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[ ABSTRACT ] Aim To observe the effect of atorvastatin on serum adiponectin and blood vessel endothelium func-

tion in patients with hyperlipemia combined with stable angina pectoris and asymptomatic coronary artery disease.

Method 150 cases with hyperlipemia combined with stable angina pectoris and asymptomatic coronary artery disease were
randomly divided into three groups.  Control group was given conventional treatment of coronary heart disease; observation
group | was treated with additional atorvastatin 20 mg/d; observation group II received additional atorvastatin 40 mg/d.
The treatment duration was 12 weeks.  Fasting venous blood was collected to detect serum levels of adiponectin, serum
amyloid A, nitric oxide and endothelin-1.  The changes of nitric oxide and endothelin-1 were used as indirect indexes for
blood vessel endothelium function. Results  After treatment, serum levels of adiponectin and nitric oxide were in-
creased , but endothelin-1 and serum amyloid A were decreased in observation group I and Il (all P <0.05), with signifi-
cantly greater changes of each index in observation group I than those in group I. Serum adiponectin correlated signifi-
cantly with nitric oxide, and was inversely related to endothelin-1 and serum amyloid A. Conclusion Atorvastatin im-
proves blood vessel endothelium function via reduction of serum adiponectin level.  This agent may play an important role

in the prevention of atherosclerosis.
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Table 1. The change of serum APN, NO, ET-1 and SAA before and after treatment in three groups

o b Xf IR ML T 4 ML 4

o {EREgil] 7R {EREgil] TR {EREgil] TR
APN(mg/L) 4.23+0.65  4.25x0.56 4.21£0.51  6.39 £0.46" 4.70£0.62  9.57 +0.58™"
NO( pmol/L) 35.64+£9.22  36.92+7.46 35.75 £8.64  51.26 £6.50" 35.85+5.73  76.50 +8. 46"
ET-1(mg/L) 97.20+7.24  96.50 +6.73 98.04 +£7.85  65.46 +6.46* 97.20+7.24  47.95 £5.35"
SAA(mg/L) 3.28+0.34  3.22+0.29 3.25+0.32  1.84 +0.25" 3.27+0.30  0.76 £0.07™"

ay P<0.05,b K P<0.01 5EHIBIFETHE ;¢ I P<0.05,5 XIRHAITIE A d P <0.05, 5% T 44975 i,
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Table 2. The change of blood lipid before and after treatment in three groups

L4, WHIE B ZE R A G IR X (P <0.05;%2),

o X B2 Mg 14 Mg A

AT TR AT TR AT TR
TG (mmol/L) 1.83+0.37  1.820.40 1.83+0.52  1.59+0.51" 1.87£0.42  1.34 £0.45"™
TC(mmol/L) 5.26+0.45  5.30£0.51 5.35+0.36  4.50 0. 16" 5.35+0.43  4.13£0.50"™
LDLC( mmol/L) 3.25+0.18  3.2720.22 3.34£0.45  2.66+0.41" 3.40£0.24  2.27+0.21""
HDLC (mmol/L) 1.08+0.11  1.08+0.12 1.05+0.30  1.24£0.23" 1.07£0.26  0.69 +0. 15"

ajy P<0.05, 5FAIAITATHE ;b R P <0. 05, 54 MAIAIT A ;e A P <0.05, 5% T 4iB)7 )5 sk,
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