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[Abstract] Objective

of rabbit models and to initially investigate its mechanism. Methods

Effects of hypobaric hypoxia on content of collagen in rabbit atherosclerotic plaques

To study the effects of hypobaric hypoxia on collagen content in atherosclerotic plaques
Rabbit atherosclerotic models were set up by
high-cholesterol diet. The contents of NF-kB and collagen in plaque were detected by Western blot and woessner
In hy-
pobaric hypoxia group,collagen in atherosclerotic plaques was decreased markedly, TNF-q, IL-6 mRNA and NF-xB

method, respectively. Expression levels of TNF-o,1L-6 mRNA were determined with real-time PCR. Results

protein found in atherosclerotic plaques were elevated. Conclusion

Hypobaric hypoxia could decrease the collagen

content in rabbit atherosclerotic plaques, which may be concerned with its promoting inflammatory action.
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