DOT :10. 132887j. 11 2166”1. 2011. 11. (B5
2011 6 52 11 Journal of Traditional Chinese Medicine, 2011, Vol. 52, No. 11 ° 941 -

CYP2C19 *2

o' M B Fapg' 2ag’ kel

(1 . , 1, 350108;
2 )
- (WKJ20082-059)
* : myquickemail @sina. com, (0591) 8883544 1
[ | (PCI) (VWF) CYP2C19 *2
371 PCI 1 (77 ).
(193 ) (101 )3 -, PCR-RFLP CYP2C19 *2 s
(PLT). (MPA) .vWF (Fg). CYP2C19 *2 (GA+AA)
(X’=127 093, P<<0 001). Logistic , ,CYP2C19 *2
(GA+AA) (OR) 3 371(95%CI: 1. 557~7 295, P=0 002). MPA
vWF , (P<0 05). vWF  ROC ,yWF=118 10% ( 0 842,
0 767, 78 6%, Youden 0 609), . pPCl
CYP2C19 *2 s vWF
[ ] ; ; ; ; CYP2C19 *2

Correlation of Severe Blood stasis Syndrome, Plasma Von Willebrand Factor and Polymorphism of CYP2C19 *2 Gene

ZHANG Ya', CHEN Hui’, LI Candong', WU Hongxia’, LIN Yunchai’

(1. Institute of Integrated Traditional and Western Medicine, Fujian University of Chinese Medicine, Fuzhou 350108; 2.
Provincial Clinical College, Fujian Medical University)

ABSTRACT Objective  To approach the correlation among severe blood-stasis syndrome, plasma von Willebrand factor
(vWF) and polymorphism of C YP2C19 *2 gene in the patients after percutaneous coronary intervention ( PCI). Methods To-
tally 371 coronary heart disease patients after receiving successful PCl were adopted in this study. One week after operation,
they were divided into three groups according to the scoring criteria of blood-stasis syndrome, i. e. non blood-stasis group ( 77
cases), mild blood-stasis group (193 cases), and severe blood stasis group ( 101 cases). The PCR-RFLP gene analyzing meth-
od was adopted to detect the polymorphism of CYP2C19 *2 gene. At the same time, the platelet count, maximum platelet ag-
gregation (MPA) rate, vWF, and fibrinogen (Fg) were tested. Results Mutations GA+ AA of CYP2C19 *2 gene was higher
in the severe blood stasis group than in the other two groups (X>=27. 093, P<0 001). The multifactor logistic regression a-
nalysis indicated that taking the non blood-stasis group as control, after adjusting all common risk factors, the odds ratios
(OR) of GA+AA of CYP2C19 *2 gene diseased with severe bloodstasis was 3. 371 (95% Cl: 1. 557-7.295, P= 0 002).
MPA and vWF of the severe blood stasis group were higher than those of mild blood-stasis group, and the difference was sta-
tistically significant ( P<Z 0 05). The ROC curve of vWF indicated that those patients were more likely to be severe blood-stasis
when vWF = 118. 10% ( sensitivity O 842, specificity 0 767, syndrome differentiation accuracy 78. 6%, and Youden index
0 609). Condusion Those who have C YP2C19 *2 gene mutation after PCI are susceptible to severe bloodstasis, and vWF
serves as an important concrete indicator of syndrome differentiation.
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