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Expression of IL-1f, TNFa.1L-10 and IL-10R in aorta of atherosclerotic rats and effects of Ginkgo biloba ex-

tract on their expression

JIAO Ya-bin,RUI Yao-cheng® . YANG Peng-yuan, LI Tie-jun, QIU Yan(Department of Pharmacology, School of Pharmacy,
Second Military Medical University, Shanghai 200433, China)
[ABSTRACT] Objective: To study the expressions of IL-18, TNFa,IL-10 and 1L-10R in aorta of atherosclerotic( AS) rat and
the effects of Ginkgo biloba extract (EGB). Methods: The experimental model of AS was established in rats. Rats were divided
into 3 groups:control, AS and EGB. EGB (100 mg/kg) was administered through intra-gastric pathway in EGB group every
day;the same volume of water was administered in control group and in AS group. After 8 weeks, the expressions of IL-18,
TNFa,I1.-10 and IL-10R were detected by ELISA and RT-PCR methods. Resulis: The protein and mRNA expressions of 1L-18,
TNFa, IL-10 and 1L-10R in aorta were markedly higher in AS groups than that in control groups(P<Z0. 01). The protein and
mRNA expressions of IL-13 and TNFa in aorta were markedly lower in EGB groups than that in AS groups; the protein and
mRNA expressions of I1.-10 and 1L.-10R in aorta were markedly higher in EGB groups than that in AS groups(P<0. 01). Con-
clusion: EGB has significant inhibitory effects on proinflammatory cytokine I1.-18 and TNFa; upregulation of anti-inflammatory
cytokine IL-10 and IL-10R by EGB may be partially responsible for its anti-AS effects.
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Tab 1 Effects of EGB on IL-1p, TNFa
and IL-10 in aorta of AS rats

(n=6,7Exs.ng>g 1)

Group IL-1g TNFaq 1L-10
Control 4.8240.24 0.63+0.13 0.31%£0.02
AS 11.19£0.39"* 1.53+£0.06" " 0.41%0.05"*
AS+EGB 6,380 4850 1,0340.0554  0.6640, 0722

* - P<C0. 01 ws control group; 24 P<C0.01 vs AS group
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