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Clinical features and treatment of macrolide-resistant Mycoplasma pneumoniae
pneumonia in children
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Abstract: Objective  To study the clinical features of macrolide-resistant Mycoplasma pneumoniae pneumonia
and its treatment regimens in children. Methods The samples of throat swab or bronchoalveolar lavage fluid were
collected from 136 children with Mycoplasma pneumoniae pneumonia. Quantitative real-time PCR was used to detect
2063/2064 A:G mutation in 23S rRNA, and according to such results, the children were divided into drug-resistance
group with 81 children and sensitive group with 55 children. The two groups were compared in terms of age composition,
respiratory symptoms, extrapulmonary complications, laboratory markers, imaging changes, treatment regimens, and
length of hospital stay. Results Compared with the sensitive group, the drug-resistance group had significantly longer
duration of pyrexia and severe fever, a significantly higher percentage of children with reduced blood oxygen saturation,
and significantly higher levels of alanine aminotransferase (ALT) and lactate dehydrogenase (LDH) (P<0.05). The
conventional azithromycin treatment had a good clinical effect in the sensitive group, while corticosteroid therapy was
usually needed in the drug-resistance group. Conclusions  Macrolide-resistant Mycoplasma pneumoniae infection
cannot be identified based on a single clinical feature, but prolonged duration of pyrexia and severe fever, reduced
blood oxygen saturation, and increased ALT and LDH can suggest the presence of this disease. Azithromycin combined
with glucocorticoids may be a good treatment regimen for children with macrolide-resistant Mycoplasma pneumoniae
pneumonia. [Chin J Contemp Pediatr, 2018, 20(8): 629-634]
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JUFE A AR 2 1) 55 WL I A4, U e T i
BRI L Y KA ER A RN &R
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28531 n AL AR AR
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1 AR B] ZE G, SPO, FRA HL )38 = ( P<0.05)
Jili 00 A AR [B] . A i 2 HL 5 A A )
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F2 IGKRHA
3] Y A ] e A ] T2 ] A i SPO, [
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