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[ ABSTRACT ] Aim To investigate the effects of atorvastatin on the level of endothelial microparticles (EMP) and
carotid artery intima-media thickness (IMT) in type 2 diabetes mellitus (T2DM) patients. Methods To select 90
cases of type 2 diabetes mellitus resident patients, aged between 45 and 75 years old,who were randomly classified into the
atorvastatin group and simvastatin group.  Under the circumstance of the intervention of life style, all patients undertook o-
ral antidiabetic drug and/or insulin therapy simultaneously, and with aspirin 0. 1 g qd.  Atorvastatin group was given ator-
vastatin 20 mg more every night, simvastatin group was given simvastatin 20 mg more every night.  The entire course of
treatment lasted 24 weeks.  The level of EMP, low density lipoprotein cholester (LDLC) , IMT was detected before and
after the treatment, and the correlation between them was analyzed statistically. Results In the atorvastatin group and

simvastatin group, the IMT decreased significantly ( P <0.05) after therapy, while the plasma concentration of EMP, LD-
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LC were decreased (P <0.05), and the ability of atorvastatin lowering IMT, EMP and LDLC was stronger than the effect

of simvastatin.
fore and after the therapy(P <0.05).
tients with T2DM.
lated to the inhibition of EMP release.

There was positive relationship existing in the values of EMP, LDLC and IMT between the two groups be-
Conclusion Statins was capable of reducing the IMT, LDLC and EMP in pa-
Its anti-atherogenic ability was not only associated with the lipid-lowering effect, but also might be re-

Atorvastatin was superior compared with simvastatin on reducing both LDLC and

EMP, which might account for the phenomenon of the stronger atherosclerosis resistant of atorvastatin compared with simv-

astatin.
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Table 1. Comparison of basic clinical characteristics in the two groups

I A Ak BRI T4 (n =45) FARABITH (n =45) t()1H P{E
B4 (F) 23/22 20/25 0.401 >0.05
EW (X)) 57.00 +8.19 57.69 +8.34 0.396 >0.05
R (4F) 8.20 £3.62 8.42£2.82 0.322 >0.05
e I (3] 20(44.4% ) 18(40.0% ) 0.182 >0.05
W4 1 (mmHg) 135.11 £13.72 134.47 £13.40 0.223 >0.05
#F5K % (mmHg) 76.93 £7.58 74.33 £9.48 1.437 >0.05
BMI(kg/m?) 25.42 +1.77 25.69 £1.36 0.811 >0.05
FBG ( mmol/L) 10.75 £2.78 11.45 +2.61 1.231 >0.05
LDLC( mmol/L) 3.40 £0.61 3.16 £0.69 1.748 >0.05
HbAlc 9.54% =1.58% 9.93% +1.87% 1.069 >0.05
IMT( mm) 0.91 +£0.77 1.07 +0. 84 0.942 >0.05
EMP (1) 1510. 80 £279. 45 1534.96 +265.75 0.420 >0.05

2.2 WHEBTFESIERETHE
WZHAEIRYT 24 J8 )5 FBG LDLC .HbAlc IMT A
EMP Y480 2 TR (P <0.05) , M40 [d] FBG . HbAlc

2. ATEMASTUERELELR (d+5)

RAMEACEARAL B TE I B 25573 (P >0.05) ; 54
fb 7T 20 He%s, BTFE 7T 46 LDLC . IMT & EMP f{7K
FRRERCABIE (P <0.05;3%2),

Table 2. Comparison of the index before and after therapy(d +s)

Ei=R I FTFEARABTT 24 FHAMTTH L8 P1H

W45 HE ( mmHg) 7.71 £9.01 6.13 +£9.43 0.298 >0.05
&F 5K (mmHg) 5.42 +10.60 5.07 £12.25 0.145 >0.05
FBG( mmol/L) 3.62+2.69 4.51 +2.54 -1.614 >0.05
LDLC(mmol/L) 1.36 £0.65 0.52 +0.74 5.721 <0.05
HbAlc 2.74% +1.43% 3.08% +1.83% -0.988 >0.05
IMT( mm) 0.17 +£0.06 0.14 +0.07 2.182 <0.05
EMP() 264.49 +131.66 140. 36 +126. 89 4.55 <0.05

2.3 EMP.LDLC 1 HbAlc 5 IMT $8£ 1457
BT R B 5T &5 R Al iR T Rl e
EMP ZZKAH 5 IMT 28 AL (E 1 52 TEAH & (B ety T

2H.r=0.483,P <0.05;FfRAM{T4.r=0.423,P <
0.05) ,LDLC ZF4LfE 5 IMT A8 fb{E 5 1E AH 5 (BT 4E
RABTT 4. r =0.512, P <0.05; FARMIT 4. r =
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