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A Case of Prolonged Coagulopathy in a Patient I ntoxicated with
Superwarfarin Rodenticide
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Superwarfarin, such as brodifacoum, is a highly lethal vitamin K antagonist used as a rodenticide. Brodifacoum has

a particularly long half-life in the body, which ranges to several months, and therefore requires prolonged treatment

with antidotal vitamin K.

We experienced a case whereby an 18-year-old male was presented to the hospital with a severe bleeding disor-

der. It was discovered that he had ingested brodifacoum rodenticide with intent to commit suicide. Despite continual

treatment with vitamin K, the bleeding disorder persisted for several months before he recovered. We report this

case with literature review.
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Fig. 1. PT INR changes during vitamin K supplement.

* 1 At this point the treatment halted due to the patient’ s escape.
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PT INR: prothrombin time international normalized ratio, HD: hospital day
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BRI Q| AIHQHIIE! (superwarfarin) &AH 522 Qlst &

% aPTT 38.7%, PT 16.1%, PT INRE 1,56 & ZA =9}
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A 3-8 &aIE veRit ohukle HERl K9 H
g4 FeQl ulghd K, ol ZEA|=(epoxide)7} HEFY K,
o2 A AAEE #ofsh= HIE K, ol A= Sda
Z(epoxide reductase)E Ao M 331 S
Uehdc) . & vebdl K, 9]&4 33zt 10, v, IX %
X9 A2 AT, Fuiskotel A A shote
I} & 4-hydroxycoumarin i8] FZE 7}A| 2L e},

ojutA o] X ate] S Hole AAFEL o9t
2 HJERI K, o] FA| =)o) A o] Holx] gl Hol
JEb K, o ZA= $QE A2 7HA 3 Qin}, 79 ¢}

o|Ze AAFE= &7} =l o] AL 39}
ol g A3 BARE (lipophilic side chain) el
o5 Aoz Aztert. of T2 93| 739skele s}
d Xt 100v] o Bg AgHH a5 UERi.

¥t Foll A= brodifacoume] 53] @o] 2x0]
+dl, brodifacoume] 7}A 1L gl ARty ZARER]
4’-bromo 7Z7} Fag AL vt AZhEo| A
Q. oA WollA brodifacoum?] vr77]E 20~62Y
A2 4R g}, Algho] brodifacoume A # st
& 4% 8719 ol A7} Baw FE ek, Morgan
572 brodifacoum(172 g, brodifacoum 0.005%)2 4
Ak 224 o4zt FA AN EFFo] AT FHE B
t=dl, o] Bxe] B¢ FeA 257t dastAs &
QAR 671 F3te] HERR] K, Fo7} Zastglrial st
A}, Travis 5" 36719 B &o}7} brodifacoumg 4]
Hgt 5 77, v 2 9 AT Hol A FHE B
stEdl, o] Solo] A= ARZ 2 FX7} 2 g/dL7t
Al Hojzl= F AT F5 S0] A, A 2 8%
2 HERl K, 9] Fojol= Batar 278 3F St
A& ¥t B 19t Hui 22 brodifacoum &8
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