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Poovorawan Y, Vatanadhamrak B. Phosphide poisoning. Chula Med

J. 1982 Jan : 26 (1) : 73-82

An  eight year old child presented with deep jaundice,
hepatomegaly and mentality change of 7 days duration, was
referrred to Chulalongkorn Hospital from Nong Khai Hospital
after exchange transfusion and failure to respond to supportive
treatment. Laboratory investigations revealed phosphide substance in
the urine, high blood bilirubin, ammonia and elevated SGOT &
SGPT, suggesting acute hepatic failure with blood urea nitrogen
retention and oliguria. Before death she developed acute pulmo-
nary edema, infection, brain edema and diarrhea. The post
mortem findings supported the diagnosis of phosphide poisoning.
The source of phosphide in this patient was unknown. The condition
could be differentiated from acute hepatitis by markedly enlarged
liver and normal prothrombi/f time. The medicine ingested that
consisted of salicylate, phenacetin and caffeine might contribute
more to toxic hepatitis in this case.
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General toxic, acutely ill, unconscious respond to superficial pain, deep
jaundice
Vital signs P.R. 120/min regular R.R. 22/min, B.T. 37 ¢,
B.P. 120/90 mmHg.
HEENT. marked icteric sclera
pupils equal and react to light
Chest. clear

Heart normal heart sound
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Abdomen

Extremities

Rectal examination

C.N.S.

Investigation

CBC

U.A.

Chest x-ray
LFT

[
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slightly distended.

liver 4 cm below right costal margin, firm in consistency.

liver span 10 c.m.
spleen not palpable
shifting dullness negative

no edema

no flapping tremor

no mass, sphinctor tone O.K.

yellow feces, no mucous.

conscious respond to superficial pain purposefully
pupils 3m.m. equally react cd to light

eye ground normal

no stiffneck

motor tone normal both sides

sensory; intact

D.T.R. hyperreflexia 3+—4+ N4 2 919

clonus negative

Hb 9.9 gm %, W.B.C. 20700/cumm N 69 %, L 27 %, M 4 %,
Platelet 625,600/cumm

Specific gravity 1.008 pH 5

Atbumin 1+ Sugar-ve

W.B.C. 2-3/H.D. bile 3+

normal

Bilirubin total 32.8 mg %, direct 17.06 mg %

SGOT 1080 U, SGPT 540 IU. albumin 3.2 gm %, globulin
1.95 gm %

P.T. 13 second (control 13.56 second)

Serum ammonia 140 microgram %

Urine toxicology . positive for phosphide substance
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toxic hepatitis.

Icterus, marked.

Purpura, both upper & lower extremities

Bile nephrosis.
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Acute tubular necrosis, severe.

Bile nephrosis.

Acute tubular necrosis, severe.

Bile staining of brain mild.

Chronic passive congestion of spleen.
Hydrothorax 200 cc. each side.

Bronchopneumonia.
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