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ABSTRACT Objective: To investigate the correlation of metabolic clearance rate (MCR) with serum nonesterified fatty acid
(NEFA), triglyceride (TG) and cholesterol of patients with type 2 diabetes mellitus (T2DM). Methods: The body mass index (BMI), oral
glucose tolerance, insulin release, and fasting serum lipids were determined in 127 cases of T2DM patients from October, 2014 to
December, 2016. T2DM patients were divided into the low-MCR group (n=63) and the high-MCR group (n=64) according to MCR
median. The clinical characteristics were compared between two groups and the correlations of MCR, HOMA-IR and variables were
evaluated. Results: Our data suggested that BMI, TG, fasting glucose and HbA1C of T2DM patiensts were higher than the upper limit of
corresponding reference interval. Low-MCR group showed decreased high density lipoprotein cholesterol (HDL-C) and increased fasting
glucose, HbA1C, total cholesterol (TC), TG, low density lipoprotein cholesterol (LDL-C) and NEFA (P<0.05) . MCR was positively
correlated with HDL-C (P<0.05, r=0.215) and negatively correlated with TC, TG, LDL-C, HbA1C, NEFA (P<0.05; r=-0.191, -0.380,
-0.216, -0.587, -0.356). Conclusions: The MCR of T2DM patients was decreased and negatively correlated with HbA1C and serum
NEFA levels. MCR can not only evaluate the insulin resistance, but also reflect the level of glucose and lipid metabolism.
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Table 1 Clinical characteristics and MCR analysis

Low-MCR group High-MCR group T2DM patients Pvaluct
(n=63) (n=64) (n=127)
HbAIC, % 9.86% 2.03 7.60% 1.61 8.74% 2.13 0.000
Glyc0, mmol/L 10.21(8.17,12.40) 6.92(5.52,7.85) 7.94(6.48, 11.01) 0.000
TC, mmol/L 4.73% 0.85 4.41% 0.93 4.55+ 0.90 0.047
TG, mmol/L 2.04(1.42,3.07) 1.36(0.96, 2.03) 1.80(1.21, 2.52) 0.001
HDL-C, mmol/L 1.14(0.99, 1.26) 1.22(1.06, 1.54) 1.20(1.02, 1.33) 0.016
LDL-C, mmol/L 3.06% 0.85 2.73+ 0.85 2.88+ 0.86 0.032
Log,NEFA 9.20(8.84, 9.67) 9.01(8.71, 9.34) 9.13(8.71, 9.46) 0.021

* P-values refer to the results of the comparisons between the low-MCR group and the high-MCR group.

2.3 MCR #1 HOMA-IR 5#ERg/k 8% 1%

FH Spearman #1563 Hr ¥4y MCR,HOMA-IR 5 #¥#ji5 /K 3F
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1 Log,;NEFA(MCR=16.499—0.479% HbA1C—0.256x Log,NE-
FA, % 5 R=0.305, P<0.01), %A A5 2 B i 5% 0 HOMA-IR ,
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Table 2 Correlations of MCR, HOMA-IR with glucose, lipids levels of T2DM patients

HbAIC, Log,
TC, mmol/L TG, mmol/L HDL-C, mmol/L LDL-C, mmol/L
% NEFA
MCR r -0.587 -0.191 -0.380 0.215 -0.216 -0.356
P 0.000 0.031 0.000 0.016 0.015 0.000
HOMA-IR r 0.127 0.013 0.215 - 0.127 0.058 0.173
P 0.156 0.887 0.016 0.158 0.515 0.051
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