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Reproduction and genotype identification of corticotropin-releasing hormone gene knockout mice
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Abstract : Objective  To explore the methods of breeding, reproductin and genotype identification of corticotropin-releasing hor-
mone (CRH) knockout(KO)mice. Methods CRH knockout mice were obtained from Jackson laboratory in USA. Heterozygous type
(CRH-+/—)mice were inbreeded according to genetic rules to yield CRH knockout mice. The genotypes of offspring were identi-
fied by polymerase chain reaction(PCR)using genomic DNA extracted from tissue of mice tails. Results Both breeding and repro-
ductin of CRH KO heterozygous type(CRH-+/—)mice were successful. PCR was used successfully for genetic analysis in mice ob-
tained. There were wild homozygous genotype(CRH /), heterozygous genotype(CRH-+/—)and CRH KO homozygous geno-
type(CRH—/—)in the offspring. Compared with other two genotype mice,survival rate of CRH—/— mice were significantly de-
creased , however, body mass of the three genotypes mice had no significant difference at 10 and 30 days after birth. Conclusion Ap-
propriate reproductin,breeding and identification are effective methods to obtain CRH KO homozygous genotype(CRH—/—)mice
from heterozygous genotype(CRH-+/—)mice.
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