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Resistance of different methods of hemoglobin assay to common interference
CHENG Chaoying , et al
(The 8th Renming Hospital of Chongqing)

[ Abstract] Objective: To investigate the effects of common inhibitors of the antioxidation system and vitamin C on the measurement
of hemoglobin (Hb). Methods : Hemolyzed rabbit red blood cell was used as the sample. The interferences of common inhibitors of the
antioxidation system on assay of Hb by its absorbance at 540nm, alkalinized Hb by absorbance at 575nm, the azide — Hb complex by
absorbance at 542nm were compared. Results : Vitamin C and the inhibitors of superoxide dismutase, catalase exhibited larger interfer-
ences with direct assay of Hb by absorbance at 540 nm and the assay of azide — Hb, and inhibitor of GSH and GSH peroxidase showed
smaller cffects. The assay of alkalinized Hb exhibited the strongest resistance to all these chemicals. Conclusion : The assay of alkalin-
ized Hb shows the strongest resistance to common chemicals used to investigate the mechanism of peroxidative damage and can be ap-
plicable to the study of the mechanism of vitamin C— induced hemolysis.
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A Ve, mmol/L Asqo Asys Asy
None 0.00 0.629+0.003 0.279+0.004 0.467 £0.003
2.00 0.416+0.011" 0.283+0.005 0.524+0.008"
DDC 0.00 0.680+0.018* 0.274+0.005 0.624 £ 0.0042
2.00 0.674+0.041 0.278 £0.002 0.653£0.010"
IAA 0.00 0.670+0.005° 0.282+0.003 0.469 £0.004
2.00 0.414%£0.030" 0.282+0.005 0.506+0.009"
ATA 0.00 0.628 +0.020 0.274+£0.006 0.468 £0.029
2.00 0.615+0.010 0.279+0.005 0.534+0.009"
CAR 0.00 0.631£0.002 0.276 £0.006 0.464 £0.004
2.00 0.408 +0.001" 0.286 +0.006 0.483+0.014"
Allb 0.00 0.663+£0.015* 0.283+0.005 0.666 =0.002*
2.00 0.648£0.012 0.279+0.006 0.756+0.023

* P<0.05 versus that without 2.0 mmol/LL VC,a P<0.05 versus that without the specified inhibitor(s). b In the presence of

DDC, IAA, ATA,CAR plus 2.0 mmol/L VC.
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BAESMAEYE Awp=0.007+0.026x  0.999
[ RIAR: A=t Ass=0.022+0.014x  0.997
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