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Abstract: Objective To understand the mutations of macrolide resistance gene locus (23S rRNA) of Mycoplasma pneumoniae
(MP) and its correlation with clinical features. Methods A total of 354 respiratory tract samples were collected from children pa-
tients with pneumonia. MP and its mutations in 23S rRNA gene locus were detected by real-time PCR. The children cases of MP
positive were divided into the mutation group and non-mutation group. Then the clinical data were compared between the two
groups. Results Among 354 respiratory tract samples,166 cases(46.9%) were MP positive, moreover the mutation of 23S rRNA
gene locus existed in 135 MP positive samples with the positive detection rate of 81. 3% , while no 23S rRNA gene locus mutations
were detected in 31 samples. Analyzing the clinical data of the mutation group and non-mutation group found that there was no sta-
tistical difference in the aspects of age and gender between the two groups. The occurrence rates of severe pneumonia and extrapul-
monary complications in the mutation group were higher than those in the non-mutation group (P<C0. 05),moreover the average
hospitalization time and fever duration in the mutation group were longer than those in the non-mutation group (P<C0. 05). Conclu-
sion 23S rRNA gene locus mutation has higher detection rate, prompting that MP shows high resistant rate to macrolides, which
could provide a certain basis for treatment of MP infections.
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B
9

14 GRS W MP PR 8 I R R, AL
S AR P B B A B 12 W L S 0 s A A H 4R

1.5 Zeibseab s i SPSS19. 0 3 #E 47 GE i 2 43 b s it
BOSRLLE 43 8RR AL L BCR A o KR s R BRI L T
s RIRCETTRFTER G R« K3 LR W 40 W) 22 75 P<<
0.05 K257 BA G E L,

2 & ES

2.1 MP @k 354 {3 I U GE A At 166 iy PCR AL I
BH P B R BH M 3R 46, 900, F o 53 4% BH 1 3% 44, 3% (86/
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R MP FH 2% % B il VR ObR A MP R B B F R4
FRA(76.9% vs « 31.3%), 25 A G #E XL (P<<0.05),
W% 2.

2.2 MP ffif 2547 5K 45 166 fiy MP BH 1t b5 A% o, 465 H
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i ALT AST $55 VS ) 17 ], .0 I 5 2 5 GO IR 458 40 00 UL
G LG Fi RO 1L 5 2 985 10 48], VR R 4 2 ). B PR &R
g 16 IR tE R E 1 B, REEAEA 31 Bl LT iz Bk
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