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Arsenic trioxide (ATO) FEIEITFFE « GO S MERTE B A R (APL) 126 L THERIZRIGEET, 20
BWER D% < 13a > bu—VABETH 5. k13 APL EFICH L T ATO HUMFEEF T2 1 B IERAE & 72 5
TREGI 2 REBR L 7. ATO 5 ORIWEM & U THIRMREERIZIEFICEN T, I TIKEHES 22 LIHE
BlE 4 PIRE SN TW D, WEFRb ZOEFICHENE 2 VB2 HBEBRZE L T, L OB L /- iE
B3 MR CURIE & SR S O R AEB S L3, 24 BB ICEE L 72 O B IR FEO TR 2 D T
ZEnS, ATO S LV EEERE L b0 L Bbi/z. (Kitakanto Med J 2012 ; 62 : 419~422)
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X1 #EEER FH, 22H%O CT, MRIATR. B S »a il #2540 EOFR 2R %

o7z (ND 3 RHEAT).

R1 HEATRORERR

am. 8:00 5/X/2010 pm. 0:30 5/X/2010 5/X/2010

(B5H®) (Event FE4E ) EH)
Hb (g/dL) 8.4 7.8 8.5
WBC (X 10" 9/L) 1.32 9.4 1.32
Plt. (X 10" 9/L) 44 3.4 6.1
T-bil (mg/dl) 0.5 0.4 0.5
AST (IU/L) 14 15 12
ALT (IU/L) 23 2 20
LDH (IU/L) 78 77 7
CK (IU/L) ND 15 ND
BUN (mg/dl) ND 14.9 11.9
Cr (mg/dl) ND 1 0.9
Na (mEq/L) 140 136 140
K (mEg/L) 44 46 4.1
Cl (mEg/L) 108 106 108
Ca (mg/dl) 9.8 8.9 7.6
Glucose (mg/dl) ND 120 ND
NH3 (mg/dl) ND 16 ND
CRP (mg/dl) 0.4 ND 0.5

Digipo Ttz Am-80 12 & B FFRMREARRE, PLFEIEIMNE
W¥EEE (DIC) %f L danaparoid #5 % BEtE L 7. BER
{12 DIC 13—k [ %2 R L 72 %%, FDP, D-dimer
EF RS- L, Day 27 OB REGER] T EBEFER + BB Bk
89%, PML-RARA mRNA & 14,000copy/ug RNA T&H
Y, Am-80 fExh & HT L 7-.

HEOBEMRE AR & L TATO monotherapy (0.15
mg/kg) #BA%A L 72, Day 6 IR HAIBEHIE L2729
ATO 85 2R L7z, RIBEDHEK ZHERE, day8 25
prednisolone 10mg/body fif F T ATO # 5.5 L 7-.
DIC I3# L, AIBEDOFHEFE L % <, LERE QT R
DLEMEE DI n o 7z, Day 10 BiD vital sign, [

WRAE I B 13 72 e o T2 ATO #5.BA14% 90 5344,
FRIREFIC JCS 300 OIRFETHFR S 7z, ECG =% —,
SpO2 € =% — LICRE RO otz BEFIRELIA
IZHA & 272 Vital sign OZ ki <, MUBEE, 7> E=7
% & OIMEEA AR, A A, FEE CT, ¥EEH MRI
WHRBERZ»oT (31, K1), 3G 5O,
EEREEE L, BRI, M 2 %58 U 72 »3 E i
TE R oI, ELRERICILE, FFRREZE 2B S
BEEIIL L, EHLEE L & oA e FhEER bR
Dighr ol FYNC X 2 EHRREOEH 2 S LFRIH X
B E L.
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% - 7z. Gemtuzumab ozogamicin IZ & % i [&] & ¥ 2

=217, REHRT 1 EREER b 0 TERFE TR
ZHERFL T 5.
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ATO 12 & 2 HEFHREE L, 2004 F5> 5 2009 F 12
&z 668 il 530 fil, 2335 kG s T 5. B
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%3 AttrhEORER E U CORELES:, THiZ & oMt
AR, KB, BAS, WAL ERHIS NS0, Kig
PRREE, BLOMEDFIET 2 £ S d. b RERE
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NTWBBEH, 2D R ﬁ:XMiK%N@%. t SR ERGE
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BRI v E & 5.7 Beckett EDIE L TV B EH
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BRI E L T b 2 e, ERITHT 2 it
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DR THEG 05 FFHE TR G5 ED 0.04%, 8KHT
0.11% &4 &ETH 5.2 LoL, Bizhod & 512 & FHEME
FARCKEL VI s, BITLIAED ATO 28
HOX R RIS L, PRSI 2 5 S 2 L - aTREME I
ETER.

ATO monotherapy i APL FEFEFIICHERA I TW2S
%3, Arsenic encephalopathy % 4 U % "] el = @ BHIC B
WTBETREEEbNRS.
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Deep Coma in a Patient with Promyelocytic
Leukemia Treated by Arsenic Trioxide
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Arsenic is a well-known heavy-metal causing acute intoxication such as nausea, vomiting, abdominal
pain, severe diarrhea, polyneuropathy, and encephalopathy. Arsenic trioxide (ATO) monotherapy is
effective for the relapsed or refractory acute promyelocytic leukemia (APL). ATO often causes side-
effects, but most of them are tolerable with careful management. We report here a Japanese man, who
was diagnosed as relapsed APL, fell into deep coma after ATO monotherapy and recovered in 24 hours.
In the side-effect reports of ATO, CNS symptom is very rare. In a Japanese post-marketing surveillance
study, only four cases demonstrated altered consciousness. However, these cases had other bases for CNS
symptoms such as CNS infiltration, brain infarction, panic disturbance and renal failure. As no other
reason for coma was detected on examination, and coma did not recur after discontinuance of ATO, ATO
was suggested to cause deep coma. (Kitakanto Med J 2012 ; 62 : 419~422)
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