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Utility of soluble CD163 in the clinical management of patients

with Kawasaki disease

(JIFREBRICHTLHEAERBEICEITSAA31ECD163D A AE)

K& =R Rk
e  WOAXFERFREFRAER
BB EFRER PDREFEE

TH25% 3R



. EF

. HREOER
. B®Y

Ak

(1) ®R
(2) FH&
(3) f&MT
KR

+=h

- IPApA

. HEE



0. Z58)

A7) g EEE (Intravenous immunoglobulin, ELFIVIG) (G HEDBEICBITAE—
BIRTHS. LHOLIVIGHIE DRI 10~20%FET H. AARDBEMIETI/OT7—IiF
ER—Hh—LTOHERENRESN T Ssoluble CD163 (L FsCD163) DIVIGR I 1E T RI<
—h—,LTOERMEZRFTHILETHS.

200541 A M 52015812 A FTILO X ZEEZ M E R/ ER TEERLUE IS B R 874
ERRELI. NIBROZERIE)BRZE AT AR5 ESRRICE DNV TITo1=. BIZ87l%E
Group A: ¥IEIVIGRSEE (n=61), Group B: :BIIVIGKG (FIEIVIGHLS) & (n=15), R
Group C: IBMIVIGAIGE (n=11) D3IFIZH (1=, FEIVIGHRE/], —ERIEFEIVIGER D BE
mEZ#ANTMmEsCDI6IREZAEL, BICREKMOF-ME, mMFFFI)DL, AST, ALT,
CRP, RUMED-dimerir E#x LLELERIRAGE AMERETL-. ZHEOMFCDI6REED
hR{E (S AIERE) (XGroup A 699 (478-1,072) ng/mL; Group B, 1,349 (1,116-1,390); B U
Group C: 665 (544-1,094) T#H-of-. MiEFsCD163EBEFASTRUALTEREELHERZRLT-. 3
BRICH LN TGroup BIE&xbBE LM MILIESCD163;REZRLT=. (vs. Group A, p < 0.001, vs. Group
C, p = 0.035). Group AlZFIEIIVIGIZHEERLMECD16IRED LR ZEDH, D2 ICHER
Zibldihot=. ChoDFERMNSMESCDI63EEITNIGSRKRICH T AESEICHERTSHY,
HITEBMVIGRIEHED FRIT—h—EL THERTH DAL RIE SN



(2. FROERIO

NIBRIEBEST SRR, VFAEDOREDRIE, MEKIGDFE KP, ELEED) /N
EREHEET IR BRI R T IR RERKRBETHAH).

a7 & EE L (intravenous immunoglobulin, ELRIVIGERET ) EF7 AEY L D GEEHN I
REMHAEOE—BIRDBETHDH, 10-20% 0D EE EEVAEICERMEEZTT(2). £
REZERUZIVIGRIRAIE, NERDEELERGEHIETHLEEARE (coronary artery
lesion, LIRCALEREY) FEDVAIAEMY HIENMONTSG, 4). CDF=OIVIGTIEZE
FRLBHICREZHEDDLIEIBOHTEETHY . KBNS HLLLKOMDTRIEFRIRIT AR
IBENTLNS(5 6, 7). LOALIEKDEEEFRRELIZMRTEIINSDRITIFFEMTIEGH >
fzERESINT=(8). COFBRIZIVIGRIEDRENE—TIEEULATEENE, AERRUEESN TR
ENERGLHATREMZ RELTLS.

CD163[Fhaptoglobin—hemoglobin (Hp—Hb) scavenger receptor 7 73!\)—@MD—D2T, ¥Y/0OJ7—
DICHEMGT-AIEETHS9). CD163DTEE THSHRAMECD163(soluble CD163, AT
sCD163&B8Y) [FEITFMHALLI- BB/ /D007 —Uh b EEENS Y A A2 THS. tumor
necrosis factor—a (LU FTNF-a EB&897) %4tLa disintegrin and metalloproteinase—17 (LA F
ADAMST7EB8Y) (&2 TRIOT7—UREMNLMBRITHEEIN S (10). CDF=8sCD163(
By e, RIEEBERBRUAVITIVIVYIRIELGE D REBERBICEVTII/AT7—IF L
T—h—ELTOHERENRESNTIS(11,12,13). EESEIAFTIIEROBERI<HT
KM FCD14F5HEMN DCDI6SIED BER/ vy O I7—I M ENT 528, F-#k/voOT7
—OOEHIENNIBRORECEELGRENER LTV S AREMZHRELTLID(14). Z0DTf=
&, NERICH T2 T77—IF LT —H—EL TDsCD163DFRAE LB F R I B
BRAFI-NBHD, CNETIIBRICETHMFEsCD163RELRE LI-HE (T4,

