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Acute Ammonium Dichromate Poisoning
- A Case Report -

Dai Hai Choi, M.D., Myung Don Joo, M.D,, Duk Ho
Jun, M.D., Woo Ik Choi, M.D., Dong Piil Lee, M.D.

Soluble compounds of chromium are widely used in indus-
trial processes, including printing, photography, pyrotech-
nics, dyeing, electroplating, aircraft, shipbuilding, and
leather tanning. Exposure in industry is generally via the
inhalation of dusts and fumes.

Ingestion of chromium {chromate or dichromate salt) has
occurred accidentally in suicide attempts and during drug
experimentation and may causes ulceration of the bowel,
diarrhea, hemorrhagic diathesis, acute renal failure, and
hepatic damage. Ingestion of hexavalent chromium com-
pounds is considered to be one hundred times more toxic
than the trivalent compounds. Chromium poisoning in chil-
dren is an uncommon, potentially lethal form of poisoning
which could possibly increase in incidence because of the
resumed greater domestic distribution of dichromate in
Korea. We report a case of ammonium dichromate inges-
tion by a child that resulted in a healthy discharge.
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L PT 12.9 aPTT 35.7 YEF 143 mmol/L Z% 3.3
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Table 1. Tissue chromium concentrations.
normal tissue concentration (0.02-0.04 ug/g), normal plasma concentration (<0.05 #g/g)
tissue chromium concentration (ug/g)
organ 22 month child 56 age male
1 g ingestion" 70% chemical burin'”
lung 7.119 4.7
heart 4392 1.5
small intestine 8.444 14
kidney 33.133 16.8
liver 62.322 55
faces - 124
spleen - 75
muscle - 0.6
brain - <0.05
Table 2. Lethal Dose of Dichromate
LDS‘) (Chlld) LD50 (Adult)
potassium dichromate * 26 mg/kg 05~10¢g
sodium dichromate » unknown I~10g
ammonium dichromate unknown unknown
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Renal Clearance of CCrOs {ml/min)=urine CrO4x
urine volume/plasma CrQ; *
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Oliver "¢ 95t F& AN AF 8359 AE
AL F2E (nephron) A A A EE AR FHAH
(proximal convoluted tubule)7}A] #wHo] Yehts A
o2 FFAFHNUG. A AAoRE 4% #HA Y &
2 R, Au|AA ¥ pAY¥ZE 1BEYES BEAA
(SGOT/SGPT) 4% . blood urea nitrogen. creatinine
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Aage o5 274 v9B 49¢ 5 944, gy
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