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Short Report 

AN ARTIFACT IN URINARY AMINO ACID 
ANALYSIS PRODUCED BY 
TRIS(HYDROXYMETHYL)AMINOMETHANE 
(THAM) 

W. G. Wilson 1'2 and E. J. Squillaro 2 

During amino acid analysis of urine from a patient 
treated with the organic buffer tris(hydroxymethyt) 
aminomethane (THAM), we found a large artifactual 
peak produced by that compound. Amino acids were 
analyzed by ion exchange using an automated D-300 
amino acid analyzer system (Dionex, Inc.) with 
fluorometric detection and quantitation of amino acids 
following postcolumn derivatization with o-phthalalde- 
hyde (OPA). A urine sample obtained after an exchange 
transfusion with THAM-buffered blood revealed a 
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massive peak coeluting with phenylalanine. THAM, 
added to a control urine sample, produced a peak 
(retention time 91.1 rain) corresponding to the unknown 
large peak (91.9 rain). The peak area of THAM was only 
7.5 % as large as that of a comparable phenylalanine 
standard; the urinary THAM concentration in the 
patient was 446 200 gmol g-  1 creatinine. Subsequent 
urine and plasma samples were normal. 

THAM is an amino alcohol which is rapidly excreted 
by the kidneys (Nahas, 1962), and is sometimes used to 
treat patients with metabolic acidosis unresponsive to 
sodium bicarbonate. Although THAM was detectable 
using OPA fluorescence, a THAM spot on paper did not 
stain with ninhydrin. We wish to alert clinicians and 
biochemists to the possibility of a THAM-produced 
artifact in amino acid analyses using OPA. 
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