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Table 1. Main points of the questionnaire for the present survey

Please answer to the following items :

A. Address, phone number, occupation, marriage state and numbers of children.

B. How many times per day did or do you take anticonvulsant drugs?

If you have been under care, write the name of hospital.

O

If you have suffered from any seizures, describe how they are.

D. Write the frequency of attack, for instance, how many times per day, week, month
or year. If you do not suffer from any attack at present, tell since when you have

been free.

E. When do you have gotten used to suffer from attack ? Mark at corresponding parts
of the following items: morning, daytime, evening, night or during sleep.

F. When and where did you receive the last EEG examination ?
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Table 2. Age of seizure onset in relation to the outcome of seizure control

Outcome of seizure
A control Disappeared Improved Unchanged Aggravated Total
ge
0—9 years 31(79.5%) 7(17.9) 1(2.6) 0(0) 39
10—19 19(48.7) 13(33.3) 6(15.4) 1(2.6) 39
20= 11(61.1) 5(27.8) 2(11.1) 0(0) 18
Sex: male 50, female 46.
Table 3. Relationship between the outcome of seizure control and exogenous factor
Sgiég;% eared Improved Unchanged Aggravated  Total
Exogenous (+) 14(63.6%) 3(13.6) 4(18.2) 1(4.5) 22
Exogenous (—) 41(62.1) 21(31.8) 4(6.1) 0(0) 66
Table 4. Classification of seizures and outcome of seizure control
QOutcome of seizure
. control Disappeared Improved Unchanged Aggravated Total
Seizure type
I. Partial seizures (PS)
Simple PS 11(84.6%) 5(15.4) 0(0) 0(0) 13(100.0)
Complex PS 4(57.1) 2(28.6) 1(14.3) 0(0) 7(100.0)
Secondarily generalized
seizure 8(36.4) 9(40.9) 5(22.7) 0(0) 22(100.0)
1I. Generalized seizures
Simple abscence 2(66.7) 1(33.3) 0(0) 0(0) 3(100.0)
Tonic-clonic seizure 20(80.0) 3(12.0) 1(4.0) 1(4.0) 25(100.0)
1. Combined type
Simple PS 4(100.0) 0(0) 0(0) 0(0) 4(100.0)
Complex PS 8(53.3) 5(33.3) 2(13.3) 0(0) 15(100.0)
Others 4(57.1) 3(42.9) 0(0) 0(0) 7(100.0)
Total 61(63.5) 25(26.0) 9(9.4) 1(1.0) 96(100.0)
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Table 5. The EEG at the first examination

EEG Number
Abnormal 71(74.0%)
Borderline 7(7.3)
Normal 10(10.4)
Not performed 8(8.3)

Total 96
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Table 6. EEG at the first examination and survey time

EEG at the survey time

EEG at the first examination Improved Unchanged Aggravated Total
Normal — 1 2 3
Abnormal basic activity only 0 3 1 4
Normal basic activity and paroxysmal discharge 4 0 0 4
Abnormal basic activity and paroxysmal discharge 4 5 0 9

Table 7. Relationship between EEG at the first examination and the outcome of seizure

control
Outcome of seizure
EEG control Disappeared Improved Unchanged Aggravated Total
Normal 5(50.0%) 4(40.0) 1(10.0) 0(0) 10
Borderline 5(71.4) 2(28.6) 0(0) 0(0) 7
Abnormal . 45(63.4) 18(25.3) 7(9.9) 1(1.4) 71
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Table 11. Clinico-EEG correlation
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Table 8. Relationship between EEG and clinical
seizures

Parallel 20
Not parallel 24

Table 9. The cases which are not paralleled in
clinico-EEG correlation

Seizure EEG

Unchanged 12
Improved

Aggravated 6

Improved 3
Unchanged

Aggravated 3

Improved 0
Aggravated

Unchanged 0

Total 24

Table 10. EEG in the patients whose seizures are

EEG at the first examination

Normal
Abnormal basic activity only
Normal basic activity and paroxysmal discharge

Abnormal basic activity and paroxysmal discharge

improved
EEG Number of the patients
Improved 17
Unchanged 12
Aggravated 6
Total 35
OQutcome of seizure control
Improved* Unchanged Aggravated Total
1 2 0 3
4 0 0 4
2% 2 0 4
7 2 0 9

* Seizure free cases are included.

** The paroxysmal discharge was not found in both of them.
** The paroxysmal discharge was not found in 4 of the 7 patients and abnormality of basic activity was

not improved in 6 of the 7 patients.
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Fig.1. EEG recording at the first examination in
case 1. The placement of electrodes on the head
was based on the 10-20 electrode system of the
International Federation. Irregular spike and
wave complexes are observed in all leads,
especially dominant in left temporal lead (Ts).
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Fig.2. EEG recording at the survey time in case 1.
Paroxysmal discharges disappear. EEG is
judged as normal.
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Fig.3. EEG recording at the first examination in
case 2. High-voltage slow waves and irregular
background activity are seen.
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Fig. 4. EEG recording at the survey time in case 2.
Slowing of background activities, high-voltage
slow bursts and sharp waves are bilaterally
recognized.
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Fig.5. EEG recording at che first examination in
case 3. There are no paroxysmal discharges,
and the background activities are regular. EEG
is judged as normal.

Fig.6. EEG recording at the survey time in case 3.
While there are no paroxysmal discharges,
slowing of the background activities is observed.
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Fig.7. EEG recording at the first examination in
case 4. Slowing of the background activities
and spike and wave complexes are bilaterally
observed.
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Fig.8. EEG recording at the survey time in case 4!
Bilateral, negative-phase spikes and irregular
background activity are seen.
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Abstract

To discern the long-term prognosis of epileptic seizures and the clinico EEG correlation, 237
epileptic patients, examined in the outpatient clinic of neuropsychiatry, Kanazawa University
Hospital from 1964 to 1966, were followed 1p for about 10 years after the first medication. The
methods of survey were composed of direct questioning, review of clinical charts and EEG
recordings, and information obtained through questionaries by mail. The classification of
seizures was performed in conformity to the “International Clinical and Electroencephalo-
graphical Classification of Epileptic Seizure” proposed in 1981. One hundred and three patients
were followed up, but 7(6.8%) out of them had died. Ninety-six remaining patients were suc-
cessfully followed up for more than 10 years after the onset of disease, Sixty-one of them were
free from seizure at the survey time. The rate of remission of seizure was 63.5% for the 96
patients examined. High remission rates were found in generalized tonic-clonic seizure (80.0%)
and simple partial seizure (84.6%), and the lowest rate in secondarily generalized seizure (36.4%).
The more favorable prognosis implying decrease or disappearance of seizure was observed in
patients with the onset of disease before 10 years old than in those with the onset thereafter, and
also in patients without exogenous factors for the disease than in those with exogenous factors.
There was no significant relationship between the EEG data at the time of initial examination
and the seizure control. The correlation between changes in both EEG data and clinical seizure
during the follow-up period was parallel in 45% out of 44 patients but was not so in the remain-
der, and in most of non-parallel cases abnormal activities in background EEG were not norma-
lized, even if clinical seizures were improved. Therefore, a consistent positive correlation was not

found between EEG observations and clinical symptoms during the follow-up period.




