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PICU: pediatric intensive care unit

NICU: neonatal intensive care unit
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1 % 125% FeRMEEEAL BT amoxicillin
2 3K SeR M EEEAL Ay cephalexin
3 2% 8 ik 4L BT cephalexin
4 L Hiw20 LD PRE& &G cefazolin
5 B 2, BEWRETE RGO ampicillin
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Dermatoid cyst il g5
MR: methicillin resistance
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1 % 2»H SEE AR VAP ABPC/SBT
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3 & 2H FHL CRBSI vancomycin
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5 & 2»H AR IR TR i S I e 28 vancomycin
6 L) 1% JECMEFE AR HER 28 vancomycin
7 % 5»H il R S A CRBSI vancomycin +
8 Z 102H e CMETE R (e HhEBR 28 vancomycin +
VAP: ventilator associated pneumonia, CRBSI: catheter related blood stream infection,
SSI: surgical site infection, ABPC/SBT: ampicillin/sulbactm
FHL: familial hemophagocytic lymphohistiocytosis, MR: methicillin resistance
R4 DEERORERIRS M
penicillin cefazolin erythromycin  clindamycin vancomycin
16% 45% 86% 86% 100%
*£5 DEEHRD vancomycin ® MIC {ED9 Holz. NrvaxA Y IFETORTERZE T
<05ug/mL lpg/mL  2pg/mL dpg/mL & 7275, MIC %8 4ug/mL & EfEDOBR D AFAEL 72
28 122 7 1 (R4, £5).

MIC: minimum inhibitory concentration
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Clinical and microbiological characteristics of community-acquired and hospital-
acquired infections with Staphylococcus lugdunensis in children

Hiroki SAKURAI V, Yuho HORIKOSHI'?)
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Staphylococcus lugdunensis is a coagulase-negative staphylococci that mostly pres-
ents with low virulence in human diseases. However, it is exceptional in that its viru-
lence resembles Staphylococcus aureus, which can cause invasive diseases. Reports on S.
lugdunensis infections in children are still limited both in community-acquired and hospi-
tal-acquired infections. The aim of this study was to elucidate clinical and microbiologi-
cal characteristics of S. lugdunensis in community-acquired and hospital-acquired infec-
tions. Cases with isolated S. lugdunensis were included in this study at the Tokyo Met-
ropolitan Children’s Medical Center from November 2011 to August 2014. A total of 158
strains were used for analysis. The number of cases with infection and colonization was
14 and 144, respectively. Among those with infection, 6 and 8 cases had community-
acquired infection and hospital-acquired infection, respectively. Skin and soft-tissue
infection and mediastinitis was common in community-acquired infection and hospital-
acquired infection, respectively. Methicillin resistance was observed in 55% of all iso-
lates. There were no methicillin resistant strains in the community-acquired infections,
but 62% (5/8) of the strains were methicillin resistant in hospital-acquired infections. In
conclusion, S. lugdunensis is an important pathogen that can cause infections in children.
This study observed methicillin resistance in hospital-acquired infection.

Key words: Staphylococcus lugdunensis, pediatrics, children, community-acquired infec-
tion, hospital-acquired infection
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