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Clinical Study on Rosuvastatin Combined with Valsartan in the Treatment of Patients with

Diabetic Nephropathy

Cui Sumin, Zhang Huimin, Wang Dongling, Wang Ge, Zhang Hong

( Shijiazhuang Luquan People's Hospital , Shijiazhuang , Heibei, China  050200)

Abstract: Objective To investigate the effect of rosuvastatin combined with valsartan on blood lipid,24 h UAER,hs - CRP,IL -6 and
renal function in patients with diabetic nephropathy(DN). Methods Totally 126 patients with DN admitted to our hospital from February
2014 to February 2017 were selected and randomly divided into the treatment group and the control group,63 cases in each group. The
control group was given valsartan on the basis of routine treatment. The treatment group was given rosuvastatin on the basis of the con-
After treatment,the levels of FBG,2 h PG and HbAc in the two groups
were significantly decreased than those before treatment( P < 0.05),but there was no significant difference between the two groups after
treatment( P > 0.05). The levels of TC,TG,LDL - C and HDL - C in the treatment group were significantly improved( P < 0.05),while
there was no significant change in the control group(P > 0.05). The levels of 24 h UAER, CysC,RBP,hs — CRP,IL -6, TNF - a and

IL - 18 in the two groups were significantly decreased than those before treatment( P < 0.05),and the decrease in the treatment group

trol group. The two groups were treated for 6 months. Results

was more significant( P < 0. 05). There was no significant difference in the levels of BUN and CR between the two groups before and
after treatment( P > 0.05), and there was no significant difference in the incidence of adverse reactions between the two groups
(P > 0.05). Conclusion Rosuvastatin combined with valsartan can effectively regulate the levels of blood lipids,reduce 24 h UAER
and inflammatory factors in patients with DN,and protect renal function,which is worthy of clinical promotion.
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i) erip i) eip
FBG(mmol /L) 1.72£2.54  8.02+1.68° 12.01£2.61 8. 11£1.52
2hPG(mmol/L)  16.57+3.02 10.05+1.72° 16.48%3.21 10.08 £1.63"
HbA (% ) 11.11£2.37  8.55+1.26" 10.96+2.15 8.62+1.31"
TC(mmol /L) 6.92+1.25 4.87+0.89° 6.89+1.36 6.36+1.22
TG (mmol /1) 2.92£0.55  1.70+0.45° 2.88+0.52 2.510.5I
LDL-C(mmol/L) 4.54%0.51 2.86+0.45° 4.51x0.53 4.32:0.49
HDL - C(mmol /L) 0.88+0.24  1.19+0.28* 0.90%0.26 1.08+0.22

R KBTI, P<0.05;5 ST BAE TS L,
4pP<0.05,
k3 WmAEFEERFRPIE(X £5,n=63)
s - CRP(mg /1) IL-6(ng/L)
BEW BGE 0 tE P B BiE 1P
BAA 851131 3.89£0.80 10.264 <0.05 16.67:2.87 8125214 11356 <0.05
FBA 845:1.4) 6.24£1.00 7287 <0.05 16.55:2.71 12.45£3.00 8.026 <0.05

a3

1 0.423 8.578 0.336 7.862
P >0.05 <(.05 >0.05 <(.05
INF - alng/L) IL-18(ng/L)
Al - ) . )
B kil P B B e P

BAA 54511546 21,98 £8.81 12,356 <0.05 156.26 £42.16 106.25+34.18 9.752 <0.05
ABA 53751612 35.479.21 8.921 <0.05 157.59 £41.74 136.03£35.01 4.527 <0.05
i 0.325 8.674 0.135 5.023
P >0.05 <0.05 >0.05 <0.05
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FRAR B 18] BT *F R4 1A P
24 h UAER 778 73.55+11.54 72.62+11.23 0.432 >0.05
(ng/min) #77) 37.59+7.88  57.69+10.46 8.123 <0.05

11 11.453 7.253
P <0.05 <0.05
CysC A 3.51+1.05 3.48+1.02  0.385 >0.05
(mg/L)  #7k  2.12x1.01 2.98+1.06 5.267 <0.05
118 6.212 4. 564
P <0.05 <0.05
RBP AT 75.62+10.13  75.85+10.22 0.122 >0.05
(mg/L)  #47)6 58.57+7.21  69.31+9.43  4.328 <0.05
118 6. 948 5.627
P <0.05 <0.05
BUN BAFA 5.89+1.11 5.87+1.13  0.173 >0.05
(mmol/L) #%77/%  5.86+1.03 5.84+1.04 0.257 >0.05
11 0.224 0.176
P >0.05 >0.05
Cr %JTA 83.56+6.88  82.01+7.01 0.361 >0.05
(pmol /L) %7/ 80.05+4.56  81.68+5.13  0.271 >0.05
118 0. 584 0.235
P <0.05 <0.05
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