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Establishment of Angiostenosis Model on New Zealand Rabbit on Basis of Interleukin-1 B
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[Abstract] Objective To establish an angiostenosis model on New Zealand rabbit on the basis of
Interleukin-1 B and evaluate the model compared with traditional animal model.Methods The femoral
artery were wrapped with Interleukin-1 B beads on New Zealand rabbits and than the animals were fed

with high cholesterol diet to establish the angiostenosis model, endothelium thickness, foam cell area
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were determined, and TIMI was monitored. Result Compared with the contrast group, angiostenosis
model group presents significant stenosis of the femoral artey, and thickening of the endothelium and
increasing of the positive area of foam cells. Conclusion The angiostenosis model, which is accurately
controlled and easily repeated, could be used to evaluate the mechanism of the plaque on inflammation
correlated to the progress of atherosclerosis.
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Ak, TL-1 B 58 RZER 7 (tumor necrosis factor, TNF) HAAMHEAEEH . 1L-1 8 ol IR I

E AN 741 TNF . IL-6+ IL-8 LN A= K A5 (PDGF) A5 (115 S 73 WA Bl il 2 AR A= ) 2 2k

N, R F R G B (MMPs) (e bR BT E LA TR R, 3 EUIR RO R FE TR i

& KRBT YR AT 98 R | REX P . WGP, i B He Ay 28 8E \ I

B BRI . 258 7 5 5 AU MR A0 R P g LA B T 5 |k S el ik 2 A AR 45

—RINIEREI -

B2 ke - BIUFRIHFE R 1 1

[1] Ito A, Shimokawa H, Kadokami T, et al. Tyrosine kinase inhibitor suppresses coronary
arteriosclerotic changes and vasospastic responses induced by chronic treatment with interleukin-1
beta in pigs in vivo[J]. J Clin Invest, 1995, 96(3):1288-1294.

[2] Rathore SS, Weinfurt KP, Foody JM, et al. Performance of the Thrombolysis in Myocardial
Infarction (TIMI) ST-elevation myocardial infarction risk score in a national cohort of elderly
patients[J]. Am Heart J, 2005, 150(3):402-410.

(3] WA, BRE, PP, A SRS IR AR AT i RS (R N P[], B S
ELi L 2%, 2007, 27(1):1-5.

[4] Berrahmoune H, Herbeth B, Lamont JV, et al. Association between TNF and IL-1 bloc
polymorphisms and plasma MCP-1 concentration[J]. Atherosclerosis, 2007, 192(2):348-353.

¥: O3C8E, MSCEREEFFR, W [M] (%), [J] T, [N] @40, [C] (&
W) [G] (L&) [D] A0 [S] FA ). [P] (FFISCER). [T]
(PED). [W] R ITR)---%F5THZE HRE T A R AR
QR MMAI R “.”. CBFSmAFESW 1] 2] -
®EHE®BIE 3 N, NET 3 AL5%.
@S ARIETE, ZH p190-7, Nk 190—197.
ORFETZLHANESRES. FEIEALZES
@EFERSIEALHRINE,

FONFERRHTT, W: ZIRFSP WKRE, #4455 1.0~1.7% PNA1.0%~1.7%:;
“BBILR” NA “SBILH” BEREK “R” Hd ¥r. EXPRARRE: BR
200 g, M5 ¥R A 2.90+0.32 mmol/LAE; T BR 45 BHi%: R E/g,

MR/ mmol « L' FRR; HIRHIE XS FFEAR LR ILEK!




