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Treatment with the Taylor Cyanide Antidote Package
after Cyanide Poisoning: Case Report

Beom Gyu Cho, M.D., Hyun Kim, M.D., Han Joo Choi, M.D., Yong Soo Jang, M.D.,
Tae Yong Shin, M.D., Kang Hyun Lee, M.D., Sung Oh Hwang, M.D.
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Cyanide has been well known from antiquity. Cyanide poisoning causes histotoxic hypoxia--inhibition of mitochondr-
ial cytochrome oxidase with disruption of the ability of cells to use oxygen. The mortality rate is 95% within 30 min-
utes. Acute cyanide poisoning is mostly the result of attempted suicide, and because of the high doses typically
employed it usually is lethal within minutes. Also acute cyanide poisoning leads to a very poor prognosis because

medical personnel can’ t detect cyanide intoxication and so many hospital haven't antidote. We report two cases of

cyanide poisoning which responded well to treatment with the Taylor cyanide antidote package.
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AQrstEe I RRE W] AH-E SSEEA VES
Zglohfe] A EAE 43} E A YA (cytochrome oxi-
dase inhibition)& B3] A7} AAE o]&3= UALE
st 2AEA FALZSE FEshe sEEZet
S A YRR @AM 308 ool oF 95%2] XAk
& BolE F7HAALo| v e E5EF A U
FA AEE F54 9 AP 1EE §99 55,

QU R

gz AR $Ed g 2 7534 A
ASAL A BRI AREE AIE FHO2 Y
23 BAE 2V)d JGsL FFAEHAA 3 =4
(Taylor cyanide antidote package®, Taylor
Pharmaceuticals, USA)& FoJ3le] P&3l0] HYgH &
g BEst FAn AT F7) Rashs violt.
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45A) FEo 2 9l 1A A ARALe] 2EF Qtel Bst
I Q9 AA B /1S AF AHT F T EF
e FAZ SFAL WEIGT So] AAHL AU
o, U A AR AZE Y 156/92 mmHg, #4t 109
3l/8 58 303)/8, A& 353T Q. A4 EFA
B, TEFL FFo] T2 AV|Yon, ] oF W
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AF= Aok T A AL Aol FES
L AR ATk SFA WG FAE e 9
AV pH 7.13, pO, 1447 mmHg, pCO; 21,9 mmHg,
HCO; 7.2 mmol/L, base excess -20.1 mmol/L, lactate
14.6 mmol/L, &o]& 7+ 42.8 mmol/L, 2HAE s
98.2%, WlESZZE 0.2%, YASEAIAA 1.0%0]
Rk, AAE HAME pH 7.17, pO; 854 mmHg, pCO;
31.3 mmHg, HCO; 9.6 mmol/L, Base excess -21.5
mmol/L, AAEI}E 96.2% o] Yt). A AAAL A 9
g7 10,410/mm’, A & 143 g/dL, @4 %
299,000/mm® o] vk, A3 3HFAANAM Na 137
mmol/L, K 3.8 mmol/L, Bun/Cr 12/0.5 mg/dL ] $it}.
AAE AAME B4 99 o) FRHARD HAke B3
oltt. A ke FA% P, T-AW ¥ T
zpo) 7} A, Sol&o] F7HE AAEF, WEE M A8 Ak
FeradA L] FA VLR AIEHE 55 A8
ok EA 713 AT e VA 3§ e fEe
3 94 92 BAGS Foggich W A AHE
27] oA HoiglE ol Fike FojakA] il At
UEF 300 mgg 28] 24 AFI, € P HEF
50 mlg AFT F FEAAZ Y9t 4 3857}
e o yo] BN 4 69 2 2e] HE3HA
I EHAT FD YA AT BAvEA FHAPE A
39 zol7t FAstEYeH AFFE A HUT 9
g7l st NEARE AAs s T8
AdA gt BAR 0TI 4 14D uhe] S o
gasack Sx 23 4 AAEH 7 ARBlER
wEE A,

