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Risk factors of digestive system damage in children with mycoplasma pneumoniae infection GAO Peng, YANG
Gaojie, TONG Jingyuan.Department of Paediatrics, The First Hospital of Ninghai County, Ninghai 316500, China

[Abstract] Objective To analyze the factors of the digestive system damage in children with mycoplasma pneumoniae
infection, and to provide a reference for reducing the incidence of digestive system damage in children with mycoplasma
pneumoniae infection. Methods Totally 248 children with mycoplasma pneumoniae infection were divided into two groups
according to whether occurred the digestive system damage or not. The digestive system factors such as sex, age, heat course, C
reactive protein (CRP) , erythrocyte sedimentation rate (ESR) , leukocyte count (WBC) , neutrophils percent, antibiotics,
glucocorticoid, and albumin between two groups were compared . The risk factors of digestive system damage in children with
mycoplasma pneumoniae infection were analyzed by logistic regression. Results The age, heat course, CRP and the
application time of macrolide antibiotics in the treatment of pneumonia between the two groups were statistically different (x’=
9.57, 10.68, 11.56, 13.51, P<0.05) , while the sex, ESR, WBC, neutrophils percentage, the application time of the
glucocorticoid and albumin were not statistically different (x’=0.83,0.92,0.85,0.94,1.82,1.66, P>0.05). Logostic analysis
showed that child younger than 5 years old, heat course larger than 7days, CRP higher than 10mg/L and the application time of
macrolide antibiotics longer than 3 days were the risk factors of digestive system damage in children with mycoplasma
pneumoniae infection (OR =1.37,1.55,1.67,1.14, P< 0.05). Conclusion Age, heat course, CRP and application time of
macrolide antibiotics are the risk factors for the digestive system damage in children with mycoplasma pneumoniae infection.
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