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FIT KA EAN R E TG ENBEEENT R, FHHZKROGRENSHTRBA(n= 6) D FE
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Bt AEATRER JEEAR. WL MR R @I E 5 AR #R(P> 0.05); KA BRKHE
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A TR THEHERE.
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[ ABSTRACT] Aim To evaluate the effect of silybin on neointimal proliferation of rabbits iliac artery after balloon mnjury.

Methods 22 rabbits were randomly separated into 3 groups including control group, low-dose treament group and highr dose

treatment group.  Balloon catheter was used to induce injury to the iliac artery of rabbits in treatment group.  Tranilast was given
to the rabbits in low-dose treatment group [ 20 mg/( kg*d)] and high dose treatment group [ 40 mg/( kg*d)] once a day from 3
days before operation to 28 days after operation, and then local vessel was harvested for pathological analysis and immunohistoche-
mical staining.  Automatic image analysis system was used to detect the changes of intimal thickness, medical thickness, luminal
area, and the proliferation index of proliferating cell nuclear antigen (PCNA) . Results No significant difference was found
between low-dose treatment group and control group in intimal thickness, medial thickness, luminal area and proliferation index of
PCNA (P> 0.05).
0.05).

liferation index of PCNA was significantly reduced in higlr dose treatment group compared with control group ( P < 0. 05).

The intimal thickness was decreased in higlr dose treatment group compared with control group ( P <

The luminal area was significantly larger in higlr dose treatment group than that in control group (P< 0.05). The pro-

Conclusions Silybin significantly inhibit neointimal hyperplasia and the drug may be used to prevent restenosis.
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Table 1. Effect of silybin on intimal thickness, medial thickness
and luminal area of rabbits iliac artery after balloon injury
(x £5)
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X2 6 167.32126.43 184.45%25.38  8.3419.29

AN K R A 8 158.411%36.25 178.32F43.16 12.4317.86

KB K = 8 121.31139.53* 171.26 £56.59 71.23 *16. 75

a: P< 0.05, 5X/IRALLE.
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