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[ Abstract] Tumor metastasis is a complex process of a series of interactions among tumor cells, various
factors and host cells, these factors through a variety of complex mechanism formed in specific organs to grow
for a primary tumor before the transfer of microenvironment to promote tumor metastasis. This theory also
exists in leukemia,leukemia often occurs in the spleen,brain, testis, lymph nodes and other pulp external po-
tential infiltration, the microenvironment of these infiltrating sites has undergone adaptive changes such as
bone marrow-derived cell recruitment,increased vascular permeability,and chronic inflammation before me-
tastasis,so as to provide an appropriate living environment for circulating leukemia cells, but the specific
mechanism is not elaboration. This article reviews the research progress of the microenvironment changes in
the infiltration site of leukemia extramedullary infiltration,in order to improve the treatment and prognosis of
leukemia.
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