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ABSTRACT Objective: To analysis the effects of alprostadil and yishen huashi particles on blood glucose, blood lipid, renal
function and urinary podocyte proteins of patients with diabetic nephropathy. Methods: 98 patients with diabetic nephropathy were
selected and randomly divided into the control group and the experimental group with 49 cases in each group. The patients in the control
group were treated with alprostadil, while the patients in the experimental group were treated with yishenhuashui particles on the basis of
the control group. Then the curative effect, the levels of glycosylated hemoglobin (HbAlc), blood glucose (FPG), 2 h postprandial blood
glucose (2h PQG), triglycerides (TG), total cholesterol (TC), high-density lipoprotein (HDL-C), low density lipoprotein (LDL-C), blood
urea nitrogen (BUN), creatinine (Cr), 82 microglobulin (2 - MG), bladder inhibition (Cys-C) and urinary podocyte proteins (PCX) in the
two groups were observed and compared between the two groups before and after the treatment. Results: The total effective rate of
experimental group was higher than control group (P<0.05). After treatment, there was no statistically significant difference about the
HbAlc, FPG and 2 HPG between the two groups (P>0.05). After the treatment, the levels of TG, TC, LDL-C, BUN, Cr, B2 MG, Cys C,
PCX and urinary nephrin/urine Cr of the experimental group were lower than those of the control group (P<0.05). The HDL-C of
experimental group was higher than that of the control group (P<0.05). Conclusion: The curative is effect of alprostadil and yishen huashi
particles in treatment diabetic nephropathy patients, can conducive to the improvement of blood glucose, blood lipid, renal function,
reduce the concentration of urinary podocyte related proteins.
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Table 1 Comparison of effect blood glucose between two groups [(n)%]

Experimental group

Items Control group(n=49)
(n=49)
Effective 23(46.94) 30(61.22)
Markedly 16(32.65) 17(34.70)
Invalid 10(20.41) 2(4.08)
Total effective rate 39(79.59) 47(95.91)°

Note: Compared with control group, "P<0.05.
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Table 2 Comparison of the levels of blood glucose between two groups before and after treatment (x+s)

Items Time
HbAc(%) Before treatment 6.89+ 0.89 6.80% 0.85
After treatment 5.76% 0.72* 5.68+ 0.71*
2hPG(mmo/L) Before treatment 8.76+ 1.09 8.54+ 1.11
After treatment 7.11+ 0.88* 6.93+ 0.86°
FPG(mmol/L) Before treatment 7.60% 0.95 7.51+ 0.94
After treatment 5.90+ 0.73* 577+ 0.71*

Note: Compared with before treatment, *P<0.05.
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Table 3 Comparison of the levels of blood fat between two groups before and after treatment (x+s)

Items Time Control group(n=49) Experimental group(n=49)
TC(mmol/L) Before treatment 6.33+ 0.79 6.40+ 0.80
After treatment 5.78+ 0.72* 5.12+ 0.64®
HDL-C(mmol/L) Before treatment 0.83% 0.10 0.84% 0.11
After treatment 1.21+ 0.15° 1.32+ 0.16®
LDL-C(mmol/L) Before treatment 5.47% 0.68 5.52+ 0.69
After treatment 4.95+ 0.61° 430 0.53*®

Note:Compared with before treatment, *P<0.05; Compared with control group, "P<0.05.
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Table 3 Comparison of the renal functionn between two groups before and after treatment (xs)

Items Time Control group(n=49) Experimental group(n=49 )

BUN(nmol/L) Before treatment 6.64+ 0.83 6.59+ 0.82

After treatment 6.11+ 0.76* 5.30% 0.66™
Cr( umol /L) Before treatment 69.80+ 8.72 68.74+ 8.59

After treatment 64.56x 8.07* 61.42¢ 7.67*
B2-MG(mg/L) Before treatment 4.05%+ 0.51 4.08+ 0.51

After treatment 2.82+ 0.3 1.94% 0.24*
Cys-c(mg/L) Before treatment 2.70+ 0.33 2.69+ 0.33

After treatment 1.75+ 0.21° 1.13£ 0.14®

Note: Compared with before treatment, “P<0.05; Compared with control group, *P<0.05.
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Table 5 Comparison of the levels of urinary podocyte related protein between two groups before and after treatment (x:s)

Items Time Control group(n=49) Experimental group(n=49 )
PCX(ng/L) Before treatment 2.89+ 0.36 2.87+ 0.35
After treatment 1.56x 0.19° 2.50+ 0.31®
Cr( wg/mg) Before treatment 35.42+ 4.38 35.89+ 4.48
After treatment 23.67+ 2.95° 18.40+ 2.30®

Note: Compared with before treatment, “P<0.05; Compared with control group, °P<0.05.
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