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type 4, CXCR4) By BCAAR, 76 N B =2 (8] 7] DL & A 38 X
JRE TN U 3 i+ 41 3% W % ik CXCR4 4y 1,
ik CXCR4—SDF-1 Bl a] LUff 28 R bk 112 A9 AT
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Ui /N BRI FE T 88 /D BURY AR A7 AR AR SR T 21
5"k B9 TG B B8 A A 2 57 0E %8 ((Individual
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AN R %2 40 mg/kg FAGRE B HH L NSG
INEEAE T AN R TRAET: . WA W HRE AR 24 h
T PIIR 25 mg/kg 5 E 2 AL BEAE NOD/
SCID /R FIAE NSG /v B 1 8 3k 1 d 1k AU
AR A AR S Al I L AL B N BRAE TR R
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W S 367 T BeA BRUBT LA, )N R G 2 4 g
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AR, 70N BRI B 922 Bk I B R By, 5 S 1 GVHD 75 %2
R N 471 i i 200 e 50 o e />
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oo WA o %704 BIA ] CDA™ YR AN 1 T 48
Ma A CD8" A JEAME I T 240 v A NOG /N, &5
KB, A HEA CDA™ AU ANE I T 40 i i NOG /)N
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P ML A2 100V R 0 o i L ) R =2 — 1 Y

WG 5 56 40 B T2 25 e o B G 2% o T
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Humanized Mouse Model Reconstructing Human Immune System and
Its Application in Study of Blood System Diseases
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Abstract; Animal models play an important role in the study of human disease pathogenesis and experimental study
of pharmacology. Mice are currently the main experimental animals, However, it is different from the human
background, and it cannot fully simulate the human immune system and disease state. Researchers can build
humanized mouse models of the immune system and humanized mouse disease models by implanting human cells or
tissues into immunodeficient mice. Humanized mice can obtain a mouse model with a high degree of humanization of
the immune system by optimizing conditions such as the source of human hematopoietic stem cells and other
conditions. At present, the humanized mouse model of GVHD and the humanized mouse model of leukemia have
been used in the study of disease pathogenesis and the development of new clinical therapeutic drugs.

Key words: humanized mouse; Graft versus host disease; leukemia; animal models
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