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Effect ofexenatide on oxidative stress, blood glucose control and heart rate
variability in patients with DAN

LU Xin, ZHU Wei, ZHANG Jin, GAO Jianqin, GUO Caihong, WANG Ruiqing
Beijing Aerospace General Hospital, Beijing 100076, China

Abstract: Objective To investigate the effect ofexenatide can effectively control the blood sugar of DAN patients, improve the
body mass index and heart rate variability, and inhibit oxidative stress. on oxidative stress, blood glucose control and heart rate
variability in patients with diabetic autonomic neuropathy (DAN). Methods 128 patients with DAN in our hospital from April 2015
to April 2017 were selected, they were divided into observation group (n = 67) and control group (n = 61) according to the final
treatment plan, the control group was given routine diabetes treatment, and the observation group was given exenatide on the basis of
the control group, the changes of oxidative stress, blood glucose and heart rate variability were observed in the two groups. Results
After treatment, the 2h-PG, HbAlc and BMI in the observation group were (7.02 £+ 1.37) mmol/L, (6.71 £ 1.82)% and (24.89 + 1.03)
kg/m2, which were all lower than those in the control group (P < 0.05). The MDA and Hcy in the observation group after treatment
were (2.51 £0.91) mol/L and (12.03 + 3.11) pmmol/L, significantly lower than the control group (£ < 0.05), and SOD (37.10 + 5.03)
mU/L, significantly higher than the control group (P < 0.05). The SDNN, RMSSD, PNN50, VLF, LF and HF in observation group
after treatment were (50.25 % 8.10) ms, (26.02 £ 5.55) ms, (12.01 £ 1.32)%, (86.02 = 8.22) ms?, (71.14 £ 7.05) ms” and (42.10 +
8.33) ms?, were significantly higher than the control group (P < 0.05), and LF/HF was (1.72 + 0.48), significantly lower than the
control group (P < 0.05). Conclusion Exenatidecan effectively control the blood glucose of DAN patients, improve the body mass
index and heart rate variability, and inhibit oxidative stress.
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Table1 Comparison on general data between two groups

415 n/fl /4 SERIY W R R DAN Ji /4
Pt 61 33/28 49.83+6.01 13.104£2.03 2.41+0.77
W 5% 67 38/29 50.39+£5.93 13.2842.11 2.5440.82
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MELL X B Z1I697 )5 FPG. 2h-PG. HbAlc
BIRIT NS (P<0.05); MERLIADG RALIG YT G
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HbAlc Al BMI B TX 4] (P<0.05). W3 2.
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TGt m G WEARYT )5 MDA SOD il Hey
BIBa 7 i B i (P<0.05); MG R
MDA Fl Hey ¥J 2 # 1K T-X 41 (P<<0.05), 11 SOD
BERTXEA (P<0.05). WFE 3.
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Table 2 Comparison on blood glucose related indexes and BMI before and after treatment between two groups

T FPG/(mmol-L™") 2h-PG/(mmol-L ™" HbAlc/% BMI/(kg'm ?)
RITHT BIT)E RITHT BIT)E RITHT R e RITHT BIT)E

ST 61 9.05%1.03  6.20£0.90° 14.1842.01 9.27+1.16° 8.93+1.66 7.31£1.70" 26.20+1.18 26.3120.99

MEE 67 9.0241.12  6.11+0.84. 14214217 7.02+¢1.37% 9.01+1.72 6.71+1.82% 26.38+1.12 24.89+1.03"

SRR TP<0.05; SR TR . TP<0.05

P <0.05 vs same group before treatment; *P < 0.05 vs control group after treatment

R3 MBRTTEIR R IER LR

Table 3 Comparison on oxidative stress indicators before and after treatment between two groups

. MDA/ (mmol-L™") SOD/ (mU-L™) Hey/ (mmmol-L™)
Hnl n/l P " A - P "
YRTTHI HIT A YRTTHI a7 R YRTTHI NELARE
Xt R 61 4.43£1.01 4.35+0.97 28.90+4.33 29.08+4.49 17.30+3.82 17.02+3.45
g 67 4.40+0.98 2.51+0.91™ 29.01+4.27 37.10+5.037 17.35+4.01 12.03+3.117°*

HR4ATFRTHE: "P<0.05; SXMALATEHE: *P<0.05

"P <0.05 vs same group before treatment; “P < 0.05 vs control group after treatment
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Table 4 Comparison on heart rate variability before and after treatment between two groups

45w Wl SDNN/ms  RMSSD/ms  PNN50/% VLF/ms* LF/ms’ HF/ms’ LF/HF
X 61 VAJTTT 26.38+5.41  14.01+4.47  6.50£0.96  63.49+9.02  61.23£6.10  19.58+5.03  3.11£0.97

WY/ 28.2246.71  15.10£4.82  7.09+1.05  66.3449.11  61.23£6.10  22.17£7.20  2.92+1.01
WEE 67 JBITHT 27.10£5.57  13.56+4.29  6.46x1.01  62.48+8.17  60.15+6.23  20.14+4.28  3.02+0.93

WITIE  50.25+8.10%  26.0245.55™ 12.01+1.32"% 86.0248.22" 71.14+7.05™ 42.10+8.33" 1.72+0.48""

SR4ATFRTHE: "P<0.05; SXMALATEHE: *P<0.05

"P <0.05 vs same group before treatment; “P < 0.05 vs control group after treatment
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