tehran, Iran
4. Department of Laboratory Sciences, School of Allied Medical Sciences, Alborz University of Medical Sciences, Karaj, Iran

V 1. Patient samples ‘ 2. EV isolation 3. EV characterization
Acute myeloid leukemia (AML) is sustained by reciprocal =Soaicmonsaed oLs TEM Bradfors _Flow
. . . -« 17 female / 13 male O 5
interactions between leukemic cells and the bone marrow oty [ B . . l s -*. sses
microenvironment[1,2].Extracellular vesicles (EVs) are gt = & ® ° | eoeo| 7|
emerging as important mediators of this crosstalk, i s VR ©
transferring molecular cargo that can alter the 8 >
proliferation, survival, and signaling programs of recipient | | 1 ENET et AN e N ——————
cells [2,3] such as bone marrow mesenchymal stromal EV concentration (ug/mL) Callvabitty  Apopiosis /ROS/ | Gene exprassion 5-catonin proten
. ) . 10 40 60 \J i67 (Flow cytome gRT-PCR estern blot
cells (BMSCs) [2,4]. This study show that AML-derived EVs CommENS | et =l . b
. . . . &= s sssss z e
can modify BMSCs, affecting BMSC survival and apoptosis o — ccsse| | #F || | ; [ |
. . healthy donors AML-derived EVs P — = = — [: :7-: GAPDH
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Study aim
To evaluate the effects of EVs derived from non-M3 AML patients on BMSC survival and apoptosis
and to assess the expression of CTNNB1, TGF-8, and VEGF.
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