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Prediction of the Development of Alcohol Withdrawal Delirium

Choong Heon Lee, MD, Eun Lee, MD, Sung-Hyouk Park, MD, Seung-Yong Jung, MD,
Sang-Jin Park, MD, Jeong Ho Sock, MD and Kee Namkoong, MD

Department of Psychiatry, College of Medicine, Yonsei University, Seoul, Korea

Objectives : Alcohol withdrawal delirium is a serious clinical condition with high mortality rate if not treated. This study
was to examine whether readily available clinical variables can predict the development of alcohol withdrawal delirium.

Methods : The authors performed a retrospective study by reviewing charts of 566 patients who had been admitted for
alcohol dependence. The cases were divided into two groups: delirium group (n=40) and control group (n=40). We compared
baseline characteristics and serum analysis data at admission between two groups. We used logistic regression to predict risk
factors for alcohol withdrawal delirium among potential risk factors.

Results : The delirium group had significantly lower hemoglobin, hematocrit, platelet counts, and potassium level than
countrol group. Presence of previous withdrawal delirium history, AST, GGTP, and bilirubin level of delirium group were
significantly higher than those of control group. Among potential risk factors, past history of withdrawal delirium, decreased
hemoglobin, elevated bilirubin level, and number of previous detoxification were predictable factors of the development of

alcohol withdrawal delirium by 72.5%.

Conclusion : Our results suggest that the infomation obtained at admission can be useful to predict the development of al-
cohol withdrawal delirium. Also, it makes the individualization of detoxification strategies possible. (J Korean Neuropsychiatr

Assoc 2004:43 (5) :559-563)
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Table 1. Clinical characteristics of subjects

Delirium group (n=40) Control group (n=40) t/x2 p
Age (years) 46 + 938 4 * 9.8 0.000 1.000
Sex (M/P) 37/3 37/3 0.000 1.000
Duration of drinking (years) * 14.1410.1 13.3+100 0.366 0715
Duration of education (years)* 109+ 4.2 112+ 3.6 -0.375 0.709
Drinking pattem (%)
Continuous 87.5 87.5 0.000 1.000
Binge 12.5 12.5
Numper of prior detoxification* 33x 70 1.6+ 27 1.44 0.154
History of alcohol withdrawal delirium (%) 35 7.5 9.038 0.005
History of alcohol withdrawal seizure (%) 25 15 1.2580 0.402
History of medical illness (%) 33 35 0.056 1.000
History of head trauma (%) 13 18 0.392 0.755

+ . All values except for sex are mean +standard deviation. T : independent sample t-test, x 2 : chi-square test
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Table 2. Comparison of the hematology, the blood chemistry. and the electrolytes

Delirium group (n=40) Control group (n=40) 1 p

Hemoglobin (g/dh 1291136 14.0+1.62 3.221 0.002
Hematocrit (%) 38.6+4.42 4234513 3.521 0.001
MCV (x3/dl) 95.4+4.64 94.1+502 =1.161 0.249
Platlet (103/dl) 183+ 102 230+ 85 2.198 0.031
AST (U/L) 107 +79 74+63 -2.074 0.042
ALT (IU/L 55+80 494 41 —0.560 0.577
GGTP (IU/L) 3281343 185+ 198 -2.231 0.029
Bilirubin (g/d 1.7+1.] 1.1+06 —2.654 0.010
NHz (2 g/dh 149 +58 128+40 -1.825 0.072
Albumin (g/dh) 39+04 41105 1.824 0072
BUN (mg/d 102+55 11.7+£49 1.336 0.185
Creatinine (mg/dl) 0.95+0.68 0.87+0.19 ~-0.712 0478
Amylase (U/dD 150133 Q7 68 —1.660 0.107
Sodium (mmol/L) 142+5 144+3 1.805 0.075
Potassuim (mmol/L) 357+057 3.82+0.41 2,234 0.028

MCV : mean corpuscular volume, AST : aspartate aminotransferase, ALT : alanine aminotransferase, GGTP : gamma-glutamyl-
transpeptidase, BUN : blood urea nitrogen, t : independent somple 1-test

Table 3. The prediction of alcohol withdrawal delirium using logistic regression analysis

Exp (B)*

B SE. Wald af P 1D

History of withdrawal delirium 1.768 0.745 5.630 1 0.018 5859
(1.360—25.245)

Hemoglobin -0418 0.187 498] 1 0.026 0.658
(0.456—0.950)

Bilirubin 0.783 0.343 5222 1 0.022 2.188
(1.118-4.283)

Number of prior detoxification 0.105 0.074 1.992 1 0.158 1.110
(0.960-1.284)

Constant 3.978 2.600 2.341 1 0.126 53.428

* : odds ratio, T : confidence interval
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