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Disrupted gut microbiota affects the formation of carotid atherosclerosis by promoting inflammatory
responses
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Abstract

atherosclerosis caused by disrupted gut microbiota. Methods: C57B1/6 mice were divided into two groups randomly, the control group

O bjective: To observe the effect of disrupted gut microbiota on carotid artery,and explore the mechanism of carotid

(n=15) and the disrupted gut microbiota group(n=15). The disrupted gut microbiota group was given ceftriaxone by gavage(0.1 g/mL,2 mL),
and the control group was given the same volume of saline, twice a day for 6 weeks. Fasted for 12 hours at the end of gavage, gut microbiota
was cultured and counted , the images of hematoxylin eosin(HE) staining of carotid artery were observed ,and the cross sectional area and
stenosis rate of carotid arterial intima were measured. The expression of interleukin—6 (IL-6) , tumor necrosis factor—-a ( TNF-a ) and
transforming growth factor-B1(TGF-B1)mRNA in carotid artery was assessed by reverse transcription—polymerase chain reaction (RT-
PCR) method. The expression of nuclear factor kappa—-B p65 (NF-kB p65) was detected by Western blotting method. Results: The
composition of intestinal flora (enterococcus, lactic acid bacteria and bifidobacterium) was different between the two groups( 1=2.72,2.27,
2.56,all P<0.05). Compare with the control group, carotid intima thickness[(0.14+0.01 ) mm? vs.(0.45+0.08) mm?, P<0.05],lumen
stenosis rate[(2.15+0.92)% vs.(18.31+6.82 )%, P<0.05], infiltrated inflammatory cells, and the expression of IL-6,TNF-o, TGF-31 mRNA
and NF—kB p65 protein(=2.15,2.67,3.16,6.95, all P<0.05) were significantly increased in the disrupted gut microbiota group. The results
showed there were significant differences between two groups. Conclusion: Disrupted gut microbiota affectes the formation of carotid
atherosclerosis by regulating the inflammatory response.
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Tab 1 The primers of real-time PCR
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IL-6 CTCCGCAAGAGACTTCCAG GGTCTGTTGTGGGTGGTATC 119
TNF-a CTGAACTTCGGGGTGATCGG GGCTTGTCACTCGAATTTTGAGA 122
TGF-B1 CACACTGCAAGTGGACATC GCAGAAGTTGGCATGGTAG 177
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Tab 3 Cross sectional area intima and stenosis rate of carotid
arterial between two groups (x+s)
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Fig 2 The expression of NF-kB p65 in carotid artery between two
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