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Abstract

Methanol is a common component of gasoline, antifreeze, washer fluid, perfume, household cleaners and
various other industrial products. Acute methanol poisoning produces severe metabolic acidosis, serious
neurologic sequelae and rarely imaging findings. In this paper, we describe a 35-year-old man with
methanol intoxication who was in a comatose stage. Computed tomography (CT) showed widespread
brain edema and hemorrhages localized in the supratentorial region of the temporal lobe, nearly 3x1 cm
in a crescent shape, in the white matter surrounding the capsula externa and extending to the periventricu-
lar white matter and occipital lobes. Temporal lobe hemorrhage in our patient might also have been due
to the effect of heparinization during hemodialysis, metabolic and lactic acidosis, or formate.
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Introduction

METHANOL IS A CLEAR, COLORLESS, volatile liquid
with a weak odor, slightly sweeter than ethanol. It
is used in the industrial production of many
synthetic organic compounds and is a constituent
of a large number of commercially available
solvents (1). Manifestations of methanol poisoning
include visual disturbance, central nervous system
depression, leading to respiratory failure, and
metabolic acidosis (2). Methanol intoxication
causes a variable degree of neurological
dysfunction. Bilateral putaminal necrosis (rarely
with hemorrhages), cerebellar and hypothalamic
focal lesions and subcortical white matter
demyelination have been described in cases of
methanol poisoning (3).

In this paper, we describe a 35-year-old man
with methanol intoxication who was in a comatose
stage. Computerd tomography showed brain
edema and hemorrhage in the temporal lobe and
bilateral occipital lobes.
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Case

A 35-year-old man with a history of chronic
alcoholism was admitted to our emergency
department (ED) by his relatives, who complained
that his consciousness was impaired. He was
admitted to our clinic 12 hours after alcohol
ingestion. On admission, he was unconsciouness
and cyanotic with a shallow respiration. His blood
pressure was 120/90 mm Hg, heart rate 72
beats/minute, temperature 36.5°, and respiration
rate 25/minute. His Glasgow Coma Scale reading
was 4 (E:1, M:2, V:1). His pupils were dilated and
no light reflexes were obtained bilaterally. Other
physical examination details were normal.

The patient’s laboratory values are shown in
the Table. Nothing was abnormal on his electro-
cardiography, chest x-ray, lateral cervical x-ray or
cerebral head tomography (Fig. 1).

The patient was intubated endotracheally. Two
intravenous lines were established with 18 f gauge
catheters and monitored. The patient was put on a
ventilator with synchorinized intermittent
mandatory ventilation mode. One hundred mg
thiamine was administered intravenously. A
hemodialysis catheter was placed from the femoral
vein. Soon after admission, his blood pressure was
80/50 mm Hg and his central venous pressure was
0 cm H,O; then 2,000 cc 0.09% NaCl solution was
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