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[ABSTRACT] Aim  To observe the relationship between the angiotensin II Type 1 receptor autoantibody ( AT1-
AA) and the local inflammation of plaques in atherosclerotic animal model. Methods AT1-AA positive and negative
sera were collected and purified from patients with hypertension complicated with acute coronary syndrome. Atherosclerosis
models were established in 30 rabbits with hyperlipidemia induced by balloon injury. The animals were randomly divided
into 6 groups: (1) control group; (2)low concentration AT1-AA [ 20 wg/ (kg + d) ] injection group (LA group) ; (3)high
concentration AT1-AA [40 pg/ (kg - d) ] injection group (HA group) ; (4)losartan [ 20 mg/ (kg + d) ] lavage+high con-
centration AT1-AA injection group ( L+HA group) ; (5)simvastatin [ 4 mg/ (kg - d) ] lavage+high concentration AT1-AA
injection group (S+HA group); (6)7aa [ 1.5 mg/ (kg « d) ] lavage+high concentration AT1-AA injection group (7aa+HA
group). Each group was treated differently. The abdominal aortas of rabbits were taken out and stained with HE.

Image-Pro Express system was used to measure the percentage of atheromatous plaques in the area of lumen. The expres-

sions of MMP-2 in aortic tissue were detected by western blot. Results The values of total cholesterol and low density
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Excluding the control group, the levels of serum AT1-AA
In LA group and HA
group, the relative plaque areas were 46.99% +13.06% and 66.11% +19.67% , respectively, which were significantly
higher than those in control group (27.71%=+7.46% ) , L+HA group (34.27%+12.38% ) , S+HA group (24.03%+8.56% )
and 7aa+HA group (28.54%+12.50%) (all P<0.05).
nificantly higher than those in other groups (all P<0.05).

lipoprotein cholesterol were obviously increased after four weeks.

in the 8th and 10th week were significantly higher than those at the beginning in the other groups.

The expressions of MMP-2 in LA group and HA group were sig-
Conclusion ATI-AA can accelerate the atheromatous

plaque formation in rabbit atherosclerosis model and promote the inflammatory reaction and cells proliferation in local

plaque.
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5 A EY pH2.8 0.1 mol/L HCI-H 4 B & ik %
FERRERM N EE, FRHEHN 4B %A 4 0.1
mol/L #i & B ty pH7.4.0.1 mol/L & B % 4% w i
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VE SH4 (18 #7 L+HA 41); (5) Simvastatin[ 4 mg/ (kg
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AA ESTA (A Taa+HA 4), F45 2, bl 3%
RO B AN B G e R OE SRR, B R Bk, B
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h, PEFE 3 9%, % K 15 min,ECL X e 43
1.7 SitF4biE

1H & 8 Mass &, A SPSS 13.0 2 34T
Gt AT, & 411 B R Bl ANOVA 247, P<0.05
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JE 255 10 JER [ st [E) B i i /K- JC B B 25 5%, 3%
BT M5 M 75 5 sh W i v e R e 1Y TC e
LDLC 7K, T[] Hsf A, 2 B BAL 440 71K v 5 0 o ¥k 2
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Figure 1. Comparison of blood lipid levels among different groups in different time periods
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Figure 2. The levels of AT1-AA in each group in different time periods
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Figure 3. HE staining of As plaques of abdominal aorta in each group (200x)
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Figure 4. The expression of MMP-2 in different groups (n=
5)
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