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A Case of Deficiency of the Seventh Component of Complement with
Recurrence of Meningococcal Meningitis and Septicemia

Jong-Seung Lee, M.D., Jung-Min Yoo, M.D., Soo-Jung Yoo, M.D.
Tae-Sung Ko, M.D. and Han-Wook Yoo, M.D.

Department of Pediatrics, Asan Medical Center,
University of Ulsan College of Medicine, Seoul, Korea

The complement system is important in the generation of the normal inflammatory re-

sponse and in host defense against systemic infection. Therefore, inherited or acquired defi-

ciency of complement is associated with an increased frequency of infection. As a major

effector of the complement cascade, the membrane attack complex is responsible for direct

complement dependent serum bactericidal activity. Especially late complement component defi-

ciency has a markedly increased risk of meningococcal infection and is subject to recurrent

infection. We experienced a patient who had recurrent meningococcal meningitis and septice-

mia. The patient was 13-years old boy and he had a recurrent episode after 20 months. At

second admission, we examined complement level and C7 deficiency was confirmed. He was

treated without complication. We report a case of deficiency of C7 with recurrent meningo-

coccal meningitis and septicemia.
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Fig. 1. Purpuric rashes are noted on right upper
extremity.
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HE-S- Sl (C-reactive protein)> 34.1 mg/dLo] AT
A A ZHAME Na 135 mEqL, K 3.7 mEqL, Cl
102 mEq/Lo|loH, A5tst HAME AST 41 UL,
ALT 22 IU/Le|ith 89X 331 FHAl= prothrombin
time 1.64 INR, partial prothrombin time 58.63(25~
35%)$t}. Fibrinogen 501 mg/dL(200~400 mg/dL),
fibirnogen degradation products(FDP) 160 ug/mL
(<0.5 ug/mL), D-dimer 35.8 ug/dL, antithrombin III
70%9% =R AL BT ammiceT
95%, BT 5%), BWL 219 mg/dl, T2 71 mg/
dL(E% 136 mg/dL)SAth. Eof wiF A 245
A HiF AAFNA BT Neisseria meningitidis7} ¥l
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AL 27Tz g AApd a4 148 g/dL,
W 25100/mm’ ()T 92%, BZT 4%), 2
7 209,000/mm’o]Y o™, C WS T(C-reactive
protein)2 20.29 mg/dLO|Th HZHFH HAPY oY
T 2,000/mm’ (T3 100%), TS 61.2 mg/dL,
32 63 mgdL(EFF 143 mg/dL)o]Act N ujk
AALS}E H A pd wjF HARNA B N, meningi-
tidis7} W FE A AL FErd FEoE WY
% AAE AFEARL 1gG 1,390 mg/dL(639~
1,349 mg/dL), IgA 125 mg/dL(70~312 mg/dL),
IgM 157 mg/dL(56~352 mg/dL), C3 93.2 mg/dL(8
3~177 mg/dL), C4 16.7 mg/dL(15~45 mg/dL), &
43 BA &X(total hemolytic complement activity,
CH50)2 <10 U/mL(75~160 U/mL)°]ith. 3]
BA AES AASIEE C5 94 mg/dLB.0~15.0
mg/dL), C6 3.9 mg/dL(2.5~45 mgdL), C7 <05
mg/dL(2.4~4.6 mg/dL), C8 7.4 mg/dL(5.5~8.9 mg/
dL), C9 4.8 mg/dL(2.7~7.3 mg/dL)°] At}
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