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CLpo,u for S-warfarin (ml/min/kg)
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RIF9d CYP2COEIEFEERDNE
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WF @1 B ERME T 2EMAH 5.

Presented by Medical*Online



112

HIZZ O EN S-WF @ Cu-INR BZIC K& < ¥

INR

&

B OHl O o8k §25 (2007)
1 Mutations in VKORC1
exonl exon2 exon3
R [:
BHES5H B [
584 Link 95 5 D0 SNPs
(4931, ~1639, 1173, 1542, 2255) (497) - H1
e w2
(~4451) H7
(3730)
_|——I: o
H9
E4 VKORCI®DNTO% A FHITHEREY
54 FTOIRIERRY v 7 T HRIBFERE L DA I NV—T I WF O 5RHETH D
Genotypes of VKORC1 1173 C > T variant
Wild (C/C) Hetero (C/T) Homo (T/T)
5 5 5
hej o
4t o = 4r o F o
& o
o
l¢] o2
3t o9 3t < 9 o 3t
Qp 0 o . Q%Z)@ O o®
0 g%s0 © o ® Q
2 o © 2F ¢ (&N
¥BO o % .
e o
1F 1} e
O 1 1 0 i L () 1 1
0 5 10 15 0 5 10 15 0 5 10 15

Cu of S-Warfarin (ng/ml)

X5 S-WF QigdgiRiRE s INR OBRICRIFT VKORCI 1173 C > TERDFE
O; HA, @ HAAN
AEIZESTAAN, AAIC

oM EN FR L, /K @:/)H J< AN

L C VKORCI 1173C >T A2 LY, WF O -INR

VKORCI D [d]— genotype AT HBETIIAREIC

BL, HAAN, Z5MICAANEBIZZOERDEF LT WEHRRLERITIZTEE Lo, HIZ, Z0
FEC XD REZEREL b 2 L 2WE L2V (K5). ERE2~T0, bbb uxif%ﬁ'wﬁﬁ‘é%ﬁmmﬁ
F7-, VKORC1 1173 OlF &= a2 H LT\ L Wi AR L WK RO WEF 23 5 8Tk Y

i¥, S-WF @ Cu-INR BfRIZAAAN & B ADKTH
file 7o AR 50
BB 2 XBRIT LT (WF &R 52l
RoOZEEZRN), WFRSEILS
HA DL 21T > 72 (K6) .
YN2E 252

(gene-dose W D A71E), HARNEFE D 80%LL |
IHEZEOEWAREERBAEZF L TND I LAY
Eﬂb?”:. —HTZORERIE, iRz he—
D= DI HARNBEE DR 18% (5~6 412 14) I

Hziif\oﬂii"] WF #¢5-4 (#) 3.3mg/d) Ll L& mZE L
T2LWF LA Z O ZABBFREAL TSI E

BO LR T KIC, CYP2CY ¥/E
RIEY CYP2C9 %
WTHAAE
ERTHRT D LEHA

BIIAABELVERCO R,

Presented by Medical*Online



PUEEFE TR OB I 1T D s 12T (genotyping) O & 7% 113

Genotypes of VKORC1 1173 C >T variant
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Boilr, WF #6580 A2 %IF 4o Vitamin K
& 17 % 15 BE ¥ & 5 (F-1I, F-VII, F-IX, FX, »-
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LENTWA.
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