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Study on the Streptococcus pneumoniae resistance induced by erythromycin in vitro
WANG Qiangl , WANG Yue' , LIU Ming-fang2 (' Key Laboratory of Clinical Laboratory Medicine of State Education Commission;
*Department of Pathogenic Biology, College of Basic Medical Sciences, Chongging Medical University, Chongqing 400016, China)

Abstract; Objective To establish erythromycin resistance models of Streptococcus pneumoniae for analy-
sis of the mutations in the binding domain of erythromycin. Methods Streptococcus pneumonia tigrd and two
clinical sensitive isolates were induced with erythromycin by minimum inhibitory concentration ( MIC) method
for antimicrobial susceptibility, and then the rplD, rplV genes, and 23S rRNA in sensitive and resistant strains
were amplified by PCR and RT-PCR for sequencing. CPHmodels-2. 0 was used to predict the spatial structures
of ribosomal protein 14 and 122 coded by rplD and rplV genes. Results MIC of Streptococcus pneumonia
tigrd increased from 0.0312 mg/L to 256mg/L. while MICs of the two clinical isolates increased from 0. 0312
mg/L to 32 mg/L. Comparison of the pre- and post-induction results showed V32A mutation in ribosomal
protein 14, D35G mutation in ribosomal protein 122, and QK to (; RE( mutations in ribosomal protein 14.
Changes in spatial structure was found in SiThe ribosomal protein 122 and ribosomal protein 4 due to D35G,
Q67R, and K68E mutations respectively. Conclusion  Streptococcus pneumonia can be induced to resistant to
erythromycin in vitro. The mechanisms of resistance may be relate to the new mutations in the binding domain of
erythromycin.
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WD T A BRI MIEAE TR [,37°C 5% CO, 544 T K5 9%
18 hy LIFFZEYWEEEM 0.5 £% MIC F LM B 1 4% MIC .2 %
MIC 4 1 MIC, H Z BUSHRAS i 254k , 2 if 25 bk 19 MIC {H .
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20 5,35 YAGIR;72 CLEA 5 min, P3P LL 1% BERRHEHRE L
2 € il
1.2.5 kit a5 % % FH e a1 W a5 £ 11 e PCR K&
RT-PCR 724, #¢ J8 TA 2R UL % pMD18-T-rplD  rplV J% 238
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Eikk CLRT C2 1Y rplD J[R P 41 1 % AR B i) A200G , A202G 58
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KT Z . SRR 1 14 e 122 728 SR 23 1)
TG AT AT R I, LA 1 V32 A 7R S X6 H % 18T 25 [R] 1)
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