REYES#E www.shengwuyixue.com Progressin Modern Biomedicine Vol14 NO.12 APR.2014

- 2383 -

doi: 10.13241/j.cnki.pmb.2014.12.048

VAR Aty T 1k A oz ¥y dpe ol Je

Ko

AEE REAM

R

(1 BIREER RS B ERE Z AT o R3E 150001; 2 F =T ARER Z AT §45 156300)

FEE . It X 46 7T (pitavastatin) £ #7 — KA LA % 09 Bt fig K 2540, 1% 25 237 — K HMG-COA £ REF47 5 F), B T8 57 RA R Z 05
Ao g o iR o S 5 AT, AR 45 B E Mk LDL . TC. TG, &4t & HDL-C, #h#3h e Rtk B, BoA M fm ik 45 b, JF B MAK, %
AT B R BRI AR AL AR A R e RAE R L K SRk I ARA T 6 W SR R i R AT R A

FERIE) : IE XA T 5 S 9 [ o

FESES:R541.4 XEkERiIZEE:A XEHS:1673-6273(2014)12-2383-04

Pitavastatin the Ting Clinical Applications Progress
ZHANG Jing', ZHOU Li-jun’, LUAN Tian-zhu**, XU Feng-long’
(1 First Affiliated Hospital of Harbin Medical University, Department of Cardiology, Harbin, Heilongjiang, 150001, China;
2 Sanjiang People's Hospital, Fujin, Heilongjiang, 156300, China)

ABSTRACT: Pitavastatin is the new generation of synthetic lipid-lowering drugs. The drug is a new generation of HMG-COA re-

ductase inhibitor, for the treatment of the original hairstyle hyperlipidemia and mixed dyslipidemia, low-density lipoprote in cholesterol
(LDL-C), Total cholesterol(TC), triglycerides (TG), and also increase high-density lipoproteincho lesterol (HDL-C). The drug iswell tol-

erated and safe. Itnotonly haspotent cholesterol-lowering effects, but also has anti-atherosclerotic, angioge-Nesis-promoting and anti-in-

flammatory effects by selectively acting on liverv cells. The advancement of pitavastatin in current clinic newest researches are reviewed

in this article.
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