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Abstract: Objective To study the effect of adenosine monophosphate combined with ipratropium bromide and budesonide on
pediatric bronchiolitis and its effect on serum and serum amyloid A (SAA) levels. Methods A total of 110 children with
bronchiolitis who were admitted to our hospital from February 2016 to December 2017 were randomly divided into observation
group and control group, 55 cases in each group. Both groups received conventional treatment, and the control group was given
budesonide suspension 0.5 mg combined with compound ipratropium bromide 1.25 mL dissolved in 3 mL saline aerosol inhalation.
The observation group was given intravenous injection of adenosine monophosphate 10 mg dissolved in 100 mL 5% glucose
solution on the basis of the observation group. All patients were treated for 7 days. The patient's condition was observed and
recorded, including the time of fever, the disappearance time of wet rales, the time of wheezing disappeared, the time of
disappearance of cough, and the time of hospitalization. The curative effect and levels of SAA, TNF-a, IL-6 and IL-8 were compared
between the two groups. Results The total effective rates of the observation group and the control group were respectively 96.4%
and 83.6%. There was a statistically significant difference between the two groups (P < 0.05). The treatment time and hospitalization
time for the improvement of clinical symptoms were significantly lower than the control group, and there was a statistically
significant difference between the two groups (P < 0.05). The evels of SAA, TNF-a, IL-6 and IL-8 in the observation group were

significantly lower than those in the control group and before treatment, and the difference between the two groups was statistically
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significant (P < 0.05). Conclusion Adenosine monophosphate combined with ipratropium bromide and budesonide has a definite

curative effect on pediatric bronchiolitis, it can improve immune function and reduce inflammation index. It is worthy of clinical

application.
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