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Abstract: Objective  To establish a quantitative detection method for enzymic colorimetric of glucose
phosphate isomerase (GPI). Methods D-fructose-6-disodium phosphate (F6P) produces glucose-6-phosphate
(G6P) under the action of GPI. Glucose-6-phosphate and nicotinamide adenine dinucleotide (NAD) react with
water-soluble tetrazolium salt (WST-3) to form reduced nicotinamide adenine dinucleotide (NADH) under the
action of glucose-6-phosphate dehydrogenase (G6PDH). The maximum absorbance of the reaction product was
at 550 nm,and the absorbance value was proportional to the level of GPI. Using this principle,serum GPI was
detected in 39 patients with rheumatoid arthritis,52 patients with other autoimmune diseases and 32 healthy
controls. At the same time, the linearity, precision,accuracy and stability of the method were evaluated,and the
consistency with the GPI ELISA kit was analyzed. Results The linearity of this method was well (#* =
0.992 3) ,the coefficient of variation (CV) values of intra and inter assay were all less than 10% and accuracy
t test showed that the bias of each concentration was acceptable (P>>0. 05). The period of validity was more
than 12 months,the relative deviation of the test results was within £ 20% which met the experimental re-
quirements. This reagent was well correlated with GPI ELISA kit and the deviation had no statistical signifi-
cance(P>>0. 05). Conclusion This method was valuable for the clinical application and could be used for de-
tection of the level of GPI in the clinics.
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i i 5 DU

1.2 X% 53X 5% Infinite M200 Pro £ Ifj BE g #1 1X
W [ B+ Tecan 2w . PHS-3E # pH 11l [ 75 #% 2
A), Tris W B 2% & Sigma A A, 4 &M 28R 8
(EDTA-Na,) .48 (KCD | #i#i2 8: (MgCL) 1 A 74
Bl Ak T 0 A BR 2N W) D- S0 -6-l 2 — 404 . A 19 Jie i
WS A% T IR ) 25 W -6 IR I S0 L GPT bk o i T
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1.3.1  JEIE R EA T (D JFEH. B DR pE-6-

W2 —NTE GPT AR TR A= 1 o % b - 6B R , i 250 H-
6~ IR FH- 5 A TR M At W8 M — K Y TR A T 2 B -6 -l R
I S )V T A B D 78 R gk i i M v A IR
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HAE 550 nm 20 By G EE L AR HE GPT bR a7 B9 AR
HEM A3 R A b GPT K-,

1.3.2 fliles BCHIA B A Hrh = A
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3 725 mg/L,MgCl, 1 016.5 mg/L,f] 1 mmol/L f{#y
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GPI % i B8 GPTIEZ5 R CV

Lk K (mg/L) () (z+s,mg/L) (%)

14t 0.05 20 0.0432£0.003  6.98 0.534
0. 30 20 0.280+£0.023 8.21 0.673
0. 60 20 0.590+0.053 8.98 0.771

24t 0.05 20 0.046+£0.003 6.52 0. 466
0. 30 20 0.290£0.022 7.58 0. 936
0. 60 20 0.580+£0.046 7.93 0. 866

8] 0.05 20 0.047+0.003  6.38 0.334
0.30 20 0.290+£0.024 8.27 0.761
0. 60 20 0.580+£0.041 7.07 0.613
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2.4 MR RE Wk 4R
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SR X i 22 7 £ 20 Y0 LA 30 A s >12 A~ A .
2.5 [N E AT FE A 1 (GPT ZKSF 0. 30
mg/L) FAE A 2 (GPT /K- 0. 60 mg/L) 5 & Il & 5
W EE IR SE43 51 8 0. 31 mg/L F 0. 59 mg/L,
[ICR 43 ) S 103, 3% F 98, 3%, S ¥y [nl i 3R Ny
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bk AP IMAMBLIER 200 mg/L AMAMELER 5 o/L MMA=BEH 15 /1 AIELER I T A=
5 {H (mg/ 1) W5 i (me/ 1) W5 {H (mg/ 1) WEHmg/L FEEFCO  BURERCOD  HEEFOD

1 0.21 0.22 0.21 0.22 104.7 100. 0 104.7

2 0.56 0.57 0.55 0.56 101. 8 98. 2 100. 0

3 0.78 0.78 0.79 0. 80 100. 0 101. 3 102. 6

4 0.98 0.96 0.97 0.99 97.9 98.9 101.0

5 1.26 1.25 1. 26 1.26 99.2 100. 0 100. 0

%3 GPIHMEBEELAEENEREMHREERILE

K es) R GPT i % it (£ 5, mg/1)

P YHL () 0.05 0. 30 0. 60

1 10 0.049%40.006  0.29040.060 0.590=0. 090
2 10 0.048+0.005 0.29040.070 0.580=0.100
3 10 0.04620.006  0.280220.080 0.590=0. 080
4 10 0.04820.007  0.290420.090 0.59020. 070
5 10 0.047-40.009  0.28040.090 0.580-40.110
6 10 0.0464-0.004  0.30020.060 0.59040. 060
7 10 0.045240.005  0.2902420.030 0.58020. 090
8 10 0.0460.006  0.280=40.090 0.570=40.120
9 10 0.0454-0.004  0.290240.040 0.5902-0.090
10 10 0.04620.005  0.28020.050 0.58020.110
11 10 0.04740.008  0.29040.030 0.590=40. 100
12 10 0.046=0.005  0.280=40.070 0.590=40.090
13 10 0.04820.005  0.290220.050 0.58020. 130
14 10 0.04540.006  0.2804-0.090 0.570240.120
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0.06.0.24~0.36.,0.48~0. 72 mg/L
2.6 PFSERD 3 AImIRPRAS R IR WK 4,
A3 9 R FH G 62,3 A ELISA X5 & 4 123 643 1fi 1%

55 £ 20 %6 43 il A 0. 04~

A 1R B 123 oy A R PE . AP 5 B 7E RA 4
(n=39).3F RA 4H (n=>52) Flfg 5 % BB 2H (n=32) |f]
77 N AN N U G TR A A 53 =38 S S ol W5 i 7 i I - N4
(Z=—1.38,P>>0.05),
x4 GPIER %5 ELISA XK &% 3 Al5K
R GPI &R LB (T+ 5, mg/L)

RA 4
(n=39)

IF RA 41
(n=52)

ek B o iR 41

T (n=32)
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3 i it
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(200 mg/1) MLEH G g/L)  =FH A5 g/ AR
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