(3. M)

AR D B RYZ)IEFERIREDABEICHITSMECDI163REDERKMNE AEE, thDERKE
BEBLLEBLRHTHILTHD. HITHE/Y/OT77—CDBEIEHEEMNIVIGRIED Y X
H&fpY, BIZIMESCD163REA KK EIRIZE T BIVIGREHED T R~v—h—E 5085
THILETHD.

(4. &)

(xR

AREIEHRAAEEHEMETHY, 200551 A 152015512 A FTITLAOKRFZEZHHER
BRICTREET 112820 R ELE (R, IBRDOZEILNNBRBH MRS/ EohRICED
WTiTofz. IR EBGERDSIEHER UL ERLUIBE RVMERERLNDZBPICES
REBBREERAVCCALERO IS AE2 2R IIBREERL:. TEER)IIBREEEER



DHEKTHAM MR B BRNA SN TOBEHIGE, NNBFENEIRHONLICEHADDHLT 2
BEEE S EF &Lz

SMEHACALIZS R B DES FBBARENS mmECZ-15E, Sl EDEHIIXD ML
RBEIREISEIIERLIZGEEEERL. SEICTNLOEEANIMAMERBLTHHRE
LAWESE, REICALEEEL. LOLGASARRRICEREACALD AR (T4 o1, IVIGRIGIE
IVIGEH1R %485 D EF M T375CLL LD R BMZRHBMDEEEELIEFEEERLT-(16).

122D T REYUEEDH CHRELIZER, SEHOMFBE YL TILABONEINST-E
{5, IVIGRAtA £ 48E5 1B R CTIXAREAL, TORBREALIES, BMVIGR G RTIZAEZALT-E
i, SMEEZE & GLIZEG R UHEIVIGR IS DEBIAEELTAFILILR=Y O/ VLR E
FEEBIRUSIEBIZ RN L8 TEBIE BT DXt R ELT=. STREHIIET REY) > MR (30
mg/kg/day) ZHBLIZIVIGE.: (2 g/kg) 2 (+1=. WEIVIGRIGHIT LAV RSAoDAEBREL
TE2BABMIVIGEEZFTH>T=. 1TEFIEEMVIGRETHY Y —RS1 BB (A2 T7)F
<7 16l 8RRy 3, RUMEBERME F)EZZEL (). F-, REOGUMERA19
EHIZEFEI,O—)LELT-.

(2) A%

HEIVIGHTD ) BB A RAIZFH (T 51M;EsCD163 R EZAEL . F-¥EIVIGRIDREIE
BRUNIBRZEEORKIEBZ2HRRLYE-. REEB(XME, AST, ALT, CRP, 7ILJ
Iy, RUM#EDA 4<v—&LT-. MiFsCD163j=E (£sCD163 enzyme-linked immunosorbent
assay kit (R&D Systems, Minneapolis, MN, USA #&HBE5R1.56 ng/mL) ZRAWTHEIEL-. 24
oY TILIEHMEIVIGEE2A RO MmEZHEMALT-. MiEsCD163EERUVREIEER DRF
BT L E T E T 2O REESIZHS L TIXHEIVIGR 5 %28 LA O MEZE AL TE
sCD163REZRATELz. BOMEMETHL=HEHOBTHEYETHY, KT BTN
(87451502945 (Group A: 614551945, Group B: 1545511045, Group C: 11459 10451) Zxt & &L T-.
M;&sCD163EEATE DO DME YL T ILITET-20°CTRESA TV .

(3) g4

FEGIZFEIVIGR G B A EIVIGRIG B D28 257 111, BICKYFHEMAMBEFT DO TRD3
DY ITTIN—TIZH5ELL-.

Group A: #)EIIVIGK 8%

Group B: JEMNIVIGR 8%

Group C: JBMIVIGICFRETHY—F 1V e BT EL-# GEMIVIGTR I E#)
HETFRRRITICOWTIEATI Y —T —2IH L TILFisher D IEEREZEZ ALV, HET—42IC
B L T3EERE D L B LL BRI Z[EKruskal-Wallis#R & B Uf Steel-DwasstR EZF AL =. M2 T—2D4E
BERE{% (L Spearman D BRI FERS R 2L (r.) Z ALV=. SIS BT HEHTIZIIWilcoxon D FF-S IE LR
EZFALV=. PIEXO.0SKRBEMETFICHEELL. ChoD#EHEETIEE TIMPR 13 (SAS
Institute Inc., Cary, NC, USA)ZFULNT{T4Eo7-.



