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The efficacy of acarbose on insulin resistance and heart function in chronic heart failure
patients combined with impaired glucose tolerance "
XU Peier s YAN Xueyun ,2WANG Bin

(Department of Cardiology ,Jingan District North Hospital of Shanghai City,Shanghai 200435, China)
Abstract; Objective To observe the changes of postprandial blood glucose,insulin sensitive index and cardiac function of acar-
bose intervention on chronic heart failure(CHF) combined with impaired glucose tolerance (IGT) patients. Methods Totally 104
CHF patients with IGT were divided into treatment group(group A) and control group(group B) according to random number table
method,52 cases in each group. Two groups of patients were given standard heart failure treatment and healthy lifestyle manage-
ment,on this basis,the group A was treated with acarbose, followed every 3 months for 1 times, the adverse drug reaction, blood
glucose level,insulin sensitivity index.6 minutes walking distance,adverse cardiovascular events were learned. Results ~After treat-
ment, the body mass index, postprandial 2 h blood glucose, fasting insulin,and postprandial 2 h insulin in group A were decreased
significantly compared with before treatment(P<C0. 05) ; the fasting plasma glucose, glycosylated hemoglobin in group B were rased
than before treatment,6 minutes walking distance was significantly shortened(P<C0. 05). Conclusion For CHF combined with IGT
patients,acarbose can reduce high insulin hematic disease,improve insulin resistance, reduce the incidence of diabetes,delaying the
process of heart failure.
acarbose; insulin sensitive index
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1.2.3 IGT izWrbnift MRS L5 T4 UM SC 2 Wb ofe =
I 1L B (FPG) <<6. 1 mmol/L, 4% J5 2 h 144 (2 hPPG)#iid 7. 8

mmol/L,ffF 11. 1 mmol/L.

x1 A B HR T &% %S BMI, I JE | ¥ | i BE |0 I B8 K& BR 75 bk 61 BE 8 (n—=52)
i B/ A BMI I 4 T 9K FPG 2 hPPG
(n/n) (TEs, %) (z=£s,kg/m?) (z+s,mm Hg) (z+s,mm Hg) (£ s, mmol/L) (z+s,mmol/L)

A4l 31/21 75.87+9.65 24.31+£2.72 135.00£18.13 75.98+13. 26 5.46+0.71 9.81+1.31
B4l 33/19 77.37+8.93 24.4142.82 132.71418. 40 73.38+9.98 5.2740.69 9.52+1.06
Z/XZ 0.162 —0.823 0.177 —0. 786 —1.128 —1.330 —1.245
P 0. 687 0.413 0. 860 0. 440 0.262 0.186 0.216
415 JIH Ji] P ZWEH A EREN REERER OB/ AR ETIE ACEI/ARB

(=+s,mmol/L) (=+s,mmol/L) (% s, mmol/L) (£ s,mmol/L) %% (n/n) [n(%)] [(n(%)]
A4 3.78+1.01 1.1940. 84 1.0740. 30 2.24+0.83 45/7 48(92.31) 41(78. 85)
B4 3.93+0. 86 1.3840.91 1.1240.38 2.21+0. 80 44/8 49(94. 23) 36(69.23)
Z/XZ —0. 857 —1.110 —0.772 0.160 0.078 0. 343 1. 251
P 0.393 0. 269 0.442 0.873 0. 780 0.558 0.263
20 51 B-3Z MR BH 7 L %6) ] (CMESRICON 5 (e (Y] Wk Sk /AR I [n( Y] Bl /MR 25 [n( ¥ ]
A4 38(73.08) 44(84.62) 6(11.54) 52(100. 00) 47(90. 38)
B4 39(75.00) 36(69. 23) 9(17.3D) 51(98.08) 49(94. 23)
[/XZ 0. 050 3. 467 0.701 1. 000 0.135
P 0. 823 0.063 0.402 0. 500 0.713
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