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Generation of hematopoietic system-specific DNMT3B gene
conditional knockout in mouse model*

Fu-xing Li', Chao Hu®, Wei He', Xiao-hong Qiao', Xiao-tian Xie'
(1. Department of Pediatrics, Tongji Hospital, Tongji University School of Medicine, Shanghai, 200065,
China; 2. Department of Urology, ZhongShan Hospital, Fudan University, Shanghai 200032, China)

Abstract: Objective To generate hematopoietic system-specific DNMT3B conditional knockout mice,
providing mouse model for further functional study of DNMT3B in hematological malignancies. Methods
DNMT3B™ "™ mice were cross bred with Mx1-Cre' mice to generate DNMT3B™" Mx1-Cre” and DNMT3B™ Mx1-
Cre mice. DNMT3B™" Mx1-Cre' mice were further cross bred with DNMT3B™" Mx1-Cre” mice for DNMT3B™
™ Mx1-Cre" mice. DNMT3B™"* Mx1-Cre mice were injected intraperitoneally with poly (I:C) twice a day for a
total of five times for DNMT3B deletion. PCR was performed for genotyping of oft-springs. Deletion of DNMT3B
was confirmed by semi-quantitative PCR. Results Genotyping results identified 2 out of 13 off-springs which
were DNMT3B™™ Mx1-Cre" homozygous. DNMT3B gene was successfully knocked out with injection of pI-pC.
Conclusions Hematopoietic system-specific DNMT3B gene conditional knockout homozygous mice are successfully

generated, which serves as an ideal model for functional study of DNMT3B.
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