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[ ABSTRACT] Aim To develop mouse model of diabetic atherosclerosis. Methods 46 male 8-week-old apoli-
poprotein E knockout ( ApoE ™) mice were randomly divided into control group, high-fat group, streptozotocin ( STZ)
low-dose group and high-dose group, low-dose group was treated with 5 daily intraperitoneal injections of STZ 55 mg/kg per
day, high-dose group was treated with intraperitoneal injection of STZ 200 mg/kg for once. ~ After 2 months, all of the
mice were sacrificed and the blood samples were collected, the body weight, fasting blood glucose (FBG) , total cholesterol
(TG) , triglyceride (TC), low density lipoprotein (LDL) , high density lipoprotein (HDL) , the plaque area of aortic root
were detected. Results High-dose group had unacceptable mortality, low-dose group got higher FBG, TG, TC,
LDL, HDL and more plaque area compared with control group and high-fat group (P <0.01) , high-fat group got mildly el-
evated FGB (7.78 £0. 67 mmol/L). Conclusions ApoE ™"~ mice treated with 5 daily intraperitoneal injections of

STZ is an ideal mouse model of diabetic atherosclerosis, ApoE ™~ mice supplied with high-fat diet got elevated fasting glu-

cose, and ApoE ™'~ mice treated with high-dose of STZ is not proper for the model.
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Figure 1. Survival curve of different doses of STZ
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1. [ERES STZ [F &/ AT EMAE (mmol /1)
Table 1. FBG after intraperitoneal injection of STZ in dif-

ferent groups

il 0 X 10 K 21 K 60 K
R4 4.48 £0.23  4.58+0.32  4.82+0.21 5.3£0.22
FllE4 5.00+0.19 5.54+0.29  6.10+0.30° 7.78 +0.67*
STZ fi%

X; 4.88£0.15 15.42 £1.70" 25.74 +0.89"™ 25.04 =1.67"
Jl”%gﬂ

aN P<0.05,bN P<0.01, 5% R ;e S P<0.01, 5554
LA,

FR2. BAFETU ()
Table 2. Changes of body weight in different groups

43R FRBAE 1 AtkE 2 AKE

POk 20.86 +0.14 23.94+0.24 27.41 +0.47
[y 20.86+0.16 21.55+0.41° 22.54 +0.70°
STZ fiRFIE4 21.49+0.19 21 £0.29°  19.73 +0.57"

aj P<0.01, 5X%HRAHE ;b N P<0.01, 554 I,

2.5 IMmAEKF

STZ AR & 21 i ig DU 0 45 b -5 %5 B 2H % i flig
FHEL YIRS T R, i A R HE B TC TG LDL
KBTI E(F£3).

*® 3. BHEAMAEKF LB (mmol/L)

Table 3. Comparison of serum lipids in different groups

Paxl TC TG HDL LDL
YREZH 10.65+£0.86 1.17+0.11  1.61 £0.18  3.20+0.32
mIE4] 19.52 £1.96" 5.53 £1.47* 2.07+0.18 7.88 +1.11°

STZ 1%

sy 38661 39*19.36 +1.63*17.42 +1.52" 25.88 = 1.88""
o =

a’H P<0.05,b 4 P<0.01, 5% R LE ;¢ A P <0.01, 5EI54H
He#s
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& 4. BATFRKREDBFBIRER

Table 4. Aortic root atherosclerotic plaque area in different

groups
il BEBR A AR (mm® )
X HE 2 0.24 +0.02
iR 0.25+0.02
STZ {5 =4l 0.54 +0.03"

a N P<0.01, 5% A LB b A P <0.01, SR Lk,

& 2. EFMBKIRER HE £ ( x40)

Figure 2. The picture of HE staining of the aortic root
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