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Table 1. Laboratory findings
(If48) (4:1b) (B BRI A i)
RBC 1.60 X 10° mL  BS 100 mg/dL.  AMY 40 IUL  Ery 18.8%
Hgb 6.2 g/dL. CRP 02 mg/dL.  P-AMY 15 IU/L  Blast 57.2%
Het 17.5% Na 137 mM CK 117 IU/L  Myelo 0%
MCV 109.4 um? K 4.2 mM TC 139 mg/dL  Meta 0%
MCH 388pg Cl 100 mM TG 42 mg/dL.  Band 0%
MCHC 35.4% Ca 9.0 mg/dL. LDH 392 TUL  Seg 0.4%
Reti 6%o P 4.2 mg/dl.  ALP 154 IU/L.  Eosi 1.2%
PLT 26 % 103 Fe 245 ug/dl.  LAP 8 U/L Mono 0%
WBC 1.1 % 103 TIBC 282 yug/dL.  ChE 265 IU/L  Lym 19.2%
Baso 0.0% TP 7.0 g/dL (BEHR) Plasma 2.8%
Eosi 0.0% Alb 3.7 g/dL PT 11.3 sec
Blast 0.0% T-Bil 0.7 mg/dL.  PTINR 0.9
Pro 0.0% D-Bil 0.2 mg/dL.  APTT 32.8 sec
Myelo 0.0% BUN 16 mg/dL.  Fbg 378 mg/dL
Meta 0.5% Cr. 0.82 mg/dL.  FDP < 2.5 ug/dL
Neut 7.0% UA 51 mg/dL.  D-dimmer 0.8 ug/dL
Lym 86.0% GOT 19 TU/L (LM R) RERL
AtyLY 6.0% GPT 14 TU/L (D a—pri) RHaL
Mono 0.0%
(EBm R~ — A —)
CD1 0.9% CD10 2.4% CD13 96.6% CD34 96.8%
CD2 2.3% CD19 2.6% CD14 1.2% CD56 2.1%
CD3 4.4% CD20 1.0% CD41 9.2%
CD4 1.6% CD33 89.6%
CD5 2.4%
CD7 3.3%
CD8 2.2%
(B o A et AR AT
45, XY, — l.add (5)(q31). — 6. — 7, — 11, — 20, + mar2, + mar3, + mar4...2cells
45, XY, — 3, — 6, — 7, — 12,216, — 17, — 17, — 18, — 18, + marl, + mar6...1cell
46, XY...4cells
Table 2. CAG therapy regimen
dayl day2 day3 day4 + dayl4
ACR 14 mg/m? ! ! ! !
Ara-C 30 mg/body ! ! ! I
G-CSF 300 ug/body ! ! ! Voo

TGRS L IFER LRI/ 4 A FTWICRHK
spike fever 2SI LIS LA L CHE W RTEF, £ FREFIC
BB Z R, S IR FE T Candida HSHH S
Tel-oBEEMEMiKEZHL, 24 HX ) AMP-B 05 %
B L720 5 H MU AMPB#5.%2#TL, 6 H5H&XD
FLCZ400 mg % 5-Bth U720 12 H 9RO E k2, €=
7 —%25 L VT 2R L (Fig. 2), M3 CiliRAnC
WL 720 MEZOLERE QT 0.71 L EREZ 720,
FRE LTHRE 2 7 HOEWHRERES S QT iK% ’IfE
FICAET 5D DIZFLCZ TH 0, JERZEH] & W L FLCZ
oO¥h5 eIk L, M CafilEic%E vz, 6 A 13 H 16
W 45 230 (2T OV Rk R A B L, OB X _E T tora-

sades de pointes & ) VI # £ L Tz, W~ 72 v
2 H RS G2 TR L LIRGREEZAE L 720 2 DF2IZIMIE Ca
fEDHHIES X O FLCZ #5-H1E12 & D) QTe i3 0.5 HifR (2
FCHEL (Figdo 6 H2THE D Z Y F ¥ >
Yavr k)6 H30HIZFELC L,
. * ES

QT ZERJEMERE (long QT syndrome: LQTS) & i3.0EX
FFELWQTIRMOER LR L THOREEZRL, £
MBI (trosade de pointes) i 2 L CHetie s
IR X B 28R % K HRETH % - Trosade de pointes
&) IFEIE Dessertenne 512 & - TRBE 2V O
X T QRS (=pointes) 4 %) 4 L ELT 572012
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Fig. 1 A. Clinical course.
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Fig. 1 B. Antibiotics.
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Fig. 2. Electrocardiography (ECG) showing VT following torasades de pointes.
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Fig. 3. Prolonged QT time and serum Ca level.
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oMK TH L EEZZONL, REWICRIET 585
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50, 2O X IEBRA RIS B AN S
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phism; SNP) ¥ %, Z® SNP i3 fdH & SN L EF D
1% PLEICHE R SN B IEERT OELTH 555, T
REDTIEIC BT BEEMORT- £ LTHE LTSS
EATRIBENTWAEY, T4bh, RRIIZOREL X
BB 22\ SNP HHEREZAIL L D w7z 1, FEHNC
B B D L) L BHIRTOEE % LT
WATEEEYH 5 & ENTWw 5D,

S, VPR B AR 0 A A et O P B 3
BEIARNETH S Z LH% <, FLCZIEAITIE 1989

IR L %), SRS LT, HHC7 >
VY BRI B SN EIHAREGE R LT b, L
b, FLCZIZ & % QTR E 2 5 FAE T 5 trosade de
pointes (2B L CIIBAED & 2 5 LMY IE 1 HlO
BHDDHETHY, W LFITOAERE LT 17 E2E
HLH SN TV 525, KEFDA Tl s Tidwd,
B GREBIBUZ S § 2 ARFEDFIEHEA E DO TN Z &
PORIEZEZR L TLORGE27205 ) LEIRVWEM
bbb Lo LAEAEHTIC QT MR % £ 9 18
Bk % #2372 35612 1d trosade de pointes 7 5 VT ~D
TS B2 R 5 TIIE Ca, Mg DRk E &b I
Gk, RBEANOLEZHRLPIIT) ZEDVLETDH
5ERDbNL, b, FHLQTS OHEFI TIIFEE, K
K MAEDFED 5N TV DIGEDL DS, AR TG
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WL CafEIK F 2RO Twiz, 0T & L ARIESSIE
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Long QT syndrome followed by torasades de pointes due to fluconazole in
remission induction chemotherapy for acute myelogenous leukemia

Kazuhiko Natori, Haruka Izumi, Shinya Okuda, Susumu Ishihara,
Daisuke Nagase, Yoshinori Fujimoto, Yasuyuki Sugasawa, Chiaki Arai,
Motohiro Kato, Masanori Umeda and Yasunobu Kuraishi

Division of Hematology and Oncology, Department of Internal Medicine, Toho University School of Medicine,

5-21-16 Omori-nishi, Ota-ku, Tokyo, JAPAN

A 48-year-old man diagnosed with acute myeloid leukemia in November 1999 and undergoing bone marrow
suppression after remission induction chemotherapy suffered fungal pneumonia treated with anti fungal flu-
conazole (FLCZ). On day 14 of the anti fungal treatment, he suffering from torsades de points, evidenced by a
typical ECG pattern sign curve, was compatible with torasades de points. He felt palpitations and unclear con-
ciousness and we found prolonged QT time on ECG and low serum Ca, QTtimenormalized when was FLCZ dis-
continued and was serum Ca was corrected. This very rare disorder is potentially fatal, and long QT time syn-
drome should be considered in pastients being treated with FLCZ for fungal infection.



