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Pharmacokinetics and clinical monitoring of rivaroxaban
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[ Abstract ] Anticoagulants play an important role in the treatment and prophylaxis of thromboembolic diseases. Traditional anticoagulants (eg.
warfarin and heparin) have several limitations in clinical application due to their own disadvantages. Rivaroxaban, an oral direct inhibitor of factor
Xa, has been widely applied in clinical practice with predictable pharmacokinetic profiles. As with other new oral anticoagulants, rivaroxaban is
given at fixed doses without routine coagulation monitoring. However, in certain patient populations or special clinical circumstances, measure-
ment of drug exposure may be useful, such as in suspected overdose, in patients with acute renal failure, or in patients who require urgent surgery.
This paper reviews the domestic and international researches on the pharmacokinetics and pharmacodynamics of rivaroxaban and provides a refer-

ence for further study of rivaroxaban.
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1 BERZREBERGNEN N ZRGYUFEFFHE

FIER VD BEAE E S M R AZ U AR N 1) 245 8012 ( phar-
macokinetics, PK ) #F5% (n=108) K. Zyutiih<k
MY (area under plasma concentration-time curve,
AUC) M RIMZGHREE ( Ca ) RIS,
M3 KT 10 mg Ji , AUC Fl C,, BN LA P
FREMEREN (n=40 ) RNFIHIDPELS 32240 S
I AL, Hrp 5~20 mg MV BELE H R A
RN Coae lEETMER AT, FEAIESHOCE
EMEESO (HELD)

=1 RN AFIID B3 012 250

i A% T A b BE 25 %507 ( pharmaco-
dynamics, PD) BYMFFEHE bR 22 0 BE L B B 1] ( pro-
thrombin time, PT) . {if LB 5EE 1015 BEA ] (ac-
tivated partial thromboplastin time, APTT ) . Heptest
1 Xa R 736 M. Kubitza 25 7 BF 58 b, PT 7644
255 1~4 h bR RAER, SRRV BE il 24 ik B A A0
Ktk (7=0.935) ;5 Xa P16 P06 F2 B AL 5 0024
WEIEMK (r=0.949) , 7E4525)5 3 h i Xa
TG PR KA. Zhao'® | Jiang %5 A W5
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25 2 I 25 B IR AR AS S 2~3 h i Xa R
PRI RANG], PT F1 Xa Bl 716 AP F2 R 5 A1) b
PRI 259 A BGRARSCHE (7=0.931 F1 r=0.942) .
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I 393 R AT 52 v, M AR VD BETE 8 3 1A N A 24

Zik# R (%) mETR AE(mg) feAkE () 7,0 (h) 7,,° (h) Cow’ (pgeL™) AUC® (pgehel™")
EIZEAT 19~45 AR 1.5 8 3.00/2.50~4.00  3.93/35.50 23.00/22.40 119.0/24.5
5 6 1.88/0.50~4.00  4.27/25.30 72.00/19.70 446.0/23.0
10 8 2.00/0.50~2.50  9.07/61.80 141.0/15.50 1020.0/14.9
20 7 1.50/0.50~4.00  7.60/35.40 173.0/35.60 1612.0/36.1
40 8 1.50/1.00~4.00  8.88/51.60 234.0/36.50 2412.0/20.3
80 6 2.00/0.50~4.00  17.4/68.50 316.0/40.70 3298.0/31.0
FEMERANT 20~45 Fazs 5qd 7 3.00 8.40/32.60 76.40/18.30 505.5/19.7
5bid 7 3.00 7.00/27.80 85.30/17.70 458.5/13.1
5 tid 6 2.00 5.80/35.50 123.8/19.70 557.3/20.4
10 bid 7 2.98 7.60/26.70 158.0/18.08 863.8/18.6
20 bid 7 2.50 8.00/40.70 318.1/18.70 1903.0/24.5
30 bid 7 3.02 9.20/64.10 451.9/10.50 2728.0/14.6
hEA 18-45 P 2.5 8 2.00/0.50~6.00  3.38/46.37 51.27/3.40 251.7/0.57
5 8 2.00/1.00~4.00  7.92/18.11 67.21/1.90 410.6/0.29
10 8 2.25/1.00~4.00  7.57/18.45 143.2/0.91 1022.0/0.13
20 8 2.00/0.50~3.00  5.62/24.62 204.4/0.57 1354.0/0.10
40 8 1.25/0.50~3.00  7.03/25.65 176.1/0.70 1 402.0/0.09
FEAT 18~45 s 5 bid 8 2.00/1.00~3.00  4.90/18.86 115.4/23.55 674.0/14.59
10 bid 8 2.50/1.50~4.00  5.10/25.16 215.9/19.51 1305.0/18.11
20 bid 8 2.50/1.50~3.00  4.60/11.68 415.1/16.18 2527.0/20.69
30 bid 8 2.25/1.00~3.00  5.80/30.59 590.3/8.68 3601.0/14.23
FEAY  59~74 PG 5 12 2.00/0.50~4.00  4.50/51.40 121.3/27.2 610.1/36.6
10 11 3.00/2.00~4.00  9.00/55.80 228.0/20.5 1060.0/18.0
20 12 3.00/1.00~4.00  8.30/59.60 386.2/17.5 2167.0/16.7
30 12 2.00/1.00~4.00  9.60/61.70 550.2/19.4 3360.0/21.8
40 10 2.00/1.00~4.00  8.80/63.60 670.2/20.7 4339.0121.6
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2 10
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NVAF 54 M NA 20 NA 249 44 3 164
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