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W135 and Y) meningococcal vaccine. 
Meningococcal strains can be separated 
into twelve serogroups, based on their cap- 
sular structure. Serogroup B is the most 
frequent isolated strain. Platonov has vac- 
cinated 18 LCCD patients of whom 2 ex- 
perienced a meningococi disease, 9 and 12 
months after vaccination respectively. Un- 
fortunately, the meningococcal strains of 
the 2 patients were not serogrouped and 
characterized further. Because it is very 
likely that the meningococcal involved had 
another serogroup than one of the four 
serogroups included in the vaccine (A, C, 
W135 or Y), we can not support the con- 
clusion that these cases represent vaccine 
failures. In the same study, Platonov found 
a lower frequency of meningococcal dis- 
ease in a period of 3 years after vaccina- 
tion than before the vaccination, suggest- 
ing a beneficial effect. We have immu- 
nized 21 LCCD individuals with the tetra- 
valent meningococcal vaccine and found 
that 2 patients developed meningococcal 
disease after vaccination [1]. One C8~-de- 
ficient 19-year-old female patient twice 
developed meningococcal disease with 
serogroup B (not included in the vaccine), 
1 and 3 years after vaccination respec- 
tively. The first episode was due to menin- 
gococcus B:4:P1.4, and in the second 
episode a meningococcus B:4:P1.6 was 
isolated. The second 21-year-old C8~3-de- 
ficient male patient developed meningo- 
coccal disease with serogroup Y (included 
in the vaccine), but the onset of the dis- 
ease was more than 3.5 years after vacci- 
nation. This patient had developed a sig- 
nificant antibody response to serogroup Y 
(measured by ELISA) determined 6 
months after vaccination. Meningococcal 
capsular polysaccharides do not activate 
T-helper cells and induce relatively poor 
memory. After vaccination, a protective 
period of 4 years is assumed. Therefore, 
LCCD patients at risk for meningococcal 
disease require revaccination each 3-3.5 
years with the tetravalent vaccine. The use 
of vaccine that also confers immunity to 
serogroup B should be investigated fur- 
ther. 

We agree entirely with Cremer and 
Wahn that LCCD patients should be in- 
formed about their risk to contract menin- 
gococcal disease in order to lower the 
threshold for early antibiotic treatment. 
However, for screening of complement de- 
ficiencies we strongly recommend to use 
also the more sensitive haemolysis-in-gel- 
assay and not the traditional CH50 and 
AP50 test only [2]. 
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infancy and childhood. Because this disor- 
der features both generalized and focal 
seizures [1], it has seemed reasonable to 
use the antiepileptic drugs which are ap- 
propriate for partial seizures including car- 
bamazepine (CBZ). 

Within the last 5 years, we have treated 
seven children with SME. Mean onset of 
the illness was around 5 months of age. 
Perinatal events were unremarkable. Pre- 
cipitating factors of the seizures were mild 
fever, taking a bath and watching televi- 
sion or other flashing light sources. All pa- 
tients had frequent episodes of prolonged 
convulsive seizures more than 30 min and 
also exhibited partial seizures in addition 
to other types of seizure. The seizures of 
these patients were extremely difficult to 
control. In six of seven patients, we ad- 
ministered CBZ. It was not effective. On 
the contrary, it aggravated generalized 
seizures in at least four of the six patients. 
Since it is difficult to make a con'ect diag- 
nosis of SME early in the phase of illness, 
the attending physician _may prescribe 
CBZ for partial seizures. If these seizures 
are aggravated by CBZ, SME may be sus- 
pected. Once a diagnosis of SME has been 
established, CBZ should not be adminis- 
tered. Our experience is in accord with 
that of others [31. 

References 
1. Commission on classification and termi- 

nology of the International League 
against epilepsy (1989) Proposal for re- 
vised classification of epilepsies and 
epileptic syndromes. Epilepsia 30 : 389-  
399 

2. Dravet C (1978) Les epilepsies graves 
de l 'enfant. Vie Med 8 : 543-548 

3. Hurst DL (1987) Severe myoclonic epi- 
lepsy of infancy. Pediatr Neurol 3 : 269-  
272 

S. Wakai (g~).  N. I to .  H. Sueoka 
Y. Kawamoto - H. Hayasaka - S. Chiba 
Department of Paediatrics, 
Sapporo Medical University School 
of Medicine, South 1 West 16, 
Chuo-ku 060, Sapporo, Japan 
Tel.: (011)611-2111 ext. 3413 
Fax: (011) 611-0352 

References 

1. Fijen CAP (1995) Meningococcal dis- 
ease and complement  deficiencies in the 
Netherlands. Thesis, University of Am- 
sterdam, Amsterdam, The Netherlands 

Sir: Severe myoclonic epilepsy in infancy 
(SME) is a severe epileptic disorder pro- 
posed as a separate entity by Dravet et al. 
in 1978 [2] which has been regarded as 
one of the most intractable epilepsies in 


