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Observation Clinical Curative Effect of on Alprostadil with Clopidogrel in
Treatment of Early Diabetic Nephropathy
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ABSTRACT Objective: To observe the clinical curative effect of on alprostadil with clopidogrel in treatment of early diabetic
nephropathy. Methods: 120 patients with early DN from October 2013 to October 2014 during the period were admitted as the research
object, using the stochastic indicator method patients were randomly divided into observation group (62 cases) and control group (58
cases), two groups of patients were given angiotensin receptor blockers (ARB) or angiotensin converting enzyme inhibitors (ACEI) drugs
with one month, the control group were given alprostadil, observation group was given alprostadil combined with clopidogrel, two groups
of patients were treated for 20 d, the two groups before and after treatment in patients with beta 2 - microglobulin (beta 2-MG), urine
trace albumin (U-malb), high-sensitivity c-reactive protein (hs CRP) and blood urea nitrogen (BUN), creatinine (Cr), mean arterial
pressure  (MPA), whole blood low rate of trimming, whole blood high shear rate, plasma viscosity, platelet aggregation rate changes and
the occurrence of adverse reactions were observed and compared. Results: Before treatment, differences of the indicators between two
groups had no statistical significance (P>0.05); after treatment, beta 2-MG, U-malb, hs-CRP, plasma viscosity, whole blood viscosity,
platelet aggregation rate in the two groups was significantly lower in the before treatment, the indicators in the observation group of
patients were lower than the control group, differences were statistically significant (P<0.05); Cr, BUN, MPA level before treatment and
after treatment in Two groups of patients did not change obviously (P>0.05); there were not serious complications occurred in two groups
of patients. Conclusion: Alprostadil combinated with clopidogrel in treatment of early DN patients can lower the urine protein, reduce
inflammation reaction, alleviate disease progression, it has obvious clinical efficacy.
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Table 1 Comparison of general data between two groups

Groups N Male/Female Age(years) Course of disease(years) HbAlc(%) TC(mmol/L) TG(mmol/L)
Control group 58 31/27 54.61% 6.91 7.92+ 429 6.19+ 2.98 4.11% 0.89 1.13% 0.31
Observation group 62 38/24 55.37+ 7.19 841 391 6.22+ 2.67 4.13% 0.71 1.16x 0.37
/X2 0.753 0.589 0.655 0.058 0.136 0.479
P 0.385 0.722 0.743 0.923 0.854 0.783
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Table 2 Comparison of the indicators before treatment and after treatment in the two groups

Plasma Whole blood Whole blood low Platelet
B2-MG U-malb hs-CRP . ) o )
Groups viscosity high shear  rate of trimming aggregation rate
(mg/L) (mg/L) (mg/L)
(mPa-s) rate(mPa-s) (mPa-s) (%)
Control group Before treatment  2.71x 0.59  227.21+ 4428  8.41% 2.28 3.61£ 039  19.38% 2.71 30.01 3.48 69.29+ 8.39
(n=58) After treatment  1.02+ 0.20* 129.28+ 29.39* 636 1.98* 235+ 0.33* 1273+ 2.17*  17.91% 3.71*  43.19% 6.38*
Observation Before treatment  2.68+ 0.55  229.26% 48.19  8.45% 2.19 3.59+ 0.41 20.01% 3.09 30.19¢ 4.13 70.18% 9.12
group (n=62)  Afier treatment  0.51% 0.09%% 90.61+ 27.94** 327+ 1.45%% 1.89+ 0.45*% 839+ 2.38** 11.38+ 2.81** 3542+ 6.16**

Note: compared with before treatment, *P<<0.05; compared with control group, P<<0.05.

% 3 MAREFRITAIE Cr.BUNMPA [LLE:
Table 3 Comparison of Cr, BUN, MPA before treatment and after treatment in the two groups

Cr(umol/L) BUN(mmol/L) MPA(mmHg)
Groups
Before treatment After treatment Before treatment After treatment Before treatment After treatment
Control group(n=58) 76.23+ 20.39 73.38% 24.39% 6.29+ 1.37 6.19t 1.16* 90.39+ 10.38 89.78+ 10.29*
Observation group(n=62 ) 7437+ 19.78 73.29+ 22.29% 6.23%+ 1.28 6.13t 1.09* 90.19+ 11.63 89.81+ 9.38*
t -0.507 -0.021 -0.248 -0.292 -0.099 0.017
P 0.307 0.492 0.402 0.385 0.461 0.506

Note: compared with before treatment, *P>0.05.
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