2382

204 Fgho] Ul 3087 A oA] AE BHORE A
Qe B4 5, o 2Ast A3t $FAR W3
t} Bo] HAHL YU, B AT Ato|EE T3 Al
¢tsl ZES A AT WE FA AAAFE €Y
113/77 mmHg, @4} 1053)/%, &&5 2338)/&, A&
36.1Cc 9ok gL EFAg o] A4S JMT. T
FTL Yo B A7) Pt U F vk LA H
At T A H2-e Aol FESLS HAH
A ke AL FEH L AL A ¥uTh
NEFAE A8 718 ARES AR B HEE
A3 o AAF 2 FHES T 3E4E W
A9 A 2738 F8E AL pH 7.37 pO2 2333
mmHg, pCO; 14.7 mmHg, HCO; 8.4 mmol/L, base

58

excess -13 mmol/L, lactate 11,9 mmol/L, 2-0]-& I+4
37.3 mmol/L, WIEFRZFEY] 6.4%, AL E L
0.3%0] It FHE L] AATIIEE 99.5%, TEAYA
A ERF AAY ] FAEIEE 90.5%E F-FY i
23w 2ol7} A H 23S BT I A HAL A
WYL 15,150/mm’, ¥ A 161 g/mL, &3
292,000/mm’o) it ¥ 3}sF AAY AF Na 142 mmol/L,
K 4.4 mmol/L, Bun/Cr 18/1,1 mg/dLo| it} AA= H
AP T 0 o) T FRART AR Aol 71
Y AR F 2RO 7JAEES AREIEY W
Y 208 %) Ak o}d 15 mLE 5 FYAFHL, 24
UEF 300 mg & 289 A AFIen, g 24
EF 50 mlE AF3HTE HS5A Fof 3387 24
o] &u] 13 YFARE Ao R FEHUL, F=A
Eo] 7583 o)2o] Wy HTE 2A3E T A|PgH
Sy AL A pH 7.30, pO; 492.8 mmHg, pCO;
39.0 mmHg, HCO; 18,9 mmol/L, base excess -6.9
mmol/L, AAX3E 99%o] At ANYE JFA¥ st Ee
W) 2A] 90.5%0M 73.6%2 HASET 49 294
lactate= 11.9 mmol/LalA 1.1 mmol/LE ZAER
base excesst -13 mmol/Lol| A -2.6 mmol/LZ2 & -5 o]
2 A we) g AL X7 ol ¢ 5 A3t

i

A ek8}E(cyanide) & T 25E AA7HA] ¢ &
FE FA BA0) wl$- At AXRRe] 22 A2 &
HA Aok AestE9) % F{FQ P AHcyanide acid,
HCN)9] frells dAMd g2 48 o Ze Nt &
Feh= 9RoM FE2HJY) WEC 2 olFo] AR
FHE AL A, /7] Al SRR A AlREAA
WA o) 4714 )= SR

AQHeHE FEL YT Bgo] A WA 357
2 95 JEL =5 vig =5 B 3t
gk A7 TP, ARt o R FL RS Hol=
2 FA AYEE FE 72, o) dEE =Y
P71 w0 o) s, B FE 5L Wit
FE Yol Abgsiy)est A&7t AQEE A AHEE
o] &} Barcroft?s FA4rAZS TN, ARE, WE
A FraFo s BRI AdsHEe] 2454 #t
2% A 4t FEIA T 239 A o]f& A
FAIZITE, AIQKSHEe] A5 FiASS ks V)
AL e F49 JAE Fa FA3=H succinic acid
dehydrogenase, superoxide dismutase, carbonic
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anhydrase, cytochrome oxidase%0] F&& ¥EH, °]
FAM ANEIE A E A 3T Aeo) 7P F 8T )
Aoz AZH L ok A&7t AE YA o] &R X3}
&] ATP (adenosine triphosphate) A4te] A3t} $HA|
F 0129 A A7} 0)FIA A ¢l FAF o) 1H335) Bl
FAEL e AEY 3FE FAAAY AEHE
o] EA71A 02 Q8 A33hA Qikste] A3 YAEE )
U= 379 7P &2 232 A3 97 P A%

