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AL T, A T IR GE & B TR iR
TR & OEBNCA & S5 KM I o EK cluster
differentiation 64 antigen (CD64) 3§ & 122w T,
RGHE & NIGFFOZWTIZ BT HHERMEEHET L. &
QAL EGE & BT S N7HER PSR AD 260 A &
JIWE R DS W LM 25 72 U726 2 H ~ 9 /R 24
N, BIOEEERE 420 A& L7z BEIEILY 1V A
G (n=43), MW KR (n=19), WHWEARFZE
B (n=198) 123 L7-. CDG4ASEH =T 70— 1
MA—=%—THlE L. ZOMEME (YLl & Y57

#iPH, HAZ molecules/cell) 1™ A b A K 4,853
(2,230-10,410), FHw YR 5,262 (3,593-9,898), A
JE AR & H 2 3 6,156 (3,338-11,713), 1115 % 16,622
(10,720-20,480) TH bV, 5 IZMEH IR E 1,534
(1,080-2,108) £ W b HBIEETH o 7. KIES
WHZ BT 207 Ek CD64 F83HEIE, RE 73.8%, 4R
F£91.2%, Falh¥ i 83.8%, K&k #HMH 84.9% T
o7z NEHRIIERHEOVTN L) bREMETH - /.
T ER CD 64 R D PIE 13/NE O EGE DB A
HTHY, JIEHOEINA MR L ARBE SN

Key words : CD64, flow cytometry, infection, Kawasaki disease, neutrophil

L. # §

Fcy receptor-l (cluster of differentiation
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F—O—HTHY, HEPL~vI7u77—-IT
FEEMICEEBL TW A, IFHRIERICE
FAEHEIT R LaeL, HHERCD64
FHEIMEOMBEDOEE KT TH S
lipopolysaccharide % #f 1& 4 F-, interferon-
y (IFN-y ) V. B X ¥ granulocyte colony-
stimulating factor (G-CSF) %% o#¢5-12 &
DESINL, F72 AT RS oM
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W& e O 2 W 1E Matsul © O 8 7 (25
v, LUTFo (1) 2056 3) owIhrzi/§
Wit & L7z (1) R IRAR AR 38 R s AR A,
PCR CHEF S 7z b 0, (2) e EmE (fRiR
=37.5T, Wk - Mgk, k- 83Uk &
WEPE) BT R, SR -RRZ L) 2551,
PUREERHLY A NV AFEOH G- TH L 212t
L7z-d o, (3) #hili= 37.5C T, 4EfinplkiE
HHHAL O Bk E B H & Creactive protein
(CRP) 0.3 mg/dl® b D, T % i
72 L7201 260 AT, ThERD IEEIZHHE
L7zt & (1) & A )V ARKGeH: (n=43) &
M EGTE (n=19), k&2 (2) & (3) Wi
ARFEER (n=198) & L7z

TS5 VTS A 5 828 ) s 22 BE 12 & 2 25
Wik (ET 5 M0 ¥ 1cfEw, 24 Adsxig &
ol

72, MM UYR 22T 50, LFEHC
ABHOEZED ) &, BT 5 0OHE Y 125
W RGRERE A <, EIMEREL & Bk
HEER LN 2D CRP M TH Y,
TAEY YRMOIEA T T A PP,
ATHA RN, GEMHEL AL TV ewnil
WAL NANE To 420 ANz fEwEsfine L7-.

2. FEFME & $RIMEER, M AR Ar

IFHhEk CD64 HEBEOBEIZIE, Fke A
BeHp Z B i % (BIEkE, CRP E®%
“te) Ik o BT E ORI AIME, —
F L - U7 3 YIUFERE (Becton Dickinson,
San Jose, CA, USA ; LI, BD # L 0%) TH
BeE LT L CRER L7, BmEREE CRP &
AR ABEHIAT o 7oA R A2 L 72

EYETE ORI, #1225 H CHUE
e EORMBIEET & L7z, g TlEgssh
L7zHZE1IWHEL, ET7THALATHD
ERBIAET SR E L 72,

I ER CD 64 83 & 13 R I e i RE 1
Lo THEYZ T2 Y 120, LERRER
25k o 7o I @ B (S PR L, 48 IR LA

P L7z

3. IFHEk CD64 BHEOER

ProeE L | 72451 50 11 % QuantiBRITE
CD64 PE/CD45 PerCP (BD ) 20 p 12z
THHEEL, BEATEIRT 60 4iE L7z, RIZ,
FRIMER % Il & & % 728, FACS Lysing
Solution (BD#t) 2 ml Z#In L THEHL,

