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Bacterial meningitis is a serious disease, especially in the neonatal period, and it carries a
significant degree of mortality and morbidity. Group B streptococcus(GBS) is a common cause of
neonatal bacterial meningitis. The purpose of this study was to evaluate the clinical manifestations,
treatment results and complications of GBS meningitis.

Methods : We analyzed 29 cases retrospectively who had been admitted to the pediatric ward or
NICU in Asan Medical Center from May 1990 to January 2002. They had proven GBS in culture or

Results : The male to female ratio was 1:1.9. There were two cases of early onset type and 27
cases of late onset type. All cases had normal birth weight with full term at delivery. The perinatal
predisposing factors were premature rupture of membrane(two cases), and maternal colonization(two
cases). The most common presenting symptoms were fever and irritability. Associated diseases were
GBS sepsis(21 cases). There was relatively high sensitivity to penicillin derivatives. There were ab-
normal brain CT or MRI findings in 16 cases(64%), such as infarction, encephalomalatic change,
effusion, hydrocephalus, hemorrhage and abscess. The intensive care unit admission rate and the in-
cidence of DIC were higher in the group with complications. Two cases were discharged against

Conclusion : We recommend early detection and active treatment in Group B streptococcal menin-
gitis to improve the prognosis. (J Korean Pediatr Soc 2003;46:1224-1229)
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Table 1. Clinical Manifestations on Admission

Manifestation No. of patients(%)
Fever 29(100.0)
Irritability 12( 41.3)
Feeding difficulty 7( 24.1)
Convulsion 7( 24.1)
Respiratory difficulty 7( 24.1)
Lethargy 6( 20.7)
Vomiting 6( 20.7)
Upper respiratory symptoms 5( 17.2)
Tachycardia 2( 6.9
Cyanosis 2( 6.9
Rash 2( 6.9
Headache 1( 3.4)
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FAA A3 AAE AlsE 228 Fell A penicilline 100%
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| A2 1589 178 RFdA 35S YERITE Erythro-
mycin® clindamycin®l &= 27} 148904 24-4S B

Tetracyclinel = 74 AAE Aldld 8# RFoA WS
YeEPNA 3, clindamycin, gentamicin(ZFZE 48), erythromycin
(34D, chloramphenicol(1@)l%= WAdsto] Rt Table 5).
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Penicillin(28]) %= cephalosporin(1d]) @522 X 53+ 3¢
2 A3 268914 penicillin 22 ampicillin® 34t cepha-
losporin(cefotaxime, ceftriaxone)?] W3 Q2Wo] 2xom A
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Table 2. Hematologic Findings of Group B Streptococcal
Meningitis on Admission

Findings No. of patients(%)

WBC(/mm’) <5,000 17(58.6)
5,000-150,000 7(24.1)
>150,000 5(17.2)

Platelet( x 1,000/mm®) <150 2( 6.9
>150 27(93.1)

Table 3. CSF Findings of Group B Streptococcal Meningitis
on Admission

Findings No. of patients(%)
WBC(/mm’) 0-1,000 12(41.4)
1,000-10,000 12(41.4)
>10,000 5(17.2)
Sugar(mg/dL) <40 18(62.1)
>40 11(37.9)
Protein(mg/dL) >300 16(55.0)
<300 13(45.0)

Table 4. Associated Disease of Group B Streptococcal Men-
ingitis

Diseases No. of patients(%)
GBS sepsis 21(72.4)
Urinary tract infection 2( 6.9

- 1225 -



olxd ¢ 3¢ : B AT HudA A

Table 5. Antibiotics Susceptibility of Group

B Streptococcal

Susceptibility

Antibiotics

Sensitive rate(%) Resistant rate(%)
Penicillin 22/22(100)
Cephalothin 17/17(100)
Ampicillin 15/15(100)
Erythromycin 14/17(82.4) 3/17(17.6)
Tetracycline 8/8(100)
Clindamycin 14/18(77.8) 4/18(22.2)
Gentamicin 3/7(42.9) 4/7(57.1)
Chloramphenicol 1/2(50.0) 1/2(50.0)

Table 6. Complications

No. of patients(%)(n=25)

Cerebral Infarction 10(40.0)
Encephalomalatic change 6(24.0)
Effusion 4(16.0)
Hydrocephalus 3(12.0)
Hemorrhage 2( 8.0)
Abscess 2( 8.0)
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