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ABSTRACT Objective: To investigate the clinical effect of probucol combined with piperazine ferulate on early diabetic
nephropathy (DN) and its influence on levels of serum cystatin-C (Cys-C), high sensitivity c-reactive protein (hs-CRP), transforming
growth factor-g1 (TGF-B1) and urine 32-microglobulin (32-MG). Methods: 104 cases of patients with early DN admitted in our hospital
from February 2016 to February 2017 were selected and evenly divided into two groups on a random basis. The control group was treated
with piperazine ferulate, while the observation group probucol in combination with piperazine ferulate. The clinical effect, changes of
serum Cys-C, hs-CRP, TGF-B1 and urine 32-MG levels before and after treatment as well as the incidence of adverse reactions were
compared between the two groups. Results: The overall effective rate of the observation group at 12 weeks after treatment was 92.3%,
which was higher as compared with that of the control group (P<0.05). The levels of serum Cys-C, hs-CRP, TGF-1 and urine f2-MG
levels of both groups at 12 weeks after treatment were significantly decreased as compared with those before treatment, which were
obviously lower in the observation group than those of te control group (P<0.01). No significant difference in the incidence of adverse
reaction was found between the two groups (P>0.05). Conclusion: Probucol combined with piperazine ferulate was more effective than
piperazine ferulate alone in treating early DN with high safety, which may be correlated with the decrease of the serum Cys-C, hs-CRP,
TGF-B1 and urine B2-MG levels.
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Table 1 Comparison of the clinical effect between two groups

Groups n Excellent Effective Invalid Total effective rate (%)
Observation group 52 21 27 4 92.3
Control group 52 17 23 12 76.9
P 0.030

2.2 MARFTHETEME Cys-C.hs-CRP 7K FHIELEL
SRR G, BIZRIRYT 12 JR I Cys-C \hs-CRP 25
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Table 2 Comparison of the serum Cys-C and hs-CRP levels between two groups before and after treatment(x+s, mg/L)

Cys-C hs-CRP
Groups n
Before treatment  After treatment P Before treatment ~ After treatment P
Observation group 52 1.93+ 0.54 0.79+ 0.33 0.000 6.57+ 0.95 2.26x 0.45 0.000
Control group 52 1.96x 0.57 1.42+ 0.42 0.000 6.61+ 0.98 420+ 0.67 0.000
P 0.783 0.000 0.833 0.000

2.3 FLREIFRIE MiE TGF-B1. R B2-MG /K FRILLER
SIRIFHTG B2 IAYT 12 JEUS I TGE-1 . JRB2-MG

KB FRE (P<0.01), HWZLLHLL EFebr FREE N 3%
(P<0.01), .3 3,
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Table 3 Comparison of the serum TGF-@1 and urine 32-MG levels between two groups before and after treatment(xs)

TGF-B1(ng/mL) B2-MG(p.g/L)
Groups n
Before treatment  After treatment P Before treatment ~ After treatment P
Observation group 52 56.4+ 8.3 26.5 3.5 0.000 65.2+ 7.4 30.2¢ 6.6 0.000
Control group 52 57.2+ 8.5 40.2+ 5.1 0.000 65.3+ 7.6 4561 7.2 0.000
P 0.627 0.000 0.946 0.000
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