EATEIL T 10 08 E L7, MEZOME %

FACS Calibur flow cytometer (BD ) (2
71F, CD45 PerCP/Side scatter @ 2 2D /¥
TA=FFIRENTAA 7T AL R
BREEMEZ 77— b L, FEKIER 10,000 events 2
B1J 5 PE (phycoerythrin) GG E %
MWE L7z 7B, QuantiBRITE CD64 PE/
CD45 PerCP X, CD64-PE yifk 1 2128
EHRTHDL PEGTHLOMET L LHITH
FrEnTsh, MERTHVWAZ L THilg 1
4720 D CD64 53 F= & E= IR ET
L ENTRETH S,

Fr & 35 O 12 1E QuantiBRITE Phyco-
erythrin Fluorescence Quantitation Kit (BD
1) 7z ZHULPE T B 4 FE
360 beads & ATHY, ZN% phosphate-
buffered saline (Life Technologies Corporation,
Carlsbad, CA, USA) 500 u 1 CHfEL, 70—
P A M A— % — T4 HEEOFIYHOUTRE & il
ELTHEMEIER L7z REHR2 S P
BRI 4720 o CD64 FBHEZH I L7

4. fREHFRRBOE

FrE T — 7 028 M o K X Mann-
Whitney ¥ % T, 3# M Ll £ o It & &
Kruskal-Wallis 1 52 (Steel-Dwass fifi 1) T
7o 7. 47 — % 13 Fisher O H MG
FIECHE L7, IS ORRIE, SFICHD
B WER Y el (W Ar i) A A8 (%)
TELZ BEEZIICBIT 2+ CD64
BHEOH v M+ 7MHIZ, ROC (receiver-
operating characteristic curve) Hi#E T Tl
[area under the curve (AUC) |28 #& K &
7% & 912, Youden index & HWTHEL
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F 1. WNROFH & RAHE

A )V ARG A I G I AR AR ] o 535 Atk R
n=43 n=19 n=198 n=24 n=420
) 20 7% 33 7% 32 7% 19 % 87 i
" AR~ 155 (Fral~9m) GERE~31m) | 62rH~9m) |GHiER~425%)
WBC (/u 1) 8,890 12,700 9,395 12,710 6,750
(5,445 ~ 12,250) | (9,065 ~ 15970) i (7,500 ~ 13,133) (10,030 ~ 13,345) | (5,420 ~ 8430)
CRP (mg/d]) 12 51 1.0 86 0.1
(017 ~ 245) (2.00 ~ 12.20) (050 ~ 398) (6.03 ~1047) (0.10 ~ 0.10)
CD64 (molecules/cell) 4853 5,262 6,156 16,622 1,535
(2230 ~ 10410) i (3593 ~9,898) (3,338 ~11,713) | (10,720 ~ 20480) | (1,080 ~ 2,108)

el (FER), ZoftiddgefE (Mo 2mxRs.

WBC; white blood cell, CRP; C-reactive protein
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2. JFEGSRE, I, fEE T EE ORI CRP
1 p<0.01, ™ p<0.001

[3,]
L

(n=9), EBY A4 VA (n=7), a¥% 74 JLA
(n=6), "NVRZAZ A )R (n=5), 77/
YA NVA (n=3), ALY TATALNVA (n=1)
AR S, MR G CIEAER (n=9),
KEHE (n=3), AHEHE (n=3), 1 7
IV HRR (n=2), MEH (n=1), 717
YIF-Za—F=L (n=1) P EN,
HIMERE B E R LD S IGHCTEE
W2 EE % 78 L 72 (p<0.01, 1) %, Fo
OBFEH CTIEEEZEZT RO LRI o72. CRP
IEEE IR LD bR GE S L IR CAH
B2 < (p<0.001), F 72, 7 ANV AR
FelfE & D b M R G (p<0.01) & I 3%
(p<0.001) T, JWIEMARFEER LD SAME
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SOABRE MEBLE FEAKREE IER
3. JEYLSE, JIWERG, 8 E o B o KRS I R Ek

CD64 %814

= <0001

&G (p<0.01) & JINEHRG (p<0.001) TH
BlIZEDPo72 (K 2).

2. IFHPER CD64 S8 =

RGRE, JIRHE, ik B O ER CD64
FEBHEEZRLEKIIZRT. HFPECD64
SEWE LR E IR L 0 O IRGE ST &I
HTHBICEMZ R L (p<0.001), 72,
EAELTEL D QJIIGH CHEICE 2o 72
(p<0.001). BEAYEXHM TITABEEZRED
Rrol.

