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FOY NGO R RS (Figurel)o
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Table 1. R a2 5%

ML — AR AL ERAR
WBC 900 /uL T-Bil 1.0 mg/dL
Seg 5.7 % AST 13 U/L
Baso 0.8 % ALT 8 U/L
Eos 0.0 % LDH 147 U/L
Mono 2.4 % BUN 59.5 mg/dL
Lymph 91.1 % Cre 2.83 mg/dL
RBC 435 x10*/uL  Na 141.0 mEq/L
Hb 14.3 g/dL K 3.74 mEq/L
Plt 17.3 x10*/uL  HbAlc 8.4 %
CRP 54.4 mg/dL
Jas)y b= >100 ng/mL
PUBTRERBLA (-)

Figure 1. AReRsZ CT (5FED : BREIZEL)

Tk PR 35 & OV PEMESE RS 2512 X 2 BIUAE O 5 IHT
T, BATKENMRE L, £G4 (Intensive care
unit;; ICU) ~AFEL72o NTLIMIRERE T T, JiHEs
G-CSF %55tk L 720 M/ % G280 72 72 & Hifi

1A A

VA2 REZBL, 70 F7 LV VIIKRE L, 1FHERE
DAE & 3R BEG IR RIT e L, f/MREL D IR L 7272
O, FEIVHHICZ7OE RV VR L-E A, 543
H LD FOHMEKEA L@ &2 L1240, 1
W A D NN R~ S 7z

HHZER 21T\, F L WIERERO A % 528 72 (Figure
2, Table2). #EL L OFHIFT A2, 70 F 7
LV & 2 SERE SRR ERE & 20T L 72, FHI oIk &
SR BRI A RE 259 B SRR A ATV, 8B520 H
Wi ERIZIEE L7 (Figure 3 ).

Table 2. HH#if%

A AR 4.7J3 /uL
PR 113 /uL
SR Bk R 3.0 %
IRFERR 13.4 %
1) SERR 83.6 %
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0.7%ZR L, 20 ¥ FZLIV0.04~0.1%, IMAEPEm/~
MR SRR B L CTUEF 27 1 € 0. 02% 2% L
7O RZ7LV0.007% & DMERH DY, FNTIED
L7 0E R 7 LIVIZBWT S MRS I IEE S 2
Thbo

FIrUEY /K D MR EE L 2 7 A DIICSIET
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2 M 1 AR O HMERBEE 21T ) Z LR S
TWwWaY, 7u FZ7LicBwTd, i EoEE
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Table3. 7 0¥ N7 LIV & 2 BRRIEHIEOMEBI O F Lo
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1 90 F 20 8 Andres 54)
2 35 F 28 Dead Chemnitz 55)
3 58 M 7 7 McCarthy 56)
4 33 M 21 5 Akcay 57)
5 77 F 13 4 Doogue ©58)
6 40 F 48 5 Suh 59)
7 65 F 24 5 Schifer 510)
8 50 M 35 8 e 11)
9 84 M 14 5 Khangura 512)
10 65 M 35 3 Montalto 5 13)
11 63 F 13 8 Mauricio & 14)
12 83 M 23 3 Wu 515)
13 71 F 32 4 Wu 515)
14 86 M 29 8 Shah 516)
KB 58 M 44 4
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A Case of Drug-induced Agranulocytosis Diagnosed by Re-administration of Clopidogrel
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SUMMARY

Clopidogrel is an antiplatelet drug that is frequently used for coronary artery disease and
cerebrovascular disease. Hematologic adverse effect is less common with clopidogrel than ticlopi-
dine.

A B8-year-old man was treated with clopidogrel as antiplatelet therapy under the diagnosis of
cerebral infarction. Six weeks later, he was transported to our emergency department with fever,
sore throat and respiratory distress. Blood test showed marked leukopenia (neutrophil 51/mm?).
A diagnosis of sepsis with acute epiglottitis and tonsillitis was made by blood culture and contrast-
enhanced computed tomography. Clopidogrel was discontinued due to thrombocytopenia. After
administration of antibacterial drugs and granulocyte colony-stimulating factor under ventilator in
the Intensive Care Unit, the infection improved with the recovery of the neutrophil count. Clopidog-
rel was restarted, but he developed leukopenia and high fever again 2 weeks later. Histopathology
of bone marrow revealed a marked decrease in myeloid cells, and he was diagnosed as drug-induced
agranulocytosis due to clopidogrel. After withdrawal of clopidogrel and supportive therapy for
febrile neutropenia, neutrophils recovered.

Although clopidogrel associated agranulocytosis is a very rare adverse event, it can be serious

and regular blood count monitoring is necessary after initiation of clopidogrel.

Key words : clopidogrel, agranulocytosis, neutropenia





