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Purpose: A retrospective study with a literature review was conducted to identify the clinical characteristics and

prognosis after the acute ingestion of glacial acetic acid.

Methods: The medical records of 20 patients,who had presented to the emergency department of Ajou University
Hospital complaining of the acute ingestion of glacial acetic acid between January 2006 and December 2011, were

examined retrospectively.

Results: Among the 172 patients admitted for caustics injury, 20 patients ingested glacial acetic acid. The mean
age of the patients was 55+23.5, and the mean volume of the acid was 84.5+71.3 ml. The clinical features includ-
ed 1) oral ulcers in 12 patients (63.2%), 2) respiratory difficulties in 11 patients (57.9%), 3) oliguria in 8 patients
(42.1%), 4) renal toxicity in 7 patients (36.8%), 5) hepatic failure in 7 patients (36.8%), 6) disseminated intravascular
boagulopathyin 7 patients (36.8%), 7) low blood pressure in 8 patients (42.1%), and 8) mental changes in 9 patients
(47.4%). Ten patients required endotracheal intubation. Nine patients were admitted to the intensive care unit, and 5

patients expired.

Conclusion: The ingestion of glacial acetic acid can cause severe symptoms, such as metabolic acidosis, multiple
organ failure and upper airway swelling frequently and has a high mortality rate. Therefore, aggressive treatment,
including endotracheal intubation, should be considered at the early stages.
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Table 1. Characteristics of the patients with ingestion of glacial acetic acid

Characteristics

Age (year) 56.5+235
Distribution of Age 20
<40 5 (26.3%)
41-60 7 (31.6%)
>61 8 (42.1%)
Gender (M:F)
Male 6
Female 14
Cause of exposure
Accidental 5 (25%)
Intentional (suicidal) 15 (75%)
Cause of suicide
Conflict with family 8(53.4)
Unknown 3(20.0)
Medicd illness 2(13.3)
Financial problem 2(13.3)
Time from exposure to treatment (minutes) 84+64.5
Amount of ingestion (ml) 84.5+71.3
Accidental 96.0+73.6
Intentional (suicidal) 60 (40, IQR)
Table 2. Clinical manifestations after ingestion of glacial acetic acid
Symptoms Number (%)
Oral ulcer 12 (60)
Dyspnea 11 (55)
Oliguria 8 (40)
Renal toxicity 7(35)
Liver failure 7(35)
Disseminated Intravascular Coagul opathy 7(35)
Hypotension 8 (40)
Severe metabolic acidosis 5(25)
Mental change 9 (45)
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Table 3. Ingested volume of glacia acetic acid and mortality rate
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Number (%) .
Volume (ml) Intentional Accidental Tota (%) Mortality
<50 6 (31.6) 5(26.3) 11 (57.9) 0
50-100 3(15.8) 0 3(15.8) 0
>100 6 (26.3) 0 6 (26.3) 6
Total 15 (73.7) 5(26.3) 19 (100) 6
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Table 4. Comparison of Univariate variables between survivors and non-survivors

Survivor Non-Survivor

(n=14) (n=6) p-value
Age 5250+21.31 59.83+21.59 0.494
Ingested volume 40.00+22.19 166.67+81.65 0.000
*WBC 12.51+5,02 29.68+9.61 0.000
“Hb 13.32+1.94 11.32+3.24 0.274
‘BUN 12.71+550 27.68+11.15 0.001
iCr 0.79+0.12 1.85+0.72 0.000
'AST 35.50+23.37 763.83+423.45 0.000
IALT 20.21+13.43 405.33+310.01 0.000
L actic acid 314+213 0.30+456 0.003
pH 7.40+0.05 7.13+021 0.000
**p0, 85.76+21.53 88.00+27.71 0.000
“'BE -344+2.77 -1497+7.23 0.000

Each laboratory variable was checked at the time of admission to emergency department.
* WBC: white blood cell, * Hb: hemoglobin, * BUN: blood urea nitrogen, * Cr: serum creatinine, ' AST: aspartate aminotransferase
" ALT: alanine aminotransferase, ** pO,: partial pressure of oxygen, ** BE: base excess
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