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ABSTRACT: OBJECTIVE  To provide reference for clinical pharmacists discovering and participating in pharmaceutical care 

for warfarin resistance patients. METHODS  Based on gene detection, the anticoagulation plan was built and the reason 

inducing warfarin resistance was analyzed. The process of pharmaceutical care by clinical pharmacist was described in details. 

RESULTS  INR of the patient achieved the target area and hemorrhage events were avoided post-discharge. CONCLUSION  

For warfarin resistance patients, clinical pharmacists particularly need to discover in time and keep long term follow-up and 

pharmaceutical care. 

KEY WORDS: clinical pharmacists; warfarin resistance; gene polymorphism; pharmaceutical care 

 

                              

�����Éõ�-
-12-34'6    Tel: 18693578418    E-mail: 18693578418@163.com    

∗
�����ø�-
-12-34

'6    Tel: (025)83304616-66670    E-mail: njglyyxh@hotmail.com 

%& ��ÍfZ41!£<cwxê[#�

\ & K ]�¯���ÍfZKZoJ�!wx

!+,çzrÆ�Î�^_��l(International 

Normalized Ratio�INR)!u^`a�2.0~3.0Ab

ácwxde�(r¯�Õ�f�mn 20g�Ë

µ¶ INR hixgAêúKZËz(jm¯�b

áck�nt�lmnÓántu^ INR `a�

o�Vp�Pbácq�(warfarin resistance)A�

vw)� 1 vbácq�pq�vrsq���

uá�tuA 

1  ����  

KZ���46���v��wR 1è) 2013

¸ 7¹ 27º��A�3� 78 kg��m�171 cmA

��£<�v����ÍfZ41AÊ��

T 36.8 Ì�P 78 Ï ·min

−1
�R 19 Ï ·min

−1
�BP 

170/100 mmHg�v��TUÜw�vÔx	Ë 

m�y�æIÔÔ�&z{�°|SRAv��

r}�� ��vùx 48 cm�}ùx 46 cm�v

Ôx 40 cm�}Ôx 37 cm�vÔx Neuhof
(+)�

Homans
(+)A�	
Ê�Ò�
¶)*P CYP2C9

g×Ò�*1/*1(430CC�1075AA)~�VKORC1 g

×Ò�-1639 GA ~A%&Î�bácrÆÒ��

yG�Ñ��!bácè¯��������b

ácb�¯� 5~7 mg�\�¯� 5.26 mgAKZ�

����ð�Í����(�(��Zwx 6 dA

A�Zwx�´(bác�!wx��YC@�

) 2013¸ 8¹ 12º��A 

2  ����	
��
 

BKZbácb�¯� 3 mg�zr 4 d�r

s)�bácÒ�
¶)*´�m 4.5 mg�z(

2 d����rs¨©KZ�����·KZ>J

9Ê PT/INR�³´@�ØÓ�fNO�8�9G

ÏVWAKZ��� INR ��bác¯�I" 1�

%&rs���KZ©�´�m 6.75 mg�INRn



 

�������� 2014	 10
� 31�� 10
                      

Chin J Mod Appl Pharm, 2014 October, Vol.31 No.10      �1283� 

u^`a�nKZ �V	
�8��f�lY

\�bác­�m 6 mg�)* INR ���rs�

�KZ 6.75/6 mg ��z(�y¹�9Ê INRnt

u^`aA 

� 1  ���������	 INR �
��
� 

Tab. 1  The warfarin dosage and INR during hospitalization 

and after discharge 

 ! PT/INR "$���/mg 

8ê 6  − 3 

8ê 9  11.1 s/0.97 3 

8ê 10  − 4.5 

8ê 14  13.3 s/1.02 6 

8ê 19  17.2 s/1.43 6.75 

8ê 28  32.8 s/2.64 6 

9ê 11  18.9 s/1.47 6.75/6 

9ê 25  24.1 s/2.02 6.75/6 

10ê 18  22.5 s/1.94 6.75/6 
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