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[Abstract] Objective: To explore the effect of moxibustion intervention on Eotaxin and IL-5 in rats with chronic bronchitis. Methods
According to the different intervention methods, 48 rats were divided into control group, model group, drug group of

moxibustion treatment group and nuclear cheese oral liquid treatment group. A modified smoking method was used to establish
rat chronic bronchitis model. After intervention, the treatment group was administered by gavage for 14d and compare the levels

of Eotaxin and IL-5 in the serum of each group. Results Compared with the blank group, the Eotaxin and IL-5 levels increased
significantly in the model group( P <0.01 ). Compared with the model group, Eotaxin and IL-5 were significantly reduced in the
moxibustion group and nucleic acid oral liquid group, but the moxibustion group was the most obvious ( P <0.01 ) . Conclusion

The moxibustion can treat chronic bronchitis by reducing Eotaxin and IL-5 levels.
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