AREEHE FE 9 IS ARMSHEY] TR, %4
W a3 49 wE it AdEHEe 8% 5
T @k 0.02 md/dl o3t ME Fdo] glon,
0.05~0.1 mg/didixE EE9 T2 W9, 0.1~0.25
mg/dlo]| A= €] 4] W3} 0.25~0.3 mg/dIdXE T4
o} 3FE-A, 0.3mg/dl o) Foll A= APl o] 2 Ao
2 A ok AkskEe] AAE SFEL] TR} =
Ex1e] A weg} o)t Aok, 53] FAF0) e
A% o] FEAE R T AFHo| ¥ BF
PZ AQkHEo] 0.5 mg/LE 2H3 AS FE3aL &
HA P, Ak £5 F e 2o FAt H=
AQE ¢ Yl ol AlEHEC] AAHE Tt &
Za)ge] +44 Aosl £ HAELe A4S 2]
wio] A4l B4 g FA o733 2 4R
&4 dogig. 772 AR Ald 4, TE, B% 5
goAe B FH A Bt ARIsHES] E8F &
Aol WQ37) A7A BEE F AR A& E8T A
3180 Gz} AxAge] BaF AAsFeIA7]
ol Wkt

A gApe] Ja3agel oEsof sk 447 B
U AA, S5 & 49l0) BEA L EF FAFT Y
35oe) ¢ B EL 5 A el F43] 2L =4,
SHY 7h2 FAPE folol F7HE Ui RS, S0
& zpole) 71, ANE FaF-Fol Tt THEH}
ey o) AaX3re] o)} Aadi AR, dikste
& 29} VESRIZN0] T S7HE 480 3
o A QBHE F5S oo Bt & S E HY
37t HA % AN F&ET YFEEH FHE 2
ANy 7t A4} 23 HES RS 2R dastea
P4 27002 At

Mg g9ty S5 #xd gig 712 AR, 557 A
g % 54 B2 Us F Ak ARERE 50 94
e A9 9A 100% FaE o vhaav 71 ey b
< 53 FojsaA LFAA & FAFTFE T AW
28] KFEAL NISE FEAA obF FHHA &
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EB7 Q: AOHEIE B £ antidotesZ XI2E 22

P B Zg oA A8 )& A (Taylor cyanide anti-
dote package®, Taylor Pharmaceuticals, USA)$} 52
£ 71AL Aol RS EHE BA0 2 It A A
744 2L ol FAstn e & AET Rl
o)A A FHRIF2WL Farite] AFHe] o 27}
Holgo 2 PAs o] AR RIZN 3 A2 AY
& 24 gu Y rIF2Hd g AEZE g A58 B
o] Y, A2 opd o} A} YEFS Fojsha 3
rZawe] 27} Mo|&-& 37} Hol2o 2 FdAA HE
JRFENAFTS I3 AdsHETe] dE 4
A ZAY Eae) 7S REF) Ao HLFIUEFR
& Zo|AI¢} vE Aol asd 3 AFAE ZE-3
AlQtEHEo] Bl e AR o2 A EE A AT
O Z FOL AQEE FEHAAA &Y T aYRre.
2 gk5] 3B AE RustdA, EAE 2719
ALgsR= Aol BRte] AEEL FolaL o4 ujet EY
FFA VS BEA) TAAE AR EEA A 7 2
gl Za7t B AES HAT A% wE A BF
7] A& 2 2 E 54 2] Fof i Ao 2 Atsdart

A EE FEL FU A Y TR E0) FET) BuHA|
agtr, 22 BEF X855 AT FH A Fo 2
B E A7A8HE Zol i3t FHvte] R EHE ot}
RIS EEE BAY AEES FolHW A5 g
W2 S EAE FosioF skARt FHLYFEAH AN
7R HEAE olEshed ARte] faHEE SFA
Bl oA AIQEHE S| SA & sl oF gk A WA S ol
e AQEHE 52 A9d T H5AE AL L
A& B3 A F 2008 0] A3 Fo AR = UL
o] 2 SFAE ) S EAE FH5te T AA FH A
£ SA H5AE AR,

B 2 Y $FAE NN A ¢EHE FEAE Frlskal

£0] AT BRIN BEH A=} B AAHE
HEAE 24 ST AAVRE S5 B 4EE
& 59 4 e AoE Audt
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