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[Abstract] Objective To discuss the methods variation of homocysteine testing in clinical laboratory. Methods
5 groups were divided namely,in which 35 cases of with angiocardiopathy family history,43 cases of coronary ar-
tery stenosis,55 cases of chronic renal failure, 68 cases of hepatic dysfunction and 169 cases of the healthy person was
chosed, respectively. The Methyltransferase means and cystathionine methods were recruited to detect the level of ho-
mocysteine. T test was used to analyse the results. Results The level of homocysteine in cardiovascular disease group
was (19.3=£5. 3)pmol/L (Methyltransferase methods) and (18. 6 £6. 4) pmol/L (cystathionine methods) , the value
of homocysteine in coronary artery stenosis was (23. 53-4. 5) umol/L. (Methyltransferase methods) and (24.7%5. 1)
pmol/L ( cystathionine methods) , homosteine concentration in chronic renal failure was (5. 34 2. 4) ymol/L (Meth-
yltransferase methods) and (5. 7=43. 1) pmol/L ( cystathionine methods) , the value in hepatic dysfunction group was
(6. 7%3. 7)pmol/L (Methyltransferase methods) and (6.5==4. 1) umol/L ( cystathionine methods) ;and the healthy
level was (4.3=x2.5)pmol/L (Methyltransferase methods) and (4. 8=+3. 0)umol/L ( cystathionine methods). Con-

clusion There are no remarkable diversity in different assay methods for homocysteine, but the special ingredient

could impact the testing result.
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