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[ Abstract]  Mongolian gerbil has cerebral vascular variation. It is a good laboratory animal model in cerebral
ischemia research. However, the low successful rate affects the stability of research result and does not meet the animal
welfare requirements. Our group proved that the cerebral vascular variation is a genetic trait. Next, an ischemia-prone
gerbil group was established by the through selecting and breeding. Our group bred a cerebral ischemia inbred gerbil with
76.62% of animals missing circle of Willis and 88. 89% of animals with cerebral ischemia by selectively inbreed by sister-
brother mating. The method of genetic monitor for inbred Mongolian gerbil were established based on biochemical loci and
microsatellite DNA. The characteristics of growth and development, blood physiology and biochemistry of the inbred
cerebral ischemia Mongolian gerbil were analyzed, which provides a foundation for the application of this model. We found
that VEGFA gene, and signal pathway of AKT/PI3K and Notch are correlated with Mongolian gerbil cerebrovascular
development. Moreover, four genes related to the development of cerebral blood vessels were screened by suppression

subtractive hybridization ( SHH). The cerebral ischemia inbred gerbil successfully solves the problem of model low

[B&TE ] ERBHE S (No. 2015BAI09BOL) ; F5 A AR 3 4x (No. 31572348, No. 31572341, No. 31772545)

Funded by Key Projects in the National Science & Technology Pillar Program ( No. 2015BAI09B01 ) , National Natural Science Foundation of China
(No. 31572348 ,No. 31572341 ,No. 31772545).

[{EERN 1=K (1976—) B i+ B 6, FENFELE 8% K BT, Email: li-changlong@ 126. com

[BEIEE IBRARSC, 55 Wit iR, F RS sh W B IOT & S e X B W5, Email ; czwen@ cemu. edu. en



P E SRS 2E AR 2018 4E 8 A5 26 %55 4 ] Acta Lab Anim Sci Sin, August 2018, Vol. 26 No. 4 513

incidence, reduces animal use, improves the reliability and stability of result, and promotes the related research of its

mechanism.
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