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A Study about Clinical Characteristics of Methicillin
Resistant-Coagulase Negative Staphylococcus Infections in
Neonatal Intensive Care Unit

Soon Hwa Yoon, M.D., Tae Jung Sung, M.D., Seon Hee Shin, M.D.,
Sung Koo Kim, M.D., Kon Hee Lee, M.D. and Hae Sun Yoon, M.D.

Department of Pediatrics, Kangnam Sacred Heart Hospital,
College of Medicine, Hallym University, Seoul, Korea

Purpose : Methicillin Resistant-Coagulase Negative Staphylococcus(MR-CNS) infection has
become an increasingly important cause of morbidity in NICU infants. We investigated the c
linical characteristics of MR-CNS sepsis.

Methods : This study included 40 neonates with MR-CNS sepsis who were admitted to
the neonatal intensive care unit of Kangnam Sacred Heart Hospital, Hallym University from
January 1998 to July 2002. MR-CNS sepsis was defined as MR-CNS recovery from blood
with clinical symptoms and signs of infection. Retrospective analyses of the medical records
of patients with MR-CNS sepsis were performed. The analyses included demographic find-
ings, clinical features, hospital courses, risk factors for infection including invasive procedures
and mortality.

Results : From 1998 to 2002, there were 40 cases of MR-CNS sepsis, comprising 17.7%
of late onset infections in NICU of Kangnam Sacred Heart Hospital. The male/female ratio
was 1.5:1. The mean gestational age of infected babies was 32.4+4.3 weeks at birth. And
the first positive MR-CNS culture was done in the day 10.6+9.3 after birth. Clinical symp-
toms such as fever, dyspnea, cyanosis, grunting, bradycardia, vomiting and diarrthea were fre-
quent in MR-CNS. Mechanical ventilation was applied in 12 cases and catheter was inserted
in 11 cases. The mortality(12.5%) directly attributable to MR-CNS sepsis was similar to
other late onset infections.

Conclusion : MR-CNS is a pathogen responsible for most late onset and nosocomial
infections. And it will be life-threatening in high-risk neonate. Awareness of increasing infec-

tions due to MR-CNS in NICU is important not only for infection control but also placing a
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great limit in use of antibiotics and invasive procedures, especially in premature infants.

Key Words : Methicillin resistant-coagulase negative staphylococcus(MR-CNS), Neonatal

sepsis, Clinical characteristics
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Fig. 1. Temporal distribution of neonatal late onset
sepsis(MR-CNS and non MR-CNS) at Kangnam
Sacred Heart Hospital, 1998. 1~2002. 7. ‘MR-
CNS : Methicillin resistant-coagulase negative staph-
ylococci grew in blood culture. " Non MR-CNS :
Bacteria other than Methicillin resistant-coagulase
negative staphylococci grew in blood culture.
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Table 1. Demographic Characteristics of Methicillin Resistant-coagulase Negative Staphylococcus

Early onset(n=3) Late onset(n=37) Total(n=40)

Gestational age(weeks) 32.4%4.3 32.4%4.3 32.4%4.3
Body weight(kg) 1.70+1.1 2.2+1.0 2.1+1.0
Sex(Male : Female) 2:1 1.5:1 1.5:1

Apgar score 1 min 7.0£3.0 6.9£2.9 6.9£2.9
Apgar score 5 min 8.3%1.5 8.2+2.4 8.2+2.4
RDS" no.(%) 2(66.7) 12(32.4) 14(35.0)
PROM’ no.(%) 2(66.7) 10(27.0) 12(30.0)
PIH" no.(%) 0 5(13.5) 5(12.5)
IUGR® no.(%) 0 4(10.8) 4(10.0)

"RDS : respiratory distress syndrome, ' PROM : premature rupture of membrane, *PIH : pregnancy induced hy-
pertension, ‘TUGR : intrauterine growth retardation

" 6 Table 2. Clinical Signs of Methicillin Resis-
2 5 tant-coagulase Negative Staphylococcus
S 5p
f; . Number of cases of isolate(%)
O 4 o .
§§ Clinical signs Early onset Late onset  Total
S3°8r (n=3) (n=37)  (n=40)
o
3 27 Fever 1(33.3) 16(432)  17(42.5)
ER Cer g Dyspnea 2(66.7)  12(324)  14(35.0)
Cyanosis 2(66.7) 11(29.7)  13(32.5)
0 5 o5 Apnea 1(33.3) 1027.0)  11(27.5)
Day of first positive oulture(days) Grunting 0 8(21.6) 8(20.0)
Fig. 2. The figure shows the day of first positive Brad?/c.ardm 0 7(18.9) 747.5)
culture of MR-CNS from blood. Vomiting 0 7(18.9) 7(17.5)
Diarrhea 0 3( 8.1 3( 7.5
& aYAY, TE 9 MAL wE m g YAz Tachycardia 0 3( 8.1) 3( 7.5)
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where
Staph-

Table 3. Distribution of Specimens
Methicillin Resistant—-coagulase Negative
ylococcus was Isolated Otherwise Blood

Number of cases of isolate(%)

Specimen Early onset Late onset Total

(n=3) (n=37) (n=40)
Endotracheal tube 1(33.3) 6(16.2) 7(17.5)
Umbilical venous  1(33.3) 4(10.8) 5(12.5)

catheter

Urine 0 5(13.5)  5(12.5)
Sputum 0 4(10.8)  4(10.0)
Eye discharge 0 2(54) 2(5.0
Ear discharge 0 1(27) 1(2.5)

28 AAE A9 53(12.0%), 7HIE 12#(30.0
%)Fom olF A AW = 58, 7] A 73
A 2 9ol AE 48(10.0%), SHF 28(5.0%), ©]
F 181(2.5%) A THTable 3).
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Fig. 3. The figure shows the antibiotic susceptibi-
lities of MR-CNS(40 isolates).
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