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Effect of vildagliptin on the levels of HOMA-IR, hs-CRP,

TNF-a and IL-6 in patients with type 2 diabetes mellitus
WANG Bang-qgiong , XIANG Juan, WANG Yi,ZHANG Xian-xiang, FENG Chang-ju
( Department of Endocrinology , Central Hospital of Chongqing Three Gorges,Chongqing 404000 , China )

[ Abstract ] Objective:To explore the effects of vildagliptin on the levels of insulin resistance index ( HOMA-IR) , high sensitive C
reactive protein( hs-CRP) , tumor necrosis factor alpha ( TNF-a) and interleukin -6 (11.-6) in patients with type 2 diabetes mellitus.
Methods : Ninety-six patients with type 2 diabetes mellitus were randomly divided into the control group and observation group(48 cases
in each group ). The control group was treated with metformin hydrochloride tablets, and the observation group was treated with
vildagliptin based on the control group. The levels of fasting blood glucose (FBG) ,2 h postprandial blood glucose(2hPBG) , glycosylated
hemoglobin ( HbAlc) ,fasting insulin ( Fins) and HOMA-IR were detected in two groups. Results ; The differences of the levels of FBG,
2hPBG ,HbAlc,Fins and HOMA-IR between two groups before treatment were not statistically significant( P >0.05). After treatment,
these indictors in two groups decreased, the levels of FBG,2hPBG and HbAlc in control group decreased compared with before
treatment( P < 0. 01) , the levels of FBG,2hPBG, HbAlc, Fins and HOMR-IR in observation group decreased compared with before
treatment , and these indictors in observation group were lower than those in control group( P <0.01). The differences of the levels of
hs-CRP,IL-6and TNF-a between two groups before treatment were not statistically significant( P >0.05). After treatment , the levels of
IL-6 and TNF-a in control group significantly decreased compared with before treatment( P <0. 01 ) , the levels of hs-CRP,IL-6 and
TNF-a in observation group significantly decreased compared with before treatment,and these indictors in observation group were lower
than those in control group( P <0.01). Conclusions ; Vildaglipti can improve the insulin resistance ,and significantly reduce the level of
inflammatory factors in type 2 diabetic patients,which has high clinical value.
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1.1 —fFH HEH 2016 4EAFEI2 A1 96 1] 2
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(HbAlc) , =5 I JBE &% 2 (Fins ) | JBE 5 2 ACHL 48 4L
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2.1 24 WEMKRBERILEEILILEKR 24
JRITHIAY FBG 2hPBG HbAlc Fins HOMA-IR H. %
ERW TG IR X (P >0.05) ;1697 5 % R4
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43 n FBG/ ( mmol/L) 2hPBG/ ( mmol/L) HbAlc/% Fins/ (wU/mL) HOMA-IR
VRITHT
Xif HR 2 48 9.05 +2.11 12.81 £2.57 8.42 +1.43 8.79 +2.37 3.14 £1.16
WA 48 9.08 +2.01 13.13 £2. 69 8.32+1.35 8.73 £2.61 3.21+1.23
t — 0.07 0.60 0.35 0.12 0.29
P — >0.05 >0.05 >0.05 >0.05 >0.05
BITIE
X} HRZH 48 7.17 £2.32* " 10.61 +2.63** 7.42+1.54"" 8.21 £2.52 3.02+1.13
bkl 48 6.18 £2.21** 8.25+2.56" " 6.01£1.25"* 6.61+1.83"" 2.06+1.01*"
‘ — 2.14 4.45 4.93 3.56 4.39
P — <0.05 <0.01 <0.01 <0.01 <0.01
BT ¢ AR5 =« P <0.01
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<0.01) ; HIGY7 5 WLEE 20 45 T 6 A ¥ b 38 MK T %
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RITHY
XA 48 11.03£2.81 88.21£17.13  102.45+19.32
MEA 48 10.923.21 86.24 £15.71  105.73 £20.48
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P — >0.05 >0.05 >0.05
HIT A
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P — <0.05 <0.01 <0.01
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PSS S RED TR DRI TRS WU Fii#iY PI3K
AIBEIR AL e | LA & R A5 T4 5, T R B R
AT, WA, SAE R E AR, 5 1R N BAs
S, NI A1 & 1 725 i P PR 4 I, e — 2 I o il
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