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Clinical efficacy of rosuvastatin combined with insulin aspart in treatment of
diabetic nephropathy
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Department of Endocrinology, the Third People’s Hospital of Guangxi Zhuang Autonomous Region, Nanning 530022, China

Abstract: Objective To analyze the clinical efficacy of rosuvastatin combined with insulin aspart in treatment of diabetic
nephropathy. Methods Patients (68 cases) with diabetic nephropathy in the Third People’s Hospital of Guangxi Zhuang Autonomous
Region from April 2015 to December 2016 were randomly divided into control and treatment groups, and each group had 34 cases.
Patients in the control group were subcutaneous injection administered with Insulin Aspart Injection 30 min before meal, 0.5 — 1.0
U/(kg-d), three times daily, and adjusted the dose according to the patient’s specific condition, or they were iv subcutaneous injection
administered with Insulin Aspart Injection before retiring, the initial dose was 6 U/d, and adjusted the dose according to the morning
blood sugar. Patients in the treatment group were po administered with Rosuvastatin Calcium Tablets on the basis of the control group,
20 mg/d. Patients in two groups were treated for 2 weeks. After treatment, the clinical efficacy was evaluated, and the blood glucose,
blood lipid and renal function indexes in two groups before and after treatment were compared. Results After treatment, the clinical
efficacies in the control and treatment groups were 70.6% and 88.3%, respectively, and there were differences between two groups
(P < 0.05). After treatment, the FBG, 2 h PG, and HbAlc levels in two groups were significantly decreased, and the difference was
statistically significant in the same group (P < 0.05). After treatment, the HbAlc level in the treatment group was obviously lower than
that in the control group, with significant difference between two groups (P < 0.05). After treatment, the TC, TG and LDL-C levels in

two groups were significantly decreased, and the difference was statistically significant in the same group (P < 0.05). And the TC, TG
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and LDL-C levels in the treatment group were more significantly lower than those in the control group, with significant difference between

two groups (P < 0.05). After treatment, the BUN, Scr and UAER levels in two groups were significantly decreased, and the difference was

statistically significant in the same group (P < 0.05). After treatment, the BUN, Scr and UAER levels in the treatment group were

significantly lower than those in the control group, with significant difference between two groups (P < 0.05). Conclusion Rosuvastatin

combined with insulin can effectively regulate blood lipids and blood glucose levels in treatment of diabetic nephropathy, and improve

renal function with high safety.
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Table 1 Comparison on clinical efficacies between two groups

417 n/fl BRI H 1 JLs S Y%
pagisy 34 9 15 10 70.6
HIT 34 19 11 4 88.3"
XA L TP<0.05
*P <0.05 vs control group
#z2 FAMMEAFERE ( xx9)
Table 2 Comparison on blood glucose levels between two groups ( X*5s )
Za0 n/ NS 1] FBG/(mmol-L™") 2 h PG/(mmol-L™") HbA1c/%
X R 34 1BITHT 11.25+2.78 13.85+3.52 10.24+2.75
R 6.324+0.55" 11.87+2.26 8.24+2.17°
BT 34 YRTT T 11.9442.67 13.86+3.45 10.15+2.41
RIT )G 6.29+0.49" 10.92+2.51" 7.14+2.13™

HRAHIT AT P<0.001; SxtAIAIT G S 4P<0.05

"P <0.001 vs same group before treatment; 4P < 0.05 vs control group after treatment

£3 FAMAEKTFELE ( xxs)
Table 3 Comparison on blood lipid levels between two groups ( X£s )

An wfl OB TC/(mmol-L ™) TG/(mmol-L™) LDL-C/(mmol-L™") HDL-C/(mmol-L ")

Xt 34 MEERGI] 5.86+0.79 1.93+0.42 3.984+0.42 1.20+0.33
WBIT G 4.8840.68" 1.534+0.41" 3.11+0.39" 1.24+0.35

bi=vid 34 RITT 5.7340.82 1.90+0.43 3.78+0.45 1.21£0.36
HIT G 3.2240.75™4 0.92+0.39™ 1.87+£0.37"* 1.36+0.32

LRI TP<0.01; S ARG 4P<0.01

P <0.01 vs same group before treatment; *P < 0.01 vs control group after treatment



LR S

Drugs & Clinic

E33H B 201841 A *159 -

k4 WEBEERIRIEE ( x£5)

Table 4 Comparison on renal function indexes between two groups ( X£5)

415 n/fl W 55 i) (1] BUN/(mmol-L™") Ser/(umol-L ™" UAER/(ugmin")

X B 34 BT 10.86+2.23 100.124+12.46 56.24+7.83
BTG 8.34+2.02° 77.45+8.63" 32.36+3.79"

b=vid 34 BITT 10.57+2.15 99.78+12.88 56.32£7.91
BTG 6.35+1.46™ 63.24+8.34"* 22.15+4.02"4

SRMEITITHE: P<0.01; SXEARITRHE: 4P<0.01

P <0.01 vs same group before treatment; *P < 0.01 vs control group after treatment
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Table 5 Comparison on adverse reactions between two groups
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3 itie fyT W30 97 % FBGA 2 h PG 7K AR Ak [ 54 2=

B PRI o A W B i DL ) R, AE 1 R
2 HUPE R B T, 30%~40% 5 75 S U DURE R IR
B, RIS 5 R AR IR, st B
PRI B0 1R Ao WL BT e o, Rl A R A
HVF2 IR ILFEME IS5 R, 0 PR e 7 g 32 2411
BRIz, B L QPR e . SN, B
W12y . itk 0, b2 852 %
TR A 8 o MR AR e 5 T A S
HYMG. JEH, MR A i 5 2 A0 s A A I
UL S bR 25 T v i 28 b s R e, (SR P 0 B s
BE 2 B ARTERE t BLZAT B Y. DR s 4
PR BRI S i R T A RS YR 97 R PR B s
i R 1D S R

