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ABSTRACT Objective: To explore the clinical efficacy and safety of target dose of metoprolol in the treatment of patinets with
chronic heart failure and diabetes mellitus. Methods: 154 elderly patients with diabetes and chronic heart failure were randomly divided
into observation group and control group with 77 cases in each group, the patients in the observation group were treated with the target
dose of metoprolol and conventional therapy, while in the control group only received routine treatment. The indexes of NYHA
classification, end diastolic diameter (LVESD), left ventricular end diastolic diameter (LVEDD), left ventricular ejection fraction (LVEF),
6min walking distance and the medication safety of both groups were compared before and after treatment. Results: Compared with
before treatment, the indexes of NYHA grade, LVESD, LVEDD, LVEF, 6 minutes' walking distance of both groups were significantly
improved (P<0.05); Compared with patients in the control group after treatment, the above indexes improved more significantly in the
observation group (P<0.05). In the sixth month of follow-up, the incidence of cardiac events of the observation group was 3.90%,
significantly lower than that in the control group (14.29%) (P<0.05). The average fasting blood glucose, glycosylated hemoglobin of both
groups showed no significant difference (P>0.05). In the observation group, the blood glucose, blood lipid and liver function, renal
function and other indexes showed no significant change. Conclusion: The target dose of metoprolol in treatment of patinets with chronic
heart failure and diabetes mellitus, can obviously improve the cardiac function and activity in patients with tolerance, has good clinical
effect, high security and good tolerance.
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Table 1 Comparison of the general information between the observation group and the control group

Gender

Blood pressure(mmHg) Fasting Glycosylated
Number —————— LDL-C
Group Age Systolic Diastolic blood-glucose hemoglobin
() Male Female . (mmol/L)
pressure pressure (mmol/L) (%)
Observation group 77 50 27 71.46x 791 13743+ 22.5 79.2+ 691 6.55+ 1.39 6.62 3.29+ 0.98
Control group 77 48 29 7135+ 921 141.15% 19.89 80.22+ 7.02 6.49+ 1.32 6.53 3.44+ 95
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Table 2 Comparison of the changes of cardiac function between the observation group and the control group before and after treatment

LVESD LVEDD LVEF Walking distance
Group Detection time NYHA grade
(mm) (mm) (%) of 6min(m)

Observation group Pre-treatment 3.22+ 0.61 57.22+ 6.94 69.42+ 6.29 32.58+ 7.73 227.32+ 189.42
Post-treatment 221+ 0.394% 4543+ 7.014% 5642+ 6.324° 49.42% 9.214% 436.42+ 201.564%

D-value of pre and post-treatment ~ 0.92+ 0.04 7.92+ 0.61° 10.02+ 0.374  14.59+ 2.12%  187.43% 17.49°

Control group Pre-treatment 3.24% 0.67 58.83+ 9.17 68.26% 7.43 33.25+ 9.19 229.53% 190.63
Post-treatment 2.58+ 0.42%  51.82+ 9.22%  61.53% 7.06%  41.58+ 8.57% 347.46% 178.524

D-value of pre and post-treatment 0.72+ 0.03 3.39% 043 6.32% 0.17 7.94% 1.97 98.32+ 14.24

Note: Compared to pre-treatment, 4P<< 0.05; Compared to control group, “P<<0.05.
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Table 3 Comparison of the rate of cardiac event between the observation group and the control group

Group Sudden death Cardiac death Readmission by worsening heart failure ~ The incidence of cardiac events( % )
Observation group 0 1 2 3.90
Control group 2 3 6 14.29
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