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Comparison of FPIA, CMIA or MS for Monitoring Concentration of CsA in Human Whole Blood. Xie Fuyi,Wang Feng,Wu Qiaoping.
Department of Laboratory Medicine, Lihuili Hospital , Zhejiang 351041, China

Abstract Objective To compare fluorescence polarization immunoassay ( FPIA), chemiluminescent microparticle immunoassay
(CMIA) or mass spectrometry (MS) for detecting concentration of CsA in whole blood in order to choose a more rational way for clinical
drug monitoring. Methods We collected 100 cases of steady — state plasma samples and tested concentration of CsA by FPIA, CMIA or
MS, then processed the obtained data by statistical analysis. Results Linear detection range of FPIA was 0 —800ng/ml and the minimum
detectable concentration was 43.0ng/ml, and the linear range of CMIA method was 0 — 1500ng/ml, with minimum detectable concentra-
tion at 24. Ing/ml. Correlation coefficient between FPIA or CMIA and MS was 0.96 and 0.97, respectively. One — way ANOVA analysis
showed results obtained from FPIA and CMIA were higher than those from MS, while there was still significant difference between FPIA
and CIAM (P <0.01). Bland — Alman consistency analysis manifested CsA concentration tested by CMIA was generally lower, with an

mean deviation of -76.5ng/ml. Conclusion Compared to FPIA, CMIA is more sensitive and specific, therefore is a more objective and

desirable method for clinical drug monitoring of CsA.
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