T ANV AERGREDO I B CD64 8B &= 1T,
RS™W 4 )V A &Y (n=12) T4,897 (2,725
~7.980), ooy AN ARG (n=31)
T4,853 (2,112~ 11,723) TH V), WiE:H
THEZI -7 (p=0.725). —7F, #
WERFE DI ER CD64 EHE X 7T LB
PR G (AR, n=9) T9,893 (4,867 ~
14,802), 77 AW G (KIBW - A H
H - A 7V R - R - 2 LT
VI5-Za—%=x n=10) T 3,754 (2,734
~8,375) THH, MM THEEIRDOL
7z (p<0.05).

3. BYISEZWION v b A TH

EYLERE (n=260) & @EH A (n=420) 2»
SRR L 721 v Bk CD64 F8 B & o ROC Hh

REHE

, A
1.0
0.8
= 3083
5061
2 Lk
3 7,131
0.2
0 . . . . ,
0 0.2 0.4 0.6 0.8 1.0
1 Speciﬁcity(%)
X 4. EYIEZ W BT SRR M4 Bk CD64 %
Hi& o ROC i
O A1y M4 7l (3083 molecules/cell),
JERE 73.8%, HEREE 912%
O; % v b 74l (7131 molecules/cell),
TP 44.2%, BFEEE 100%

AN 4IZRT. AUC IZHFPER CD64 F83
BON Y A TED3,083D & ZITHRAD
088,74, ZH&EDKEILT3.8%, 4
FEFEIX91.2%, FatEFiifiL 83.8%, &M
FHIMEIL 84.9% THh - 72.

Iv. 2 =&

ARWFFRIC BT, EIMERBUEER & faE
MHE OB TOHREEEN AL NIz CRP
FEGHESTED ) BAIWREHETHERICS
o 7oA, MBERGHE &g & OB THE
X ol —FH, HHEKCD6M EHE
SBAHERHEOM THEERI LD o 72708,
JOEAREL D BIBHCHEICE {, /#F
SR CTHEICK o 72, $72, ROC
AT 5, I ERCD64 B EILH v M A
725 3,083 D & X2 EGLAE 75 KT O & AS
73.8%, FREEHN I 2% TH -7z, Llbrs
I ER CD 64 ZE 3 = Ol 1L R IE D 7% UT
WWERTHY, NIEROEICERZRZ &2
RSz

Ik CD64 583 & 1378 4 o KAEMEY A
I # A4 >~ [tumor necrosis factor- a (TNF-
a), IFN- y, IL-6] MR FED SN L 2
Es, ERRCREICHE LA 2 M5 kg
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FEOER~Y—H— L LTHfEEhTws 2,
B A E O IR 2 X R FImER SR, 4+
B, CRPAHWVHN TS5 TNF- g 2%
IL-6 2, procalcitonin®® & X 9 %4 & »
A ML UREEDIRESINTEZ. L
L, HIHEAHEDOZM % HALT, HWIESHE
TITZ B MR, WO EMAE
b THETLON—MHHNTH L. PR
CD64 ZE B 13 Guyre 5 2V 2% 8 [ & e i
TN A2 & 25 LUk, A LHE
WROMBE EGERIIED A e~ — 1 — &
LCHE SN TEMY, IR BT
LHUFHER CD64 FHm O, MR &g
Lo TR EN72GCSF Rk 4 %A b7
A UICkoTHIERISNE Y LEZ 5N
TWwb. KIFZIZE T B IFHE CD64 58]
BiX, MEEEREOHRTY 7T AR R
T T AEURBRL D AEZICE» - .
BAOREE ) v~ FEE (HEY 1 AEE)
TY I LMD A F ) VitE# 7 N Ek
(n=3), FHR 7 FVEHE (n=2), Mk
$HERE (n=1), VAT UT - E/ %A bF
A (n=1) &, 77 1EORBHE (n=4),
FEMEE (n=2), ¥ IVE R T (n=1) 12 KY
L7z & &ICHlE L 728k CD 64 S8 8 & 13,
Wi e b IFEGIE L ) DA EICEMETH-
72h, 7T AR & 7T ABEEE O’ TH
HEPEhoTE v Y KRR LD
EWITHBEOMEIZL 2 b 0h, SHROMKE
VUETH 5.

