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[ Abstract] Objective: To investigate the influence of free anthraquinone in fallopia multiflora on ath-
erosclerosis (AS). Methods: Divide New Zealand rabbits into 6 groups randomly: model group, high
dose group, mid-dose group, low dose group, control group and normal group. Injecting with bovine
serum albumin (BSA) from ear veins, feeding all the rabbits with high-fat diet from day one except
normal group. After 16 weeks, irrigation with high dose, mid-dose and low dose free anthraquinone in
fallopia multiflora, and feed the rabbits of control group with Xuezhikang. Taking samples to observe
the pathologic change of rabbit AS and adopting the RT-PCR on aorta thoracica and aorta abdominalis
to test MMPs-9 after 4 weeks. Results: Mid-dose group of free anthraquinone in fallopia multiflora was
effective to delay the occurrence and development of AS. MMPs expression indicated that in compari-
son of model group and normal group, P <0.05, which means duplication of model was successful;
comparing three different dose groups, positive group and model group, differences were statistical sig-
nificant (P <0.05). This has proved that free anthraquinone in fallopia multiflora and Xuezhikang

were both effective to intervene the expression of MMPs-9 | comparing positive group and three different
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dose groups, differences are statistical significant (P <0.05). Conclusion; Free anthraquinone in fal-

lopia multiflora has an intervention effect on the development of AS, its mechanism might be relevant to

its effect on MMPs-9.

[ Key words ] polygonum multiflorum; anthraquinones; atheriosclerosis; matrix metalloproteinases;

rabbits
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