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A Multicenter, Prospective, Observational Study Evaluated the Efficacy and Safety
of Fluvastatin Sodium Capsules of 80 mg Per Day Treatment

Chinese high-risk patients in fluvastatin application group
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[ ABSTRACT] Aim To evaluate the effect of fluvastatin sodium 40 mg BID on low density lipoprotein (LDLC) level
and the tolerability in Chinese patients with stable angina or type 2 diabetes mellitus whose LDLC was failed to achieve LD-
LC goal according to Chinese lipid guideline( >100 mg/dL) with fluvastatin sodium 40 mg QN. Methods A mulii-
center, prospective and observational post marketing surveillance. 251 dyslipidemia patients with stable angina or type 2
diabetes mellitus (T2DM) were enrolled in this study.  These patients were failed to achieve their LDLC goal ( < 100
mg/dL) by the treatment of fluvastatin sodium 40 mg QN for at least 4 weeks, and were up titrated to fluvastatin sodium 40
mg BID by the discretion of physicians.  The follow up duration was 8 weeks.  The primary efficacy variable was the per-
cent change in LDLC from baseline at week 8.  The Secondary variables were the proportion of patients reaching their tar-
gets in LDLC, the percent change from baseline in total cholesterol (TC) , high density lipoprotein cholesterol (HDLC) ,
triglyceride (TG )and the tolerability. Results Totally 251 intentions to treatment patients (ITT) were in this study.
After 8 weeks fluvastatin 40 mg BID reduced LDLC by 27.3% , 25.3% and 28. 9% in total patients, stable angina and
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T2DM respectively (P <0.001).

with stable angina and 67.2% patients with T2DM reached their goal.
17.78% in total patients, stable angina and T2DM respectively (P <0.001).

59.4% patients reached their LDLC goal at the end of study, of those 52. 9% patients

TG was reduced by 17.02% , 16.50% and

4 (1.6% ) patients experienced clinical

significant aminotransferase ( ALT/AST) elevated >3 times the upper limit of normal (ULN) , among them 3 patients con-

tinued to use fluvastatin after reducing the dose to 40 mg QN.

symptoms or bilirubin abnormal or albumin decrease.

creatine kinase levels >5 x ULN.

None of the cases were accompanied with any hepatic

No myopathy events were reported and there were no elevations in

Conclusions Up titration dose of fluvastatin from 40 mg/day to 80 mg/day allows

good efficacy and safety, and provide an alternative treatment method for stable angina and T2DM patients whose LDLC

failed to reach the goal by the treatment of 40 mg/day.
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Table 1. Baseline level of serum lipids

£ =B 7 BA TRERLLLE 2 BRI
TC 5.53 £1.02 5.50+1.11 5.55+0.95
LDLC 3.53 +£0.80 3.47 +0. 82 3.57+£0.80
HDLC 1.14 £0. 36 1.16 £0. 38 1.11 0. 33
TG 2.19x1.16 2.16 +1.09 2.21+1.24
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Table 2. Changes of serum lipid at different time
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Figure 1. LDLC change from baseline at different time
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Table 3. Summary of death, severe or other clinical signifi-

cant adverse events
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