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[ Abstract] Objective: To investigate correlations of BNP levels with renal functions, glucose, lipids
and other factors by measuring BNP levels of Type 2 diabetic patients. Methods; Seventy-five diabetics
who received treatment from February 2013 to July 2014 in our department and conformed to inclusion
standards. 75 diabetics in the diabetes group were further divided into three small groups: the normal-
buminuric group (UmAlb/C <30 mg/g) with 25 cases, the microalbuminuric group (30 mg/g<Um-
Alb/C <300 mg/g) with 31 cases, and the macroalbuminuric group( UmAlb/C =300 mg/g) with 19
cases. Results: The BNP levels of patients in the microalbuminuric group and macroalbuminuric group
were significantly higher than the BNP level of patients in the normalbuminuric group, while and the
BNP level of patients in the macroalbuminuric group were significantly higher than the BNP level of pa-
tients in the microalbuminuric group, which indicated statistical significance (P <0.05). Conclu-
sions: BNP levels of Type 2 diabetic nephropathy patients were quite high. Type 2 diabetics with nor-
mal albuminuria, micro albuminuria and macro albuminuria showed significant differences in their BNP
levels.
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Tab.1 Comparisons of BNP | blood glucose and lipoids of type 2 diabetics patients in the three groups

. 2 RUBE PR
Ef=Ean p F P

IEHERRA R HRA KREEHRA

BNP( wg/L) 123.65 +45.49 293.96 £111. 60 664. 97 +363.76 41.53 0. 000
UREA (mmol/L) 6.04 +£1.72 6.79 £1.65 9.44 +1.49 24.93 0. 000
Cr( wmol/L) 76.22 +18. 83 110. 36 +28. 35 258.54 £73. 14 110. 29 0. 000
Cys-c(mg/L) 0.85+0.20 1.36 0. 53 1.99 £0.47 36. 96 0. 000
AIB/Cr(mg/g) 15.44 £5. 84 140. 60 +£55. 01 448.75 £87. 14 330. 64 0. 000
(%) 56.88 +7. 67 59.19 £7.94 64.21 +£7.56 4.92 0.010
RFE(AE) 5.96 £2.83 7.38 £4.03 9.26 £4.05 4.34 0.017
FBG( mmol/L) 8.58 £1.27 8.61 +1.39 8.79+1.11 0.17 0. 845
2 hPG( mmol/L) 11.49 +2. 16 12.12 +2.42 11.98 +1. 60 0.63 0. 537
HbAlce(% ) 8.38 £1.41 8.66£1.94 9.15+1.64 1.12 0.330
TG ( mmol/L) 2.09 £0.73 1.95 £0. 55 2.07 £0.71 0.40 0.672
TC(mmol/L) 4.58 +1.05 4.98 +1.12 4.87 +0. 89 1.04 0. 359
HDL-C( mmol/L) 1.17 £0. 30 1. 15 £0.37 1.10 £0. 43 0.19 0. 821
LDL-C( mmol/L) 2.66 £0.48 2.68 £0. 38 2.81 £0. 65 0. 60 0. 549
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