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Abstract: Objective To compare the performance of estimation formulas of glomerular filtration reate(eGFR) of four different
investigator teams ( Macisaac, Perkins, Rule, Stevens) based on Cystatin C(Cys C) with the modification of diet in renal disease
(MDRD) equation based on creatinine to analyze whether the accuracy of them,when be alone or jointly used for evaluating eGFR
in patients with type 2 diabetes at different stages of kidney injury. Methods 213 cases of patients with type 2 diabetes were en-
rolled and measured for serum Cys C and creatinine,and eGFR was evaluated by six different equations. Results The six estimation
formulas were all with normal distribution,and multiple comparison of means indicated that,among the five clinical stages of GFR,
there were significantly different between stage 1,2 and 3 (P<C0. 01). Comparison of the five equations taking Cys C as variance,
when MDRD equation was taken as reference,indicated that,of stage 1 and 2, the estimated value of Perkins and Macisaac equation

There could be

difference between formulas based on Cys C and creatinie for patients with type 2 diabetes mellitus at different clinical stages of

were higher than MDRD and of 3 value, the estimated value of the two Steven equations were close. Conclusion

GFR,but with same tendency. indicating that the two different equations could be reference and supplement for each other. For
stage 1 and 2, estimation equations, based on Cys C,might have more advantages than equations, based on creatinie. It could be sug-
gested that eGFR estimation equations should be established by expanding the research populations on the basis of standard detec-
tion procedure of Cys C.

diabetes mellitus,type 2; estimated glomerular filtration rate
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eGFR B VIME 2 W0 S 4 IME S M
Perkins 103.90 124.0 100. 9 73.6 39.1 40.9
Rules 71.50 89.0 68.0 45.6 19.8 21.7
Stevens-age 75.17 93.2 70.9 49.0 23.3 24.6
Stevens-Cr 82.32  109.1 73.2 46.5 22.3 15.1
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