AMEILOXRZEFZTHMERRICE THHBEZESDRBEBTEREL TS (KR
£ :H29-158).

(5. #E8)

NGREEDBRKMEFEEERIICTRT. SEHCALRUBREROTRIEIIHEICEELES:
RHt-. ZEETOFRARILIFHBTE TG, ST

;&sCD163RE D o RAE (MU &6 EH) (LRI EIVIGAR B : 1,269 (665-1,385) ng/mLTHY,
#EIVIGKR G EE: 699 (478-1,072) ng/mLELLL THEIZE M o1=(K2a)

SEMDMESCD163REZM2bITRY. TN TN DO Fh R{E (MU 51 Ei ) (L Group A: 699
(478-1,072) ng/mL, Group B: 1,349 (1,116-1,390) ng/mL, B 1% Group C: 665 (544—1,094) ng/mL
TdHo1=. Group BII3EDHF THRELE L \IM;FsCD163;EE %L, Group A&Group COIMFH
sCD163REICHAELE LM of=. S DERKRREIEE O LE(EsCD163: P < 0.001, WBC: P
=087, ANESOEY: P =0.70, MM/MR: P =0.03, AST: P = 0.002, ALT: P = 0.019, CRP: P = 0.21,
FhRUDL:P=0001, 7ILTZ:P=015TH>oT=. BHLEIT DT Steel-DwasstEEZE LY
=3B EFNENELLE LR ER2TRY. ASTIXMECD163;2E LF4IZGroup BTRIE
{E% KL, Group A&Group CRITIEARBLGEERHIEM o=, MiEsCD163RE, ASTRUALTIL
AERIEDOHEZEHT-(sCD163 vs. AST: r, = 0.41, P < 0,001, sCD163 vs. ALT: r,= 0.48, P <
0.001, AST vs. ALT: r, = 0.88, P < 0.001). ZDthDIEREIEE (CM;EsCD163RELDHELHEME
BRIFEBOHLEI o=

SEICHITHHEIVIGRT R D E /AT A—F—D LLEFRBIZRY . Group AIZH LN TsCD163RE
[FIVIGERIZHEREICER L. —ATHIBKE. 1FhBkE, BB, AEJREVRUCRPIIAE
(2B LT=. Group BIZE UL THIEIVIGHT# TIEsCD163R EICHELELIEAMoT=. Bl
KR, FHhERBRUAETOEVFERITHAD L. EBAIZGroup CIZH LN TILMESCD163
RERETTE ARV OEVERVT, MOEBEHBELGELA T o=

(6. BE)
AARICEVNTELIET/OT77—UFMIEY—h—THDMiECD16IREN)IFRD 2
HEEFICBWTLERTAIEE2MHTHLAICL . I5ICMMiESsCD163REMIVIGRIGHE FRI<

—h—ELTHATHAAREMZRLT-.

NIER D 2 H I Tnuclear factor- £ B (NF- £ B)&4r L TCD14F5 M DCD 165 #Ek /<70
T7—UNEMBIVFEHILTHIEEHRITHEL TS (14, 17, 18). 7HOT7—iF ML
Y—H—THAMFCDIIRED)IIFFAMHICE TAHLRE, ChoDHELRIFTLHHER
TH-ot-.

COE, BEk/7/077— D EMIEY—h—D— DT Hmonocyte chemotactic protein—1
(LLFMCP-1 LB D)L R D IR AZ L TRET LT . #ER (X Groups A: 517 (59-1,311) pg/mL, B:
765 (338-1,129) pg/mL, and C: 633.1 (302-1,609) pg/mLTHYIEMIZHEELE (LM o1= (4



BIR1). COERNDHsCD163AMCP-1&LV ST thDT /A T7—UFE ML DT —h—EHERLT
NVIGRIEEDFRI—h—ELTRYERTHHEEZA DN,

AAR TIEMFEsCD163BELASTRUALTICEELHEEERO. FH#EEEDEEHIVIG
FHEDFRT—h—EBB A ReEZRUIBENHD (19). NNBFRHEICH TS HEEED AN
A LIE+RTBHLMIESTULVELY. LHLINIEREE O FEREO#EFT CHERAO <O
77— ELTEET HKupfferflif@AEIEL RFEL TLV=EMESNTULVS (20). Shn(d)Ig
RIZH T HFERENTIOT7—C DB EEEFHIEDRRIISEISN T SAIRERE R
ELTULVS.

