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Clinical study on exenatide in treatment of type 2 diabetes with hypertension
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Abstract: Objective To observe the clinical effect of Exenatide Injection in treatment of type 2 diabetes with hypertension.
Methods Patients (97 cases) with type 2 diabetes with hypertension in The Hospital of Chongqing Shapingba District People’s
Hospital from January 2008 to January 2015 were randomly divided into control (51 cases) and treatment (46 cases) groups. The
patients in the control group were given the conventional treatment. The patients in the treatment group were sc administered with
Exenatide Injection, and initial dose was 5 pg/time, twice daily for four weeks. Then dose was adjusted to 10 pg/time, twice daily.
The patients in two groups were treated for 24 weeks. After treatment, the clinical efficacies of blood glucose and blood pressure
control were evaluated. Blood glucose, blood lipid, body mass index (BMI), glycosylated hemoglobin (HbAlc), blood pressure,
high sensitive C reactive protein (Hs-CRP), adiponectin and tumor necrosis factor-a (TNF-a) were compared between two groups.

Results After treatment, the clinical efficacies of blood glucose control in the control and treatment groups were 58.82% and
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80.43%, respectively, and there were differences between two groups (P < 0.05). While the clinical efficacies of blood pressure
control in the control and treatment groups were 49.01% and 91.30%, respectively, and there were differences between two groups
(P < 0.05). After treatment, fasting blood glucose (FPG), postprandial 2 h blood glucose (PPG), triglyceride (TG), and HbAlc in
two groups were significantly decreased, and the difference was statistically significant in the same group (P < 0.05). After
treatment, the observational indexes in the treatment group were significantly higher than those in the control group, with
significant difference between two groups (P < 0.05). After treatment, total cholesterol (TC) and BMI in two groups were
significantly increased, and the difference was statistically significant between two groups (P < 0.05). After treatment, systolic
blood pressure (SBP) and diastolic blood pressure (DBP) in two groups were significantly decreased, and the difference was
statistically significant in the same group (P < 0.05). After treatment, the observational indexes in the treatment group were
significantly lower than those in the control group, with significant difference between two groups (P < 0.05). There were no
difference of Hs-CRP, adiponectin, and TNF-a in the control group before and after treatment, but those index in the treatment
group were significantly decreased after treatment (P < 0.05), and the observational indexes in the treatment group were
significantly higher than those in the control group, with significant difference between two groups (P < 0.05). Conclusion

Exenatide Injection has clinical curative effect in treatment of type 2 diabetes with hypertension, and can improve HbAlc, blood

pressure, BMI, Hs-CRP, adiponectin and TNF-a, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacies of blood glucose and blood pressure control between two groups
ks il n/fl R/ AR TR/ AR
i XTI 51 19 11 21 58.82
EEAg 46 24 13 9 80.43°
il X B 51 17 8 26 49.02
EEAg 46 26 16 4 91.30"

LA "P<0.05

*P < 0.05 vs control group
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Table 2 Comparison on blood glucose, blood lipid, BMI, and HbA1lc in two groups ( X+ S)
21 5 MR FPG/(mmol-L™") PPG/(mmol-L™") TC/(mmol'L™") TG/(mmol-L™") BMI HbAlc/%
X RITHT 9.9+38 152+24 6.5+1.6 27+13 28.1+4.4 9.7+3.8
(n=51) BT 84+1.1" 103419 57+1.1 21405 284+43 89453
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SRMA T "P<0.05; SxtAAIT A E: 4P<0.05

P <0.05 vs same group before treatment; P < 0.05 vs control group after treatment
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Table 3 Comparison on blood pressure, Hs-CRP, adiponectin, and TNF-a in two groups ( X £5)
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SRAAT TR P<0.05; SXARITEE: AP<0.05 (1 mmHg=133 Pa)
"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment (1 mmHg=133 Pa)
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