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Final report on the major program of NSFC—
“Biological Behaviors and Regulatory Mechanisms of Normal Hematopoietic
Stem/Progenitor Cells during the Development of Leukemia”

Sun Ruijuan’ Jiang Hujun' Cheng Tao’ Zhu Jiang®
Wang Jianmin' Zhou Jianfeng® Dong Erdan'
(1. Department of Health Science, National Natural Science Foundation o f China , Beijing 100085; 2. State Key Laboratory of Experimen-
tal Hematology; Institute of Hematology and Blood Diseases Hospital s Tianjin 300020; 3. State Key Laboratory for Medical Genomics and
Shanghai Institute o f Hematology » Rui-Jin Hospital » Shanghai Jiao-Tong University School of Medicine , Shanghai 2000253 4. Department
of Hematology , Institute of Hematology . Changhai Hospital , Shanghai 2004333 5. Tongji Hospital, Tongji Medical College » Huazhong
University of Science and Technology (HUST), Wuhan 430030.)

Abstract The major program of “Biological Behaviors and Regulatory Mechanisms of Normal Hematopoi-
etic Stem/Progenitor Cells during the Development of Leukemia” mainly focuses on the mechanisms under-
lying the competition between normal hematopoietic stem/progenitor cell (HSC/HPC) and leukemic cells.
Upon a 4-year study by the four collaborative groups, significant progress has been made in the following
areas: (1) optimized and established several unique leukemia models; (2) systemically studied the kinetics
of normal HSC/HPC and altered micro-environmental elements during leukemia development; (3) defined
several novel genetic and epigenetic regulators that govern the competition between HSC/HPCs and 1.SCs
during leukemia development; (4) discovered several novel small molecules that can promote normal HSC/
HPC expansion or inhibit leukemia cell proliferation. These results would help better understand the path-
ogenesis or current therapies of leukemia and provide novel therapeutic strategies to combat the disease.

Key words major program; leukemia; hematopoietic stem cell; leukemia stem cell; bone marrow microen-
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