#MEIVIGE, #EIVIGRGETIXRME R UCRPOEEHRETERN-. COFBRILBED
|EE—HL TS (21). ¥EIVIGR B THDGroup AIZH UL TIFFIEIVIGHE ZIM;EsCD163
BEFEEICERL, BERMIZBEZITIET L. ¥IEIVIGHGE THSGroup BE U Group ClIZ
POWTIXFEELEIZRDLEMNoT-. SamuelssonsIFIVIGIZEATI/AT7—OREDFe Y L
T E—DELEREL TS (22). E5(Sulahianb(EFe Yy LET4—D4H0OR 2 SHADAMTT
Z9rL71=sCD163M:EEEE IR 53 B L L TLVA(23). Group AIZEITBIVIGHE D IM;EsCD163
RECEBRMOFERILIVIGICKYSIEFEIINST/OT7—REDCD163D LRI L DHEE
ZbNb. —AHTGroup BEUGroup CIZEWTIEWT WD E#THMFECDISEENDEHELE
{blFEmot=. CThiZ<oO77—J IR L TIVIGD RN T+ THo1=2EETEL TS,
LLniL.

Group B&Group CIZHEWLWTHIEIVIGATE TOEILELLELI-HE, Group BTIXE MBS, B
BRBIHELBAEROTA, Group CTILERSHLEM o1z, FI=#EIVIGRTOD M:EFsCD163RE
4,Group BTLYSEIEZRL-. CAODBWDIIVIGFREHIZHET2RERED ZHMEERLT
WBATBEM A $HDEEZ D, JIIBRKRIZEITAIVIGOEREFIZ DL TIE+HSBESMICIEEIn T
LY. LbLin vitroD B TIVIGANF- £ B2 EZ N L CHEEK</OT77—D O FEMRLZHIE TS
CEMREINTUND (24, 25). F=EELTEBAELIZTI/OT77—O oM INSTNF-a A1
BRBEROMEBERICEVTLERLTEY, VMIGREHITIYEEEZRT ERESN TS (26).
NLDOMEFIVIGRIEDIREEICT /O 77— DB R F NS LTINS IEERLTL
3. — A CREELRHTEEIRD D IEIZCDSIBME /R ERAEEAL T =EWSTHENH D
(27). F=-FkE, F < (XIVIGH G Ehuman leukocyte antigen (HLA)-DRES D E L THIREE D
BEEIRELT=(28). F)INERICHELVTCDS+HERZ D BEIAE ML OCDS+THERR D FF 4L &
UHHEHI QAR ERHLENMESNTINS(29). CNODIMELEARAEDFERISIIIFRFIC
BFBIVIGHIEDREFTIOT7— OBEIERALICINZ, thORENFETHIEATRE
=y (%)

BEICRESNZERERD7, KRRAA7ZRUVABXZII7IFHEIVIGRIEE F RIS 56D
RA7THD. MEIVIGREFIZH T DEEIEO OO DEIRFELHEH, AFBRUKEELEM
NVIGEENREHZ GEIRSN TS (4, 30). LAL, FEIVIGAISAHE] <3 L TEMIVIGEA T
T TVWT A KYBELERBELGDIMNELZ OS> TLVEL. ZDF=8, BMVIGO RiGEE



FRTHEFEYBUGEHAURTAVEERETERT HLTREEETHA. LMLEMVIGD
RISEDFRIEOVNTIE, TRALI A= DOFAEEREILIZHRE 1) AHIDAHT, TDfih
DHREILIFEAER. Fz, BEICHENVIGOFRI—hH—ELTOERENRESA TS

(32, 33, 34) mMEkEK, NESOEY, CRP, LTIV RUDF A Y—IER2FT KSITEM
NIGDFRIITEGEI Tz SERLLIBHVDETIEHDEDD, KR (EFEIVIGA G F
[ZHELT, WIEIVIGHTOD IM;5sCD163;E EALRMIVIGHD RIG 4% F BT 57 —h—EA 5 ae
#RL7T-.

