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—Abstract—

Backgroud : It is generally acknowledged that a close relationship exists
between chronic alcohol abuse and the occurrence of alcohol withdrawal
seizure(AWS). About one third of AWS patients have been reported to be fol-

lowed by delirium tremens(DT)

Objectives : We assessed the factors that have influence on the development

of DT in AWS patients.

Methods : We investigated clinical features and laboratory findings of 39
AWS patients who were admitted. The following factors were analyzed;duration
of alcohol intake, interval from last drinking to onset of AWS, interval from
AWS to treatment, number of seizure, fever, laboratory findings(Mg, K, Na,

Ca, P, respiratory alkalosis).

Result : Fourteen patients developed DT (35.8%) . There was fever in 36% of
AWS patients with DT(5/14) and in 8% of AWS patients without DT(2/25).
Number of seizure(P<0.05) and interval from AWS to treatment(P<0.01) showed
statistically significant difference. But other factors were insignificant

statistically.

Conclusion : Our study suggests that number of seizure and interval from
AWS to treatment seem to be signifi related to the of DT in
AWS patients.
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Table 1, Demographic data analysis

Aws DT
Age 9.4 w1
Body weight (kg) 63.0 51.3
Amount of alcohol ingestion® 150 118
[(
Duration of aleohol intake 18 2
ears)
Past history of DT 3/25(129%) 3/14(21%)
*Amount of alcohol ingestion per day
Table 2, Alcohol withdrawal seizure data analysis
AwS pr Ttest
Interval from AWS to 9.81+8.16 23.86::16.68 PO0.05
treatment
Number of seizure 1684121 2.46+1.45 PG.01
Interval from last drinking
werval from st 27.8225.32 38002856 NS
NS © ron significance
Table 3, Physical & laboratory data analysis
AWS DT test
Resp, alka losis - 7.44+0.84 7.44£0.43 Ns
Phosphate 3.56+1.00 3.07+0.07 Ns
Potasium 380+0.58 3.7120.61 NS
Calcium 8.80:£0.87 8.710.83 NS
Marnesium 238 18
Fever 2/256%) 5/14(36%)

NS ! non significance
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