2020 4
33 % 11

i A Il 48 27 2% ks

J Clin Hematol (China)

+ 803 -

Hep J8g >ie 5L Z | 286 A4S XT P ML o I5< Jog
e g vE EE A JH A2 LS

ERR

[REERMT  APIA; [ I s B BE IR B
doi:10. 13201/j. issn. 1004-2806. 2020. 11. 016
[hE4S%ESE] R733.7 [xEfrE"] A

F45!

The mechanism of tumor-derived exosomes in the

regulation of leukemia progression

Summary Exosomes are 30-150 nm lipid bilayer vesicles containing biological constituents such as proteins, lip-

ids.nucleic acids. Exosomes are secreted in most body fluids and transfer kinds of cargos to cells, participating in in-

tercellular communication. Leukemia derived exosomes can alter normal bone marrow to tumor-supporting microen-

vironment and suppress hematopoietic cells, immune cells functions. Exosomes play important roles in supporting

tumor growth,immune regulation,drug resistance and tremendously contribute to the development of leukemia.
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