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ABSTRACT Objective: To explore the clinical effect of alprostadil jointed with tanshinone II A injection on patient with diabetic
nephropathy. Methods: 100 cases of patients with diabetic nephropathy treated in our hospital from October 2014 to October 2015 were
selected as research object, which were divided into research group and control group according to the random number table method, 50
cases in each group. The control group was given alprostadil, while the research group received alprostadil and Tanshinone II A
injection. Compared the level of total cholesterol (TC), triglyceride (TG), high density lipoprotein cholesterol (HDL-C), low density
lipoprotein cholesterol (LDL-C), serum creatinine (Cre), blood urea nitrogen (BUN), 24 h urinary albumin between the two groups.
Results: There was no significant difference on each index between the two groups before treatment (P>0.05), and the levels of TC, TG,
LDL-C, Cre, BUN, 24 h urinary albumin were significantly declined and the level of HDL-C was significantly increased after treatment in
each group (P<0.05). Levels of TC, TG, LDL-C, Cre, BUN, 24 h urinary albumin in research group were significant lower than control
groups after treatment (P<0.05), while the level of HDL-C was higher (P<0.05). There were no serious adverse reaction occurred in the
two groups. Conclusion: Alprostadil jointed with tanshinone I A injection in the treatment of the patients with diabetic nephropathy can
improve the blood lipid levels, reduce Cre and 24h urinary albumin, and alleviate renal injury, which has obvious clinical efficacy.
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Table 1 Comparison of the general data between the two groups

Type 2 diabetes mellitus Diabetic nephropathy stage

Groups N Gender(M/F)  Age(years)  Duration of disease(years)
(V1 (I/IV)
Control group 50 27/23 54.61% 6.91 7.92+ 429 3/47 23/27
Research group 50 32/18 55.37+ 7.19 841+ 391 4/46 26/24
t/x2 0.753 0.589 0.655 0.058 0.136
P 0.385 0.722 0.743 0.923 0.854
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Table 2 Comparison of various indexes of two groups before and after treatment

TC(mmol/L) TG(mmol/L) HDL-C(mmol/L) LDL-C(mmol/L)
Groups N Before After Before After Before After Before After
treatment treatment treatment treatment treatment treatment treatment treatment
Control group 50 6.71% 0.59  6.02+ 0.20%*  3.61% 1.22 324+ 1.11* 1.11x 028 1.36%+ 0.98* 5.61%+ 0.69 3.35% 0.33*
Research group 50 6.68+ 0.55 4.51+ 0.09* 359+ 1.34 201+ 1.05% 1.20+ 0.19 227+ 0.45% 559+ 041 1.89% 0.45*
t 0.213 18.210 0.102 7.389 0.431 9.798 0.132 6.349
P 0.783 0.000 0.871 0.001 0.445 0.001 0.801 0.000

Note: Compared with before treatment,*P<0.05.
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Table 3 Comparison of Cr, BUN and 24h urinary protein in two groups before and after treatment

Cre (pmol/L) BUN(mmol/L) Urinary protein(g/24 h)
Groups N
Before treatment ~ After treatment  Before treatment ~ After treatment ~ Before treatment  After treatment
Control group 50 76.23+ 20.39 73.38% 24.39* 6.29+ 1.37 6.19%+ 1.16* 1.51+ 0.48 1.20+ 0.57*
Research group 50 7437+ 19.78 63.29+ 22.29* 6.23+ 1.28 4.13+ 1.09* 1.49+ 0.63 0.81+ 0.38%*
t -0.507 1.817 -0.248 2.374 -0.099 2.784
P 0.307 0.021 0.402 0.011 0.461 0.008

Note: Compared with before treatment,*P<0.05.
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