JEE DT SEEMBEEMER UMK 1 HIR3CHE S

THE®, GmA®, KEM, AET ChEEEREEEAMER, a AR, baOSE 9 FX, JEE 100037)

Bl

WE: BRY W EEUES L ERRBIERGY e, ERH LR T, Bk 178 FXFFHEFRKRPBIIR
R EEIT, ARAEENS 2 BB RAmh, hfkfe s FHAER, &4F INRIELA 59, FAFMLEWR, PLE
Y& K1 10 mg &2 )5 T, MGHAE INR 1HR AL k4 B ) & T % 40% /5 INR 1EA 214802, A A B &4 BILAR1$
FAAEE N, INRE#EL 2 ARG TR, ALLIRMNZZRERAEENST. ER BHERTOEEIRETHNE
Eeh bR NG, BhTRERGRELR, FENHFOLL2E, Thie5 9B OSSN EEREIRT K,
FRABAORIGIR; JEE N B AT IR B P G CYP2CY 474 7], CYP2C9 A S ALk ey KiftBe ., X 2 AH4E R &R T
WrRAE MR A, Hib ERPEFHRBERESFOE LT mAEEN4/E, EiGE g B INRAFHEEBER
AR AL AR F 20%, ZJEHIE INR E 4k 9 5 H & 2485

FERIA): feikk; N4 MEZAER

hESES: R9%M.1 YHEkFRERS: B
DOI: 10.13748/j.cnki.issn1007-7693.2016.07.024

XEHS: 1007-7693(2016)07-0934-03

Interaction Between Fenofibrate and Warfarin Experienced Hematuria: Case Report and Review of the
Literature

DING Zheng®, ZENG Lihuab, ZHANG Yimei®, ZHENG Yinglia*(Fuwai Cardiovacular Disease Hospital, Chinese
Academy of Medical Sciences, a.Department of Pharmacy; b.Cardiac Surgery the Ninth Ward, Beijing 100037, China)

ABSTRACT: OBJECTIVE To explore the interaction between fenofibrate and warfarin as well as the mechanism of action.
METHODS The case of 78-year-old man received stable warfarin therapy before initiation of fenofibrate. After 1 week, the
patient experienced hemoptysis and hematuria. On admission to the emergency department, the INR was 5.9, so warfarin was
discontinued and using vitamin K1 administered intramuscularly. Adjusted the dosage of warfarin based on the INR after
discharge and warfarin dose was reduced by 40%. Half month later he discontinued fenofibrate because of myalgia and INR
declined for two consecutive weeks. The dosage of warfarin was adjusted and the patient’s INR remained stable. RESULTS
The addition of fenofibrate on stable and therapeutic doses of warfarin increased the anticoagulant response to warfarin.
Fenofibrate was highly protein bound, with the potential to displace warfarin from its binding protein, leading to an enhanced
anticoagulant effect. Fenofibrate was also a mild to moderate inhibitor of CYP2C9, the enzyme was responsible for S-warfarin
metabolism. The combination of the two effects may increase the anticoagulant response to warfarin. CONCLUSION 1t is
suggested that serial monitoring of INR and consider an empiric 20% reduction in warfarin dosage when fenofibrate is initiated
when patient on stable and therapeutic dose of warfarin.
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