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[ ABSTRACT ] Aim To study the influence of abnormal glucose tolerance on oxidative stress and endothelial func-
tion and heart rate variability in patients with coronary heart disease (CHD) and the intervention effect of acarbose.
Methods 60 patients with glucose tolerance abnormal CHD were chosen as group A, and 30 patients with documented sta-
ble coronary artery disease and normal glucose tolerance as group B, and fasting blood glucose (FBG) , 2 hours postprandi-
al blood glucose (2hPBG) , total cholesterol (TC) , triglyceride (TG) , high density lipoprotein cholesterol (HDLC) , low
density lipoprotein cholesterol (LDLC) , malondialdehyde (MDA) and erythrocyte superoxide dismutase (SOD) , nitric ox-
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ide (NO) , endothelin-1 (ET-1) were measured.

24 hours dynamic electrocardiogram ( ecg) was used to monitor heart
rate variability, and the above indicators were compared. The abnormal glucose tolerance patients with coronary heart dis-
ease were randomly divided into control group (30 cases) and treatment group (30 cases), the control group was given
routine therapy for coronary heart disease, the treatment group was given routine therapy for CHD combined with acarbose
50 mg tid, and we observed them for 6 months. ~ We reviewed the test items after 6 months. ~ We compared the above in-
dexes of the two groups before and after treatment, and analyzed the correlation of the above indicators. Results

SOD and NO levels in group A is
Heart rate variability (HRV) indexes, SDNN, SDNN5, SDANN
of group A are significantly reduced compared with the B group (P <0.05), TRIA, PNN50, rMSSD of group A has no sta-

tistically significant difference from group B.

MAD, ET-1 level in group A is significantly increased compared with group B patients.
decreased compared with group B patients (P <0.05).

After carbose treatment for six months, MAD, ET-1 level of treatment group
SDNN,

SDNN5, SDANN of treatment group after treatment significantly increased compared with before treatment and the control

after treatment declined obviously compared with before treatment and the control group after the treatment.

group after treatment (P <0.05), TRIA, PNN50, rMSSD of treatment group after treatment has no obvious difference
compared with before treatment. No obvious difference was found between the indicators before and after treatment in the
control group. Changes in the value of HRV indexes before and after treatment and values of MDA, SOD and NO change
before and after treatment were positively correlated ( correlation coefficient respectively: r =0.512, r=0.368, r =0.420,
P<0.05).

Conclusions Merger of abnormal glucose tolerance in patients with coronary heart disease has more se-

vere vascular endothelial injury and dysfunction of the autonomic nervous function, and oxidative stress participates in the
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process.

prove significantly.

After acarbose’s treatment, and oxidative stress relieve, endothelial function and autonomic nervous function im-

Acarbose has a therapeutic effect on vascular endothelial function and autonomic nerve function dam-

age in patients with coronary heart disease and abnormal glucose tolerance.
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B 5 2% S BETHE S8 2H 2hPBG MDA (ET-1 7K F4¢
W i 0E H 2H WY M v 25 A et (P <
0.05) , Bl 58 20 SOD \NO 7K B i 2 1E %
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Table 1. The comparison of clinical data in two groups(x +s)

m H N B AN N
/4 (H) 16/14 32/28

R (%) 56.8 +8.4 57.5£9.5
BMI( kg/m*) 23.9+1.6 24.1+1.5
WHR 0.86 0. 06 0.88 +0.05
SBP( mmHg) 134.5 +8.3 135.8 +8.6
DBP( mmHg) 71.9 £8.5 72.5£9.2
TG( mmol/L) 1.63 0. 10 1.64 +0.29
FBG( mmol/L) 6.0+0.8 6.1+0.5
2hPBG ( mmol/L) 6.5+1.3 9.5+1.5"
TC(mmol/L) 4.72 +0.68 4.73 +0.76
HLDC( mmol/L) 1.14 £0.16 1.15+0.15
LDLC( mmol/L) 2.86 +0.42 2.87 £0.75
MDA ( wmol/L) 6.45 +1.52 8.85 +1.85"
SOD(kU/L) 91.16 +£12.00 70.25 +11.45°
NO( wmol/L) 78.32 +10.55 62.52 +10.42°
ET-1(ng/L) 115.32 +12.45 130.55 +16. 40"
SDNN( ms) 120.5 +£40.5 90.1 £13.2°
SDNN5 (ms) 60.5 +19.2 40.2 £25.6"
SDANN (ms) 99.5 £25.8 72.5 £30.2°
TRIA 484.5 +160.3 475.4 +£205.4
PNN50 11.7% +7.6% 10.5% +8.4%
rMSSD (ms) 65.2 %34.1 61.5£30.3

a kP <0.05, S EIEH AL b,
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2.2 HEWMESEARATARERTIEEI  HTFATHEHE & (P <0.05) ;76741675 2hPBG,

IERRE R MDA ET-1 /KR HRZH TGS 5 Bl BRI (P <0.05) ,
WHHR S 2 VAT AIAYT S 2hPBG MDA ET-  SOD NO 7K 45 %k BEZH VA7 5 I B 34 7 (P < 0. 05) .
1 KRR PRTBLE RGP <0.05) ,S0D \NO /KF4 XSRS IR F AT T B2 (3R 2) .

x2. EMEFERMABTREEMUFIERILE (2 £5)

Table 2. The comparison of biochemical indexes before and after treatment in two abnormal OGTT groups(x +s)

I X AR 2H
W H
AT TR AT TR

MDA ( pmol/L) 8.87 +1.85 6.35 +1.66" 8.78 +4.14 8.67 +3.68
SOD(kU/L) 71.15 £10.56 125.45 £20.25% 69.85 +15.20 75.45 £12.58
NO( pmol/L) 62.75 £11.65 86.55 +10.42* 62.04 +12.58 70.28 +10.21
ET-1(ng/L) 132.20 +13.55 95.45 +10.24" 130.24 +15. 68 129.15 +11.58
2hPBG ( mmol/1.) 9.5+1.4 6.4 +1.4" 9.4+1.5 9.2+1.8

a N P<0.05, 57 4LIAITRT LB b i P <0.05, SXHR4IAIT G L,
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R3. EWEFERABTEE HRV EAREE (x £5)

Table 3. The comparison of HRV before and after treatment in two abnormal OGTT groups(x +s)

TRITHH X B2
HRV #Etz
RITHT IR RITHT R A

SDNN(ms) 90.2 +12.5 130.5 +34.5% 90.1+10.1 98.6 +10.6
SDNNS5 (ms) 40.6 +20.8 62.2 £20.1% 40.1£24.3 45.4 +22.5
SDANN ( ms) 72.4 £30.8 110.4 £24.5" 72.6 £22.6 71.8 £20.2
TRIA 475.1 £209.4 480.5 £190.8 472.9 £200.4 485.1+185.6
PNN50 10.6% +9.2% 10.9% +8.9% 10.4% +8.5% 11.2% +6.5%
tMSSD (ms) 61.2 +30.2 64.3 £25.6 61.9 +28.9 63.8 +25.6

a A P<0.05, 5IRFAIBITRI L b A P <0.05, 5XHRA AT A i,
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