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ABSTRACT Objective: To study the clinical efficacy of captopril combined with candesartan in the treatment of patients with dia-
betic nephropathy and effects on the plasma ET, D-D, Hcy, ADM and FIB levels. Methods: 72 cases of patients with diabetic nephropa-
thy in our hospital from January 2016 to August 2017 were selected and randomly divided into the control group and the observation
group. The The control group was treated with captopril. The observation group was treated with candesartan on the basis of the control
group. The clinical effects of ET, D-D, Hcy, ADM, FIB, renal function and the changes of FPG, 2hPG and HbA1C before and after treat-
ment were observed and compared between two groups. Results: After treatment, the total effective rate of the observation group was
88.89%, which was significantly higher than that of the control group (69.44%, P<0.05). The levels of ET, D-D, Hcy, ADM, FIB, FPG,
2hPG and HbA1C in the observation group were significantly lower than those in the control group (P<0.05). Conclusion: Captopril com-
bined with candesartan in patients with diabetic nephropathy clinical efficacy was significantly superior to captopril alone can help hypo-
glycemic, antihypertensive and effective protection of patients with renal function.
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Table 1 Comparison of the general information between two groups of patients(x+ s)

Systolic blood Diastolic blood
Group n m/w age BMI (kg/m?) LDL-C(mmol/L)
pressure (mmHg)  pressure (mmHg)
Observation group 36 9/27a 57.33% 8.68* 27.38+ 4.01° 125.11% 19.04* 79.66+ 12.28* 2.83+ 0.45°
Control group 36 20/16 56.81+ 8.23 27.92+ 4.22 127.10% 20.22 80.45% 11.50 291+ 0.42

Note: compared with the control group “P>0.05.
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Table 2 Comparison of the clinical efficacy between two groups after treatment[n(%)]

Group n Significant improvement Improve No change Total improvement rate
Observation group 36 21(58.33) 11(30.50) 4(11.11)° 32(88.89)°
Control group 36 10(27.77) 15(41.66) 11(30.55) 25(69.44)
Note: Compared with the control group "P<0.05.
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Table 3 Comparison of the plasma ET, D-D, Hcy, ADM and FIB between two groups after treatment(xt s)
Group n ET D-D Hey ADM FIB
Observation group 36 68.55+ 10.14° 0.14+ 0.01° 242+ 0.30° 16.44+ 2.51° 2.60+ 0.41°
Control group 36 106.88+ 15.21 0.35+ 0.04 3.56x 0.55 35.71% 5.20 3.82+ 0.61

Note: Compared with the control group "P<0.05.
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Table 4 Comparison of the FPG, 2Hpg and HbA1C levels between two groups after treatment(xt s)

Group n FPG/(mmol/L) 2hPG/(mmol/L) HbA1C/%
Observation group 36 5.01£ 0.79b 5.14%+ 0.82b 5.03% 0.74 b
Control group 36 8.47+ 1.32 9.71% 1.51 6.78+ 1.02
Note: Compared with the control group "P<0.05.
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Table 5 Comparison of the renal function indexes before and after treatment between two groups(xt s)

Creatinine clearance Urinary albumin

) Blood urea nitrogen  Serum creatinine o 24 h urinary total )
Group time rate creatinine clearance ) excretion rate
(mmol/L) (pmol/L) . proteing/24 h) .
rate (mLl/min) (pg/min)
Before treatment 6.21+ 0.98° 77.61+ 10.64° 88.71+ 12.14° 3.15% 0.51* 16533+ 25.48*
Observation group
After treatment 5.68+ 0.91° 75.12¢ 11.92% 80.24+ 12.05° 0.95+ 0.12% 65.25+ 9.84°
Before treatment 6.09+ 1.01 76.98+ 11.12 89.02+ 11.88 3.43+ 0.49 160.37+ 24.81
Control group
After treatment 5.81+ 0.88 75.64+ 10.82 79.65+ 12.89 2.68+ 0.39 72.83+ 12.01

Note: Compared with the control group "P<0.05; Compared with the control group *P>0.05.
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