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Effect of atorvastatin on nuclear factor kB activity in peripheral blood mononuclear cell and insulin resistance
in type 2 diabetes mellitus elderly patients with early nephropathy LI Jian-ying, WANG Zhi-ying,CHEN Jian,
et al. Senior Officials inpatient Ward ,the People’ s Hospital of Guangxi Zhuang Autonomous Region, Nanning 530021,
China

[ Abstract |

blood mononuclear cell,as well as serum inflammation factors including high sensitivity C reactive protein (hs-CRP) ,

Objective To observe effect of atorvastatin on nuclear factor kB(NF-kB) activity in peripheral

tumor necrosis factor-a (TNF-a) ,interleukin-6 (1L-6) , interleukin-13 (IL-18) and insulin resistance in type 2 diabe-
tes mellitus elderly patients with early nephropathy. Methods There were 66 type 2 diabetics with early nephropathy
in this study. Diabetics randomly divided into two group: type 2 diabetic routine treatment group ( control group,n =
31) and type 2 diabetic routine treatment combined with atorvastatin ( treatment group,n =35). Level of NF-kB, in-
flammation factors and HOMA-IR were compared between pre-treatment and post-treatment in two groups. Results

After twelve weeks of treatment, level of NF-kB, inflammatory factors and HOMA-IR were significantly decreased in

treatment group( P <0.05). Those were not decreased in control group (P >0.05). Conclusion Atorvastatin might

benefit patients with diabetes mellitus by improving inflammatory state,as well as insulin resistance.
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T AW 95 2% B WS R 9% ' 95 ( diabetic nephropa-
thy, DN) 58 £ 28 47 76 i 5 R DL (insulin resist-
ance,IR) , HRFEH T7F IR P AET HEEEH, U
#% N F-kB ( nuclear factor kB, NF-kB) >A % 2% Hh0h 1)
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B g KB A1 ] I A2 41 B ( peripheral blood mono-
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C JZ Vi #5 1 (high sensitivity C reactive protein, hs-
CRP) \TNF-a \IL-6 | 1 4 ffi 5> % -1B (interleukin-18,
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NF-kB P65 BRI AT, R 25 W Al &2~ A 1 1k
AALFERR, ALT 8 AST=1E% EFRAY 1.5 fi56F, #h
WEEA

1.2.2 SEEFE: 25|10 h e, FiERas W,
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fT) . HOMA-IR = (FBG x FINS)/22. 5,

1.3 Sit=esk WA SPSS13. 0 Gt it 47
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TC(mmol/L) TG( (mmol/L) HDL-C(mmol/L) LDL-C(mmol/L)
Hon b
YT WG YT WG IR IR YEgiT] IR
X HEZH 31 5.39+£0.28 5.37 +0.29 1.56 £0.24 1.57 £0.29 1.14 £0.05 1.14 £0.07 3.15+0.18 3.12+0.18
AT 35 5.40 +0.24 4.70 0. 164 1.57 +0.29 1.56 £0.29 1.13 +0.06 1.25+0.05* 3.17+0.13 2.58 +0.304
- 0. 866 10. 846 0. 131 0.187 0. 626 5.525 0. 695 8.912
P - >0.05 <0.01 >0.05 >0.05 >0.05 <0.01 >0.05 <0.01
FBG(mmol/L) FINS(mmol/L) PBG(mmol/L) HBG(% ) HOMA-IR
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X R 31 7.90 £0.88 7.81+£0.86 12.51 £2.25 12.49+2.22 9.62+1.26 9.60+1.23 7.73+0.60 7.72+0.60 4.46+1.26 4.41 +1.23
BT 35 7.91 £0.91 7.77+0.96 12.48 +2.30 9.86 +2.354 9.64 +0.78 9.63+0.60 7.74+0.65 7.73+0.70 4.41 +1.30 3.49 +1.25*
13 - 0. 156 0. 188 0.034 4. 669 0. 068 0. 100 0. 031 0.012 0.177 11.983
P - >0.05 >0.05 >0.05 <0.01 >0.05 >0.05 >0.05 >0.05 >0.05 <0.01
o m hs-CRP(mg/L) INF-a(ng/L) IL-6(ng/L) IL-1B(ng/L)
T W T IR Y TR Vi IR
X HEZH 31 7.75 £2.80 7.74 £2.79 35.80+7.65 35.36+7.0 20.00 £2.55 20.10 +2.57 15.91 £1.89 1590 +1.78
VAT 35 7.74 +2.83 5.65 +2.074 35.78 £8.34  24.88 +7.864  20.01 +2.42  17.15 £2. 144 6.09 £1.95 11.45 +1.71%
t - 0.110 3.414 0.018 5.731 0.010 5.011 0.374 10. 277
P - >0.05 <0.05 >0.05 <0.01 >0.05 <0.01 >0.05 <0.01
T AN SIHITRTHLE, * P <0.05,4P <0.01
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XTHRZL 10 0.95+0.18  0.94 +0.32 0.026  >0.05
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¢ - 0.166 1. 301
p - >0.05 <0.05

T HNSIHITRTHLEL, * P <0.05
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3.2 JEAESRA R ZR WA BT HE AT B B LA
MVER, Wi 9 2 Thige bR P | b Ak
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01 WA R S B 4 SER R R
R O A8 Riad 4510 B 5 1 38 (50 4 BT 4T
FAMTT X Ik R 25 5 T R R UL A BT R AE
FH, 2505 RS B IR BT HEAABTT 50 mg - kg ™' - d 7',
48 d J 50 BRZH LA, ARG a BT R A A 7T A el AR
IMiLAg , fH /> NF-xB P65 M KA ( -53% ,P <
0.05), B /b 55 UE b5 7 P i 45 40 MRS B 53 -1
(VCAM-1) i) mRNA ik ( —24% ) , I /0 240 Jfd ) K
FfF 5 (ICAM-1) ( —81% ) Al VCAM-1( -74% ) ,iX
SEAT 35 B U S T IR Z A TR BURIEH
A5G40 M S5 5 35 B/ NF-kB 15 538 #% . Furuya
S B ST HRAE O IRBTHC T T 4 A ek AR A B A T
M =8 FINS ' TNF-a, IL-6 /K F-REAG WK 5
U . A TR IR T AU R BTFEARALTT 12 A5
TC .LDL-C , FINS , hs-CRP , TNF-q . IL-6 . IL-B . PMNC
th NF-kB 7K B 2 A, 28 BH BTG AR At 7T R D
DN HH RAE N, 3% IR, S HF FaR WS, IR
X NF-kB P65 MR 1K | 90 A A 15 25 52
M) AN Sk, B 70 A48 T AW A 8 0 4 00 W D s £
ST R B IR WA BT HE AR A T 4T R R B
i [AlB IR RS IR
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