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A Case of Combined Acute Poststreptococcal Glomerulonephritis and
Acute Invasive Meningococcal Disease

Hosang Jeon, M.D., Wonho Hahn, M.D.,
Dongkyun Park, M.D. and Sungho Cha, M.D.

Department of Pediatrics, College of Medicine, Kyunghee University Hospital, Seoul, Korea

Neisseria meningitidis is a leading cause of meningitis and septicemia in children and
young adults. Meningococcemia, the most severe form of infection, represents a part of the
various spectrum of the illness, and its clinical manifestations varied from mild fever and
occult bacteriemia to fulminant catastrophic events(e.g., sepsis, shock, and death) within a
few hours after onset of symptoms. Complement deficiencies, either congenital or acqired, in-
crease the risk for invasive meningococcal disease. Since C3 plays a critical role in the com-
plement cascade, congenital C3 deficiency or conditions that decrease C3(e.g., systemic lupus
erythematosus, cirrhosis, nephritis, C3 nephritic factor) increase the risk for invasive disease
due to pyogenic bacteria including N. meningitidis. We had experienced a case of meningo-
coccemia and meningococcal meningitis presenting with mild fever, petechiae, and purpura.
The patient was a 7-year old male. He had mild fever, vomiting, headache, nuchal rigidity,
petechiae and purpura on both lower extremities, which spreaded to the whole body. His
blood culture grew Neisseria meningitidis. The diagnosis of meningococcal meningitis was
confirmed by examination of cerebrospinal fluid. The clinical symptoms of the illness were
improved after treatment of antibiotics(cefotaxime) for 12 days. However the patient had de-
veloped generalized edema, microscopic hematuria & proteinuria on the third day after admis-
sion. High ASO titer and low serum C3 level were also noted. The microscopic hematuria
returned to normal about 2 months after discharge. The C3 level returned to normal range
about 3~4 months after discharge. we report a case of combined acute poststreptococcal

glomerulonephritis and acute invasive meningococcal disease with reference review

Key Words : Meningococcal disease, Group A streptococci, Glomerulonephritis, Comple-
ment C3
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mer 04922 3% Y ST AHS BRYT
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Table 1. The Change of Complement Until the C3 Level Retuned to Normal Range about 3~4
Months after Discharge
Date
5/10 5/12 5/22 6/3 71 9/1
C3(mg/dL) 29 43 41 49 27 119
C4(mg/dL) 18 23 17 14 <5 26
12 18

CH50(U/mL) 10
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A FTadde) b B9 e FUTd 2 AAE ekt d =42 FO Pili 22 adhe
% FHdely T A FAA vEhE = 9 sins A} lactoferrin, transferrin 2 4 A (he-
o FA4 FUTd 258 FU7dE 299 5~-20  moglobin)2RE HES IS5de 7| @] J%A
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