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Study of Human Endothelial Cell on Construction
of Microvessel Angiogenesis in Leukemia Mice
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Abstract; [Objective] To study the role of human vascular endothelial cell in angiogenesis in NOD/SCID
leukemia mice. [Methods] NOD/SCID mice were divided into 3 groups: A, blank group; B, EC injection group;
C

immunohistochemistry dyeing. Leukemia burden was evaluated in leukemia model mice. [Results] Bone marrow

, leukemia model mice with EC injection group. MVD in bone marrow with cnemis slice were calculated after
MVD in group C was significantly higher than that in group B. Microvessels in leukemia mice had disordered
branches and irregular cavity. The morphism of vessels was immature. [ Conclusion] Microvessel angiogenesis model
in NOD/SCID leukemia mice has been constructed successfully with human endothelial cell. It can be used in the
study of anti-angiogenesis in leukemia and relative researches.
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Fig.1 Changes of bone marrow MVD in mice after being injected with EC

A: blank group; B: EC injection group; C: leukemia mouse model with EC injection group. The new microvessels were disordered and the

cavity of vessel cavity was irregular (arrow). Immunohistochemical visualization of apoptotic events; x200
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Fig.2 Pathology slide of leukemia mouse model

A liver tissue; B: spleen tissue; HE x100
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