AARDODBRAREE—ICHAERENDLRONATHD. ATE g &Y RO RENEZDH
HEENHS(8). COIENLCSEMBENMERELITRIANBETHS. £ & B ILEMIVIGT
BT BB OVTREANTETVENATHD. AREILEIAESHETHDZ
EDDY—RSAUDBIGABRDERIFEYEICERONT-. SRIIFICEFNDEELZEAE
12, RIS LISABRRICSOVTORINBETHS.

(7. 558

BRELTARARIZNIBRAMHMEFCENTII/OI7—UF M EY—h—TH S ME
sCD163BEMN LR T HILEBALHICLIz. #ENVIGK IGHITIEHEIVIGHEIZMEsCD163;RE
MNEEICLERLI—A, VMIGRIGETHEELELTEROLEM o1z, MiFCDI6EEIFALTRY
ASTEREERENHEZRLE. ChIFINBRICEHTALIELIEROONIFHEREDREE
LTZoEI77—COEHAENBEEL TV S ATREMZ R LTS, #IEIVIGRGE#ICHE LT M
FEsCD163EEILBMVIGRIGH TLYBMEERLIz. SNIXIVIGTRIGER O REZMNEFRICS
FENHZHEETRL, MFESCD16IEEMNBMIVIGHD REEET BT HHALRY—h—ELS
AIREMEERLT=.

(8. #HiEE)

AAEICE->TERICTH ANV EWV-ILAOXREXFEREZ R ER/NR R S EEEER
BFOHBFR, EMAEVRRVEREFRITDLYRERBERL EFET. RAEO—ERLR
HE (No. JP16K19647) [Z&oT-.
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& 1 JIIEH» B RO

Group A Group B Group C
n =61 n=15 n=11 p—value
5, B: & 33:28 12:3 9:2 0.067
18 (1-121) 19 (7-52) 17 (1-61) 0.82
hiE, #EE
Z T OH LM,
N 4 (2-9) 4 (3-6) 4 (2-8) 0.15
thofE, #iF
Ee® . Fxed 55:6 13:2 11:0 0.61
SHHICAL 2 (3%) 1 (6%) 3 (27%) 0.015%
BHEXO7
15 (25%) 8 (53%) 8 (73%) 0.003%%
=55

IVIG: intravenous immunoglobulin, CAL: coronary arterial lesion, Group A: #][EIIVIG& It &, Group B:
BINVIGR G, Group C: BANIVIGASIGEE, *p < 0.05, **kp < 0.01




F2 IFMTHORERB DHLE

Group A Group B Group C P-value
n =61 n=15 n=11 Avs. B Avs. C Bvs. C
699 1,349 665
sCD163 0.001 % 0.99 0.035%
(478-1,072)  (1,116-1,390)  (544-1,094)
12.76 13.01 11.96
Bk (x10°/L) 0.96 0.90 0.87
(10.18-16.59)  (9.98-15.22) (7.84-16.84)
8.18 8.91 4.41
BBR(X 10%/L) 0.97 0.19 0.56
(5.14-11.44) (4.49-9.35) (1.42-10.27)
ANESOEY 11.4 11.6 11.1
0.85 0.87 0.67
(g/dL) (10.9-12.0) (11.0-12.5) (10.8-11.8)
355 342 263
m/hR (X 10%/L) 0.27 0.061 0.31
(304-406) (289-371) (239-331)
38 95 27
AST (IU/L) 0.002%% 0.70 0.030%
(27-78) (55-423) (24-39)
24 106 20
ALT (IU/L) 0.001%% 0.11 0.24
(12-71) (48-405) (10-168)
5.9 7.1 7.8
CRP (mg/dL) 0.42 0.32 0.99
(3.6-8.7) (4.8-10.6) (3.9-12.7)
135 133 132
Sodium (mEq/L) 0.094 0.004%% 0.22
(133-136) (132-135) (130-134)
X 3.8 3.7 3.6
FILIZY (g/dL) 0.49 0.16 0.65
(3.5-4.1) (3.3-3.7) (3.1-4.0)
DAA<— 1.6 2.2 2.1
0.47 0.40 0.92
(ug/mb) (1.3-2.4) (1.5-2.2) (1.1-3.3)

AST: aspartate transaminase, ALT: alanine transaminase, CRP: C—reactive protein
Group A: #][EIIVIGK it E¥, Group B: 1BNIVIGR i E%, Group C: 1BINIVIGA G EE, *p < 0.05,
**p < 0.01




