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1.2.2 eGFR CKD-EPI
(Asia) *  eGFR ;
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1 sCr
CKD (%)
eGFR( ml/min/1.73 m?)
0.88 TR 0.92 TR 0.96 TR TR 1.04 TR 1.08 TR 1.12 TR

=90 ( Gl) 48.05 34.55 22.84 14. 11 7.74 3.41 0.90
60 ~89 ( G2) 51.68 63.99 73.42 78.43 79.75 77.27 71.22
30 ~59 ( G3) 0.27 1.46 3.74 7.41 12.51 19.32 27.90
15 ~29 ( G4) - - - - - - -
<15 (GS) - - - - - - -
=90 ( G1) 12.35 6.48 2.11 0.12 0 0 0

60 ~89 ( G2) 77.22 76.25 71.26 61.36 50.93 40.05 30. 66
30 ~59 ( G3) 10.42 17.27 26.63 38.56 49.07 59.95 69.34
15 ~29 ( G4) - - - - - - -
<15 (G5) - - - - - - -

2 eGFR 90.60.30.15 ml/min/1. 73 m* sCr

pmol /L (- mg/dl)

eGFR =90 ml/min/1.73 m? eGFR =60 ml/min/1.73 m?

eGFR =30 ml/min/1.73 m®

eGFR =15 ml/min/1.73 m®

20 107(1.22) 84( 0. 96) 150( 1. 70) 118( 1.34) 266(3.01) 209(2.37) 472(5.34) 371(4.20)
30 101(1.15) 80(0.90) 142( 1. 60) 111( 1. 26) 251(2.84) 198(2.24) 446(5.04) 351(3.97)
40 96(1.08) 75(0.85) 134(1.51) 105(1.19) 237(2.68) 187(2. 11) 421(4.76) 331(3.74)
50 90(1.02) 71( 0. 80) 126( 1. 43) 99( 1. 12) 224(2.53) 176( 1. 99) 397( 4. 49) 312(3.53)
60 85(0.96) 67(0.76) 119( 1.35) 94(1.06) 211(2.39) 166( 1. 88) 375(4.24) 295(3.33)
70 80(0.91) 63(0.72) 112(1.27) 88( 1.00) 199( 2.25) 157(1.77) 353(4.00) 278(3. 14)
80 76(0.86) 60(0.67) 106( 1.20) 83(0.94) 188(2.13) 148( 1.67) 333(3.77) 262(2.97)
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Effects of analytic variations in creatinine measurement on estimated

glomerular filtration rate and the classification of CKD
Shi Debao Lv Liying
ept of Laboratory Medicine e rirst miate ospital of Annuir Medical Unwversity efel
(D Lab Medicine The First Affiliated Hospital of Anhui Medical University —Hefei 230022)

Abstract Objective To evaluate the effects of analytic variations in creatintine measurements on estimated glo—
merular filtration rate ( eGFR) and the classification of chronic kidney disease ( CKD). Methods A total of
13 157 patients including inpatients outpatients and health individual were enrolled whose creatinine range

from upper reference limit ( URL) —12% x URL to URL + 12% x URL. There were 9 886 males and 3 271 fe—

males with an age range of 20 ~ 89 years. The results of sCr incremented or decremented 4% 8% 12% and orig—
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inal results were divided into 7 groups. The effects of different degree of analytic variation in sCr measurement on
eGFR and classification of CKD using eGFR were evaluated. Results When sCr was in the range of URL +12%

x URL creatintine increased with age on the contrary eGFR decreased with age ( P <0.05) . The mean bias of
the results of eGFR compared with the original results of eGFR was increased with the analytic variation of sCr.

When the results of sCr had a reverse analytic bias of 12%  the results of eGFR had a forward bias of 16. 73% .

When sCr results had a forward analytic bias of 12% the male patients in stage G3 ( eGFR in 30 ~59 ml/min/
1.73 m®) according to the classification of CKD using eGFR increased about 20% ; while women in this stage
could increase by nearly 30% . When sCr results had a reverse analytic bias of 12% the percentage of female pa—
tients in stage G3 could decrease from 38. 65% to 10.42% ; while male patients could decrease by 7% . Conclu—
sion The analytic variation of creatinine change in laboratory testing tolerance range can cause large shift in the
distribution of eGFR which can cause change in the classification of patients. The correct eGFR report relies on
the accurate detection of sCr. Routine reporting of eGFR alongside creatintine should pay attention to the detection
accuracy of sCr.

Key words eGFR; creatinine; analytic variation, CKD
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Effect of Telmisartan on mice macrophage M1/M2 polarization
Xing Yiming Hu Zeping Wang Bangning et al
( Dept of Cardiology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the effect of Telmisartan on the M1/M2 polarization of mice macrophage.

Methods Mice macrophage was induced to M1/M2 polarization by LPS + IFN—y and IL-4 respectively and tested
by immunofluorescence. Meanwhile cells were treated with 0. 1 1 10 pmol/L Telmisartan blank control group and
vehicle control group were established at the same time. The biomarkers iNOS and Arg [ were tested by Western
blot and the cytokines IL-6 and ILH0 were tested by ELISA assay. Results The biomarker iNOS and 116 secre—
ted by M1 macrophage were apparently increased in the macrophages induced by LPS + IFN—-y. However after be—
ing treated with Telmisartan the expressions of iNOS and IL-6 were obviously decreased( P <0.05) as the concen—
tration higher the expression lower. While the expression of Arg I and IL40 which represented the M2 macro—
phage increased ( P < 0.05) . Conclusion  Telmisartan can inhibit the M1 polarization of mice macrophage
RAW264. 7 induced by LPS and IFN—y and transform M1 macrophage polarization to M2 macrophage polarization.

Key words Telmisartan; macrophage M1/M2 polarization; inflammation



