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Effects of Fluvastatin Combined with Aspirin on the Related Indicators of Patients with Diabetic Lower Ex-
tremity Arteriosclerosis Occlusive Desease

KANG Zhen', WANG Ning’, WANG Fang’, YAO Huagqiang’( 1.Dept. of Rehabilitation, Hebei University of Engi-
neering Medical College, Hebei Handan 056002, China; 2.Dept. of Respiratory, Affiliated Hospital of Hebei
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ABSTRACT OBJECTIVE: To investigate the effects of fluvastatin combined with aspirin on the related indicators of patients
with diabetic lower extremity arteriosclerosis occlusive desease (LEAOD). METHODS: 80 patients with diabetic LEAOD were ran-
domly divided into control group (40 cases) and observation group (40 cases). Based on convertional treatment, control group was
given Rosuvastatin calcium tablet 5 mg+Aspirin enteric-coated tablet 100 mg every evening; observation group was given Fluvas-
tatin sodium capsule 40 mg+ Aspirin enteric-coated tablet 100 mg. They were treated for 3 months. Fibrinogen, plasma D-dimer,
blood viscosity, cholesterol (TC) , triglyceride (TG) , glycosylated hemoglobin (HbAc) , low-density lipoprotein cholesterol
(LDL-C) , high-density lipoprotein cholesterol (HDL-C) , carotid intima-media thickness, compliance situation of TC, TG,
HbAc, LDL-C and HDL-C, cases of carotid intima thickening, plaque formation, stenosis and occlusion before and after treat-
ment were observed, and the incidence of adverse reactions was recorded. RESULTS: After treatment, fibrinogen, plasma D-di-
mer, blood viscosity, TC, TG, HbAc, LDL-C and carotid intima-media thickness in 2 groups were significantly lower than before
treatment, and observation group was significantly lower than control group; HDL-C in 2 groups was significantly higher than be-
fore, and observation group was significantly higher than control group, with statistical significance (P<<0.05). Compliance rates

of TC, TG, LDL-C and HDL-C in observation group were significantly higher than control group, proportion of carotid intima
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thickening and carotid plaque formation were significantly less than control group, with statistical significance (P<<0.05), there

were no significant differences in the compliance rate of HbAic, proportion of carotid stenosis and occlusion and the incidence of

adverse reactions in 2 groups (P>0.05). CONCLUSIONS : Fluvastatin combined with aspirin can significantly improve the pa-

tients” blood viscosity, blood lipid, vascular endothelial function in the treatment of diabetic LEAOD, it can reduce the thrombotic

disease risk, and does not increase the incidence of adverse reactions.
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Tab 1 Comparison of fibrinogen, plasma D-dimer an-
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W 40 35(8750)° 3208000 30(75.00)  36(90.00)°  31(77.50)°

popisei 40 26065.00) 22055000 25(6250)  26(65.00)  20(50.00)
T X REA H A, *P<<0.05

Note: vs. control group, “P<<0.05
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rotid plaque formation, carotid stenosis and
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Tab 5 Comparison of carotid intima thickness be-
tween 2 groups before and after treatment

(x+s,mm)
i) n TR e
WEH 40 1.66£0.72 1.14£0.56™
popiceil 40 1682071 143+067°
H SIRITTIT AR, *P<<0.05; 5% HRAH Hik,"P<<0.05

Note: vs. before treatment, *P<<0.05; vs. control group,”P<<0.05
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