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Effect of Fluvastatin on Serum vWF and D-D Levels and Heart Function of Patients with Chronic Heart Failure
LIU De-biao', YANG Hui’(1.Dept. of Pharmacy, Chongging Jianshe Hospital, Chongging 400050, China; 2.Dept.
of Two Internal Medicines, Chongging Jianshe Hospital, Chongqing 400050, China)

ABSTRACT OBJECTIVE: To study the effect of fluvastatin on plasma von willebrand factor (vWF) , D-dimer (D-D) level and
heart function in patients with chronic heart failure (CHF). METHODS: 78 patients with CHF were randomly divided into control
group and test group. Control group was given conventional treatment, including cardiac glycoside drugs, diuretics, angiotensin
converting enzyme inhibitors or angiotensin receptor blockers and fB-receptor blockers, etc. On this basis, test group was given Fluv-
astatin capsules 40 mg, administrated at draught after dinner. The course for both was 28 d. The clinic data was observed, includ-
ing left ventricular ejection fraction (LVEF), left ventricular end-diastolic diameter (LVEDD), vWF, D-D levels before and after
treatment and incidence of adverse reactions. RESULTS: After treatment, the LVEF level in 2 groups was significantly higher than
before, and test group was higher than control group; LVEDD, vWF and D-D level were significantly lower than before, and test
group was lower than control group, with significant differences (P<<0.05). There were no obvious adverse reactions during treat-
ment. CONCLUSIONS: Based on the conventional treatment, fluvastatin can significantly improve the coagulation function in pa-
tients with CHF, with good safety.
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Utilization Analysis of Antidiabetic Essential Medicines in the Outpatient of Our Hospital from 2012 to 2014
LIAO Yin, SHI Li-min(Dept. of Pharmacy, Beijing Friendship Hospital Affiliated to Capital Medical University,
Beijing 100050, China)

ABSTRACT OBIJECTIVE: To provide reference for clinical rational use of antidiabetic essential medicines. METHODS: Retro-
spective analysis was used to sort and analyze the consumption sum, DDDs and DDC of antidiabetic drugs in the outpatient of our
hospital from May Ist, 2012 to Apr. 30th, 2014. RESULTS: The consumption sum and DDDs of insulin and oral antidiabetic
drugs had upward trend. The top 3 consumption sum and DDDs of oral antidiabetic drugs were acarbose, metformin and glimepiri-
de, and the highest DDDs of insulin was short-acting and premixed recombinant human insulin, all of them were in the National
Essential Medicine List (2012 edition) ; DDDs of Glibenclamide tablets, Glipizide tablets and Chinese patent medicine were rela-
tively small; DDC in long-acting insulin analogues was obviously higher than other kinds of insulin. The sales ratio of essential
medicines was increased from 10.48% to 67.78% after National Essential Medicine List (2012 edition) carried out. CONCLU-
SIONS: The use of antidiabetic drugs in the outpatient of our hospital is basically rational. Acarbose and metformin have the high-
est DDDs, and DDDs of insulin analogues grow rapidly.
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