-350 - E PR 25845 &E 20104F 10 A #8374 45 5 ] Int Pharm Res, Vol.37, No.5, October, 2010

DRI ESMERABFSNMEL Bt R

FEEL Y

EEE

W RS2, F

U IO L7755 e J P N 288 e o 1) 5 BB | T 245 400 e PR AL 2 15 S AR AR 36 7 O 08 50 0 i Joe Ay 33k R 0 AR

7P T A JEC G 24 )k PR 2B S S 2 W RN R D 2 A BT B O R R SE BRI T SR R BRI L A SO
Wi PR b i 5 P BRI B BE 25 v I T 24 0L/ A SR 400 1] 700 R0 98 3 100 A 2 2 24 ) Hh R R T I I A 24 ) R T 20 <

ik,
[REER] YN 2, O 258 A RIEIR T 3R 23540
[FES%ES] R978.7 [XHEk#RIREE] A

[XEHS] 1674-0440(2010)05-0350-05

Development of pharmacogenomics and individual therapy in cardiovascular

and cerebrovascular drugs
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[Abstract] Cardiovascular and cerebrovascular diseases are world-wide threats to human health in recent years. Achievements

in pharmacogenomics and individualized treatment have become a bright spot in the treatment of these diseases. Cardiovascular and

cerebrovascular pharmacogenomic researches focus on the relationship between the drug effects and genetic polymorphism, which

provide theoretical basis for individualized treatment . This review gives an overview of the developments of the pharmacogenomics of

the most commonly therapeutic agents in the treatment of cardiovascular and cerebrovascular diseases, such as anticoagulants, an-

tihypertensive agents, platelet aggregation inhibitors and cholesterol lowering drugs.
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