I FRER CD 64 38 3 & 13 B G & A k%
WZ7 A NWVARGSETHIMT 5 T EAREN
TWwp "5 KRf7eT b i ik CD64 F6H
EIIEFERTIE LD D 7 A )L A JRGLEE &
geitt, B X OYRER R ERE TR B E T
Holz. LaL, ZORFAEIIEEELSET
HEAENPASNholz. oA IV AJEG &
W% 5§ % 9 2T, CD64/CD35 kD
HRWARIEENTEBY ), 5%, #FhE
CD35 ZH & % FEFICHE L CHGET S % 2%

V5.

ek CD64 W = D FZ W R EEIZ D W
T, FAEWBIGE Tl 87 ~ 97%, IFE
86 ~90% (BEOPEIZ L HHPH, & v
N 74,0000 7 R, & 25.8%, 4R
F£06.8% [/ v M+ 7MH30% (K% & #
AR B)] Y 6%, HFFEE81%
(v bH76,136) ¥ &)k E K
NOBEE ) 7~ FEEOEGAEZWTIZ BT
5% 92.7%, HFHEE96.5% (v NF 7
52,0000 7 v HELDH L. AWFETIE
R 73.8%, FFREZI1.2% (H1v M+ 7l
3,083) TH VY, Er0HG L EOahy o
7z.

JNER ORI KR IZAHTH 505, TOE
P 7L v = S T ML
KT & ALV S — THiD & BERO BN
AR 7 u—F v BHROWEEL, S % 5
RAEORGHHIBEHYTH LY. 2ok
TIX TNF, IL-2 % %4k, INF- y © k7Y
GCSF D LA a5 nTws, F72,
%95 Cld Fc y receptor-1(CD64) 230 L,
INDIT ANV AREGEE N EfREE L D b F
HIEETHo 2 EFREShTEY
N REEH o RE~—7—& LT, CD64
FEHAEBMEOAHME REL TV 5. KUF3E
THIFHPERCDM FHE I IBYESH LD
bINGHTHEZICEMAERL, BEHY LFH
HThHor.

BRI, Wi ER CD64 63813 CRP Byt o
FAET Y o~ F BE TR B ORIk & ANB g
JEE BT ADICEHRTH D Z LGS
N7 EHERTWS, BlEY—H—E L
TIhV—F v Haf k%5 CTwab CRPIL, IL-6
ORFIHN L Y IF CTrEAE S, BRGRE DAL
12 BER SIS CnT 5 . B v~ T
% Castleman JEB O RHIE L L TR
EN M) YA TE, WEMEIL-6 2R
WAER L CIL-6 DA HET L. 207
B, MY ATTHEGRHIZRGE SRR L



290 #

sy

TOFRIDL C,CRP BIML 2w, UL,
TP ER CD64 S8 B II WIS 5720, b Y
VAR TG TO BRPEDIRIE L 2 D 155
TEDHEEINTVE T, KR TIE MY
VAR T DL E R LEEENRELTWA
WS, IR ERCDE EHEOBEIZZ O &

A IR EN S,

I ER CD64 FBLE 12 B 2 RA DY
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Abstract

The present study examined the expression
of cluster of differentiation 64 antigen (CD64)
levels in children with infectious disease and
Kawasaki disease (KD). Neutrophil expression
of CD64 was quantified by flow cytometry of
blood from 260 infected patients (from neonates
to adults), 24 children with KD (age 6 months to
9 years) and 420 healthy controls (HC). Infected
patients comprised patients with viral infections
(Group A, n=43), bacterial infections (Group B,
n=19), or children in whom a specific pathogen
could not be identified(Group C, n=198). Median
neutrophil expression of CD64 was 4,853 molecules/
cell [interquartile range, 2,230-10,410 molecules/
cell] in Group A, 5,262 molecules/cell (3,593-

9,898) in Group B, 6,156 molecules/cell (3,338-11,713)
in Group C, 16,622 molecules/cell (10,720-20,480)
in KD, and 1,534 molecules/cell (1,080-2,108) in
HC. Neutrophil CD64 expression was significantly
higher in all 3 infection groups and KD than in
HC (p<0.001). Neutrophil expression of CD64
offered 73.8% sensitivity, 91.2% specificity, 83.8%
positive predictive value and 84.9% negative
predictive value in the diagnosis of infectious
disease. Neutrophil expression of CD64 was higher
in KD than in any other group. These results
suggest that quantitative measurement of CD64 on
neutrophils can be used as an inflammatory marker
to diagnose infection and detect KD in children.
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