FRES 2015 F 6 A% 44 5% 16 4 2231

cFHREFE - doi:10. 3969/j. issn. 1671-8348. 2015. 16. 025

HENRWEZNEECDETEENZMERITRITR

ALK EBL, X LA 5L B AR
(W BHMTHZARERAERA, @) %M 621000)

[(WE] BH HAKEFGAD b, s £ bt mith i &g (GSP)nl 2 4 R e %ra., hilk RS W &% (DM K al
d AR KRBT RO A L HIE., Ak BRBFTE5 34 EFarRBARF~RRKEF 80 448 Alb X3 ik FHFA4k 06 RAnis 4
DM ¢4 % % 159 41, 2 Alb E% #9 DM % 3% 83 4 25 DM 28, Alb KA 09 48 fom B % (DND % % 76 4 5 DN 41; S fle s ik
Bl L Em Alb A F BAEH EF M EE 186 6., K£AN AL F AU2700 4 A 3 & 4L 5 #4al & GSP.Alb, % 24 % (TBIL) f»
mREFKF, AT GSP#KFS TBIL % 4., 58 (1DDM 4 GSP ¥ 2 & F £ * B 4 DM 21 (P<<0.01), & DN 21 GSP
P BAK T EF 3B (P<<0.01), (DRXRMALAE S WA, GSP 44 K-F5 TBIL £ E48 % (2 =0.434,P<<0.01), %Kit
Alb 9 & 5 4& F 40.0 g/L. & # TBIL & F 55. 0 pmol/L. JA # & v f e 5 2 & %M & GSP RAEAEA FI b & &M (2~3 ARk A
oo B 0 P 3 KT B 2 Al R e BE AL 41 K 6 SRR AE

[X8EH] hFEZa;laf:hFaka:Bhikd

[hE4SES] R446.1 [XEkFRIREE] A [xZEHS] 1671-8348(2015)16-2231-03

The influence factors analysis and countermeasures on the determination of
glycosylated serum protein with nitro blue tetrazolium method”
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[Abstract] Objective To explore the effect of hypoalbuminemia, hyperbilirubinemia on determination of glycosylated serum
protein(GSP) ,and then provide reliable reference data for clinical diagnosis and monitoring of blood glucose control level. Methods
According to the need,all cases were divided into 3 groups. Eighty healthy individuals were chosen as the normal control group.
A total of 159 cases who have been initially diagnosed with diabetes were selected for low Alb test,including 83 cases of diabetic pa-
tients with normal Alb(DM group) and 76 diabetic nephropathy patients with hypoalbuminemia(DN group). The patients with hy-
perbilirubinemia, but being normal in Alb and glucose were selected as hyperbilirubinemia group. Beckman AU2700 automatic bio-
chemical analyzer was used to determine of GSP, Alb, total bilirubin(TBIL) and blood sugar levels. Results (1) The Welch's cor-
rection 7 test analysis showed that the GSP levels in DM group were significantly higher than those in normal control group (P<C
0.01). On the contrary,the GSP in DN group was lower than that of normal control group and DM group(P<C0. 01). (2) The linear
correlation analysis showed that the level of GSP was positively correlated with TBIL(+* =0. 434, P<C0. 01). Conclusion FEither the
concentration of serum Alb is lower than 40. 0 g/L,or the measured value of TBIL is higher than 55. 0 pmol/L, the determination of
GSP prote with nitro blue tetrazolium colorimetric method can not be used to judge in short-term (2 to 3 weeks) average blood glu-

cose level. The assessment of blood glucose level should be combined with clinical or determination of glycosylated hemoglobin.
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