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 From the findings of urinary pH of 5.5 with 
systemic acidemia(1,10), the possibilities of 
Distal Renal Tubular acidosis (dRTA) 
probably due to  Toxic ingestion of drugs 
contributing to exogenous acids (8,9) was 
considered. 

 Methanol, ethylene glycol and, diethylene 
glycol are volatile alcohols that produce pure 
high anion gap metabolic acidosis from their 
metabolism into strong carboxylic acids such 
as formic acid (from methanol), and a 
combination of oxalic, glyoxylic, and glycolic 
acid (from ethylene/diethylene glycol) (4-6,8).  

 Isopropanol alcohol poisoning contributes to 
an osmolar gap, but not high anion gap 
metabolic acidosis(7,8). For these reasons, the 
possibility of Isopropanol alcohol poisoning 
was ruled out. So the remaining possibility 
was Hippuric acidosis which presents with a 
normal plasma anion gap with an elevated 
urinary osmolar gap due to rapid clearance of 
hippurate(2,3).  

Hippuric acid is the metabolite of toluene. 
Toluene is a hydrophobic solvent found in paint 
thinners, cleaning agents, adhesives, and gasoline 
and is the most commonly abused volatile 
substance worldwide, owing to its euphoric 
effects. Absorption occurs from inhalation, 
ingestion, or transdermal exposure (2,3). 

On further interrogation of his 
occupational history revealed him to be a painter 
of  5 months duration and used his hands to mix 
toluene in his paints without ant personal 
protective equipment. 

We thus attributed his hypokalemia with 
features of acidemia, dRTA, high urinary 
Osmolality, and normal anion gap to chronic 
transdermal Toluene toxicity. 
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