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ABSTRACT Objective: To investigate the clinical efficacy of Plavix and ARB (angiotensin II receptor antagonist) in the treatment
of diabetic nephropathy and its effect on urine protein evels in patients. Methods: 116 patients with diabetic nephropathy admitted to our
hospital in the past 3 years were divided into study group and control group according to the numerical random table method, 58 cases in
each group. The control group was treated with ARB on the basis of conventional treatment, and the study group was given Polivi and
ARB. The two groups were treated continuously for 4 weeks. The serum TNF-a (Tumor) was detected and compared before and after
treatment. Necrosis factor-alpha, TNF-«), interleukin-6(IL-6) and transforming growth factor-betal (TGF-B1), creatinine (SCr), urinary
micro Protein (Urinary microalbumin, U-malb), 24h urinary albumin quantitation (Albumin, Alb), 24 h urine protein excretion rate
(UAER), blood rheology index Erythrocyte deformation index(TK), changes in fibrinogen (PF), plasma viscosity (PV) and the occurrence
of adverse reactions during treatment. Results: After treatment, the levels of serum TNF-q, IL-6, TGF-B1, U-malb, Alb, UAER, TK, PF
and PV in the study group were significantly lower than those in the control group(P<0.05). There was no significant difference in the in-
cidence of adverse reactions between the two groups (P>0.05). Conclusion: Polivi combined with ARB in the treatment of diabetic
nephropathy is beneficial to reduce inflammatory reactions, improve renal hemodynamics and renal function, and is safe.
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Table 1 Comparison of the general data between the two groups of patients

Average disease duration

Groups Cases Sex(Male/Female) Average age (years)
(years)
Research group 58 35/23 31.62+ 4.13 7.64+ 3.13
Control group 58 34/24 31.81+ 4.21 7.81% 3.20
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Table 2 Comparison of the TNF-q, IL-6 and TGF-B1 levels before and after treatment between two groups

TNF-a(ng/L) IL-6(ng/L) TGF-g1(ng/L)
Groups Cases
Before treatment ~ After treatment  Before treatment ~ After treatment  Before treatment ~ After treatment
Research group 58 78.19+ 19.27 33.80+ 10.47%* 30.17¢ 6.01 13.49+ 3.85% 78.23+ 19.40 33.85+ 10.46™
Control group 58 78.15+ 19.30 45.79+ 14.58* 30.20+ 6.13 19.37+ 4.72% 78.17¢ 19.38 4496+ 15.53"

Note: Compared with the same group before treatment, *P<<0.05, compared with the control group after treatment, *P<<0.05.
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Table 3 Comparison of the U-malb, Alb, UAER levels before and after treatment betweentwo groups
SCr(pumol/L) U-malb(mg/L) Alb(mg/24 h) UAER(g/24h)
Groups Cases Before After Before After Before After Before After
treatment treatment treatment treatment treatment treatment treatment treatment
95.31% 56.73% 22449+ 100.12% 392.75% 203.21%
Research group 58 1.53+ 0.59 1.03%+ 0.53"*
15.13 8.83%* 30.38 22.83"* 45.21 25.53%*
95.32+ . 228.37% 132.97+ 392.32% 297.81%
Control group 58 72.31% 9.23% 1.53+ 0.60  1.39+ 0.59%
15.21 30.29 25.17* 44.63 22.75*
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Table 4 Comparison of the blood rheology indexes before and after treatment between two groups

TK((mpa/s) PF(g/L) PV(mpa/s)
Groups Cases
Before treatment ~ After treatment Before treatment ~ After treatment  Before treatment — After treatment
Research group 58 5.03+ 0.72 3.39+ 0.47* 4.62+ 0.72 3.12+ 0.30* 1.98+ 0.42 1.30+ 0.25
Control group 58 5.01% 0.69 4.04+ 0.59 4.58+ 0.75 3.75¢ 0.43 1.97+ 0.43 1.58+ 0.45
Note: Compared with the control group, *P<<0.05.
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Table 5 Comparison of adverse reactions between the two groups

Groups Cases Cough Dizziness Lower limb pain Incidence rate
Research group 58 0 2 1 3(5.2)
Control group 58 1 1 0 2(3.4)
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