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Clinical analysis of Warfarin in guidance of gene testing on

124 cases of anticoagulation therapy”
HU Xuejun' . FANG Cunming',HUANG Zheng',HOU Shiziang®
(1. Department of Cardiology ;2. Department of Pharmacy ,People’s
Hospital of Xuancheng s Xuancheng s Anhui 242000,China)

[ Abstract] Objective To evaluate the clinical application value of Warfarin therapy guided by gene tes-
ting. Methods A total of 124 patients were randomly divided into the genotype-guided group and the tradi-
tional group. In the genotype-guided group, Warfarin doses were prescribed according to the genotype, age,
height, weight. In the traditional group, Warfarin doses were administered according to clinical practice. The
difference on percentage of time in therapeutic range 1. 8 —3. 0 for the international standardization ratio
(INR), the incidence of excessive anticoagulation, the incidence of low INR, the time to achieve therapeutic
INR, the time to achieve stable Warfarin dose, thrombosis and bleeding events were observed during 12 weeks
after Warfarin therapy. Results The percentage of time in therapeutic range 1. 8 —3. 0 for INR in the geno-
type-guided group was (67. 2416. 8) % ,and (59. 3+17.8)% in the traditional group,with a difference of
7.9%95%CI :4.9% —8.9%,P<0.01). The number of patients and duration with INR higher than 3.5 in
the genotype-guided group were lower than those in the traditional group,and the duration of INR lower than
1. 8 was lower than that in traditional group. The median time to reach therapeutic INR in the genotype-guided
group was less than that in the traditional group,and the time to reach stable INR was less than that in the tradi-
tional group. There was no significant difference in bleeding events and thromboembolic events between the two
groups. Conclusion The genotype-guided group is superior to the traditional group in terms of main and secondary
observation indexes,and genotype-guided administration may make Warfarin therapy more effective and safe.
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