B PR B 1 S AT Ak A R R K
W )4 258 T 8 7 B PR B s RV T 7 Bkt o A
FUR B IR B2 R A VR T 0B B s AR IA A o
A REFAR, AU, Mmss A2 KFRFK,
AR AR, o R B A S R A A
o AR R s A T O, (H e i 2
SRAVEIT AR LG, SR AR A 1 5 T T IR 28R
FHABAL . ARWFFLERE, 07, W4 FBG.
2h PG J HbAlc /KFHRALTRITHT (P<0.05);
AJ LR B AR TT BE 0 A R g . iRy AL
HbA lc KR T4 4] (P<<0.05); 7741 FBG.
2 h PG /K5 B LA 22 ¥ e vk 240 . A
U, SRRAiE SRR AL, R R mAIE T IS

ITCGE 5 S AR HbA Le 7T (R 52 22 AT

Gt FE X
MITIRGW) Ny 3-58-3- F R % — It Al s It iy
FHIFR, SR AR B RN, A 3

HE-3- L R TR R E 4l A IL )R8 (HMG-CoA i
Ji B8 ) DA R JIH ] e JHF O )45 B R A 00 1 TC
TG. LDL-C JK~F55; G3—7J710, S8 hniH 4 i & i
iK% B a8 (LDL) 52444k, f#f LDL A3 &0 it
W, T E AT A AT I R H I A AR B T
2, WFST R WIER BT AR YT AERE B B VAT R
AR AR BoR, WWITE, WITA
BEH TC. TG M LDL-C /CEBEALTHRA (P<
0.05); VAJT411Y BUN. Scr. UAER /KFHi BALT
XL (P<0.05); A7 4L AR B 8 15
WA, HAR RN ARARPBACT X A, X
I Hin  ARAR T T 106G R 5 3 A TR T A BRI 2%
B FH T IR A W B HEW S R R
R HBE I RIS, B EF A Ay T m] FRARORE s B s JE
MAGZKY AR JORE SN R A AL N, 50 i 3 3
e, AU AT IR HERAS DASGE Dk W PR B
B LT Ak A B R B Th R 1 A o>
g bRk, B EARAR T TG R A TR TR
PRI B AT SO R LG . OB, oo
Dhaekod, IR G, Heeatm,
52 30k

[1] Rosenson R S, Fioretto P, Dodson P M. Does microvascular



* 160 -

LR S

Drugs & Clinic

E33HE H1W

201841 A

(2]

(3]

(5]

(7]

disease predict macrovascular events in type 2 diabetes?
[J]. Atherosclerosis, 2011, 218(1): 13-18.

Wada J, Makino H. Inflammation and the pathogenesis of
diabetic nephropathy [J]. Clin Sci (Lond), 2013, 124(3):
139-152.

Vatankhah N, Jahangiri Y, Landry G J, et al. Effect of
systemic insulin treatment on diabetic wound healing [J].
Wound Repair Regen, 2017, 25(2): 288-291.

Han Y, Zhu G, Han L, et al. Short-term rosuvastatin
therapy for prevention of contrast-induced acute kidney
injury in patients with diabetes and chronic kidney
disease [J]. Indian Heart J, 2014, 66(3): 386-389.

AR S 2 RO 25 03 23 TIORL A 1 ROIE 2 4. B R
BBt RKILIR (2014 R0 [J]. AR RTT A&,
2014, 6(11): 792-801.

T B 22 2 N A 22, B PR S BT L HIE 23 B
BTV ERSHECRAT 7 5) (01 M B R TS 5 4
i, 2012, 20(5): 547-549.

Fujita H, Morii T, Fujishima H, et al. The protective roles
of GLP-1IR signaling in diabetic nephropathy: possible
mechanism and therapeutic potential [J]. Kidney Int,
2014, 85(3): 579-589.

(8]

9]

[10]

(1]

Duran-Salgado M B, Rubio-Guerra A F. Diabetic
nephropathy and inflammation [J]. World J Diabetes,
2014, 5(3): 393-398.

Navarro-Gonzalez J F, Mora-Fernandez C, De Fuentes M
M, et al. Inflammatory molecules and pathways in the
pathogenesis of diabetic nephropathy [J]. Nat Rev Nephrol,
2011, 7(6): 327-340.

Herman-Edelstein M, Scherzer P, Tobar A, et al. Altered
renal lipid metabolism and renal lipid accumulation in
human diabetic nephropathy [J]. J Lipid Res, 2014, 55(3):
561-572.

Tousoulis D, Oikonomou E, Siasos G, et al. Statins in
heart failure--With preserved and reduced ejection fraction.
Anupdate. [J]. Pharmacol Ther, 2014, 141(1): 79-91.
TRELES. T & AATT B8 PRI B0 5 I v A IO AE
HRHORMEL 1], (hZREEZY, 2011, 51(15): 88-89.

FA T AT LW 008 PR R OR 5 HL R T 5T
[J]. H[E <235 m, 2010, 8(31): 77-78.

Abe M, Maruyama N, Okada K, et al. Effects of lipid-
lowering therapy with rosuvastatin on kidney function
and oxidative stress in patients with diabetic nephropathy
[J]. J Atheroscler Thromb, 2011, 18(11): 1018-1028.



