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Abstract

Cerebral vessels are functionally and structurally specialized to provide adequate blood flow to brain

which shows high metabolic rates. Cerebral hemorrhage or ischemic infarction due to cerebrovascular injury or
occlusion can cause the immediate brain damage, and if not treated rapidly, can lead to serious or permanent brain
damages, and sometimes life-threatening. Unlike these popular cerebrovascular diseases, there are diseases caused
by genetic problems. Cerebral autosomal dominant arteriopathy with subcortical infarcts and leukoencephalopathy
(CADASIL) is one of them. CADASIL does not show the high incidence, but it is considered to be significantly affected
by regional obstructiveness such as islands and therefore, to be an important genetic disease in Jeju. This paper
aims to summarize the possibility of animal model research that can provide preclinical data for CADASIL disease
research and to evaluate its applicability in future research plans.
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Aol gxlo) A Y& E (intracerebral hemorrhage)©] WEr
Wlw g olejd M@y Aol ABe Az
% 7h40] Toml 0% ol4ke] BRI IRl B
53, BAE F 237} 654 Bel Aok AW T Ao
LA kD g4l o3 CADASIL A5 Yutze
2 A AR EIY IS olut dsto|wg o] Wy A
FHEOE IR AR Ao} YehtA H= o] EAol &
4= Sl 9] $AF AT 4ol 3184 HESoIU #H
5 T2 A& g2l MRI 59 HEG 52 o185t
E8o|u A o gl 942 5-& FHstA "ot

CADASIL SEZHC| EY

CADASIL®] ¥14#Ax}el NOTCH39] 44 2&HS8 E3)
=529 (NOTCH3 transgenic mice)& /N&dl= A|=7) o
g 2 JgEo] =, sESY HEHU EFL TEF
/ol UehUA = o), 2AH g HEdo|; w4l
7z29] ¥elz wWyo] WA otk Aot} o5
NOTCH37} 44| Y7ol A B384 (angiogenesis)Zt Al
737873 (neurogenesis) ol Tolgtth= 7HY Stoll AR A2} X
o] sk HYPEAS AT Bl usideTl, Sold
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The animal model for CADASIL

23t} Wslels @8 AAE 5743517] 918l video camera
(The Imaging Source LLC, Charlotte, NC, USA)7} 912 =
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71%k 20mmHg 2 2 3 ff ¢S {3k, PSS £ (mM:
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Figure 1. Summarizing the pressured arterial system to record the change of myogenetic tone of cerebral arteries and arterioles in animal models.
Internal pressure of vessels can be induced with stepped increments via pipettes which are attached in both ends of isolated vessels. And then,

myogenic tone can be determined by the changes of vessel diameter.
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F8 ofnj HYD Axote] SEIEHL 2YsHE Fole
£250) 7] W FEAE, 22T AZ Yoo ol LR} 5
o Aol shetdt 4 QA e, ol B3] ABFRRD| 2
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A82E A5 Aot £ =FoA dFs%xe], CADASIL
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