77 el A EA IL-15 219 W3}

AA st i
o % 3

ZA I



ThepAb7 Mol Al FA IL-15 %] 2] W3}

Ax o 7|

ol
3
>

o] LEE 44 FALFOZ A2

1999 129 ¢

AAd etz e
9 & 3

Z L



A4S 4 2l
A4 | Q
A4S 3

AAldstn ashd

19994 129 ¢



ZALe 2

HAxA A digd o] JEUAAT o] =] HoI|7HA #E 7}
23L& FHA9 43 nFdEY v o)F XIE FUF U ¢
& # oty 7= G4 dioF #& 5 A=Y BE HHE HFA
o] 719 AAEH} B ATWYF XY & opgglel 712X FA JFF
AREA Iz A uhsS AFRUY.

ol H4Y ARV der7tA J12HA 48 By FE& B
FA WAES nde o HdAHE, 2gn L d7HE 2
EX 2RZEE AGS] AHAFT AR FAL HF o] 3 AdAdA
E ZAL A rgE AEa deud

FAE =4FA dgddade & A Ad4d, A 2¥EUD o] =
ol Ug wW7tA fellM o] sHolE FHFg duprlt FFE ol god
Zbrs] A7) EAX 2BA 553 GrkE S48 FUL 8 AL 7 F
7, 2% ZAAete Alg e v e H3a Asyo

AxEgn &2FHo|A] I THLT THIHT BYPo] HE Aol Hojof
S 2NN GEL 7I9A FEYE, 2 HUd 2F31EA FUHe
2 RS FHE oA 4L JT AR du) &AAY, EF 9 £F3
A AZFyo

Bo 5% AE 72 7] & AT L L2 ARIHFAE Y
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FEa%
ZFlAL 7ol A EA IL-15 X9 W3

Interleukin 15(IL-15)& T 429 F4& X381 B A¥g 43 &
AQLAHANEY AE 4 FE&E FE3E Ro|EFIQISE TNF-a9}
S 4FA RolEFNUL A3} APozH 9F AP o FaE e
< 3 Aoz dBA U4 AT S §4 9454 AN gx
9 83U dFA4 MoEFULY TNF-a8} IL-6 Fol F71He Aoz ¢
A ok old & dFoME JtA7I A F4719 obF AN 4
F AT B3 IL-15 X9 #3E AR 3P n, £ [L-15¢] 7}
A7 el A2l 4F B&e FEE Hrste dd Slo ARy 8% A
EZ o]88 F QleAR dolruA A,

19983 8¥HE 19999 8¥7A| ZhAlz oz Jdd 20We @A 9
1089 A Aotg Yoz HAE AH3E P& e F -70° CY
2#3scst IL-158% TNF-a $=& ELISAYE o83t ZFAsAdh
=3 FA7)9 acute phase reactantd] ESR¥} C-reactive protein® &3
3l FA47] IL-15 £ ¢ TNF-a, ESR 28 i C-reactive protein X
st Af|AgdE ABR Ut

FA471F IL-15 ¥&5¢ HTL 114+58pg/mlE olg47] BT FX2(1.3
09g/ml) ¥ A ExT HT F=(09%1.0pg/mDET F7FHo] AN
}Hp<0.01). F47] IL-159 %7t} TNF-a FAE F93% %o J@8A
€ 249(p<0.01), IL-15 FX7} & FAAE TNF-a FAE ¥},
a2y ESR 281 C-reactive protein®] FX& IL-15 X M E 2]n
JE AABJAE JdeEPRA &5k

AEHo = IL-152 7FA71M el F471d S7HE A7 otFAd7ld 3



289 IL-159) $X7 84S TNF-ao $XE 3188 ¢ 5 o
dch. aEY IL-15 A7 JhhAE 93 Bee A=E Arhee &
1% AEE 94 2 ¢ F AN

HAH = Ig; 7HA7H, IL-15 TNF-a



7hpAb 7ol A A IL-15 X9 wst

<Ax o] 7] 4 uF>
AAM st a9 3t
A L] |

I. A&

7} A7) ¥ & Kawasaki(Kawasaki, 1967)¢l &3t A& 719 olF
AAHQA et A A distds F LA dey olF7A 2
4A3 HE datde HHA JA ¥ 9o LdHd mE g
AAY AL agn BEFEY Y4 2D BEY AR T 9y
#EAd A&l Bo] 2HEHEA FulElx Aol A FAHE 2
Aol AolM THA7I S FAHAY AAH FaF UL diFHI
e AAoltt. oldl 2Rt Fof kA7 e €U R W Ao
Z3H e BE =8| ottt 53 7tepA7Hol A FEoE A
ZEE AL JtA7E 849 FANA T A 2 B AlXe ot
W7 dojyr] WEels, 454 Ao EFIY TNF-a¢t IL-6 §°] ¥
7tste Ao Hol 4%4 %oz PG 1 FIAME TNF-ay
7t 9% A7 239 interleukin-15(IL-15)8] 719 ddo] UL
Aoz AzZt=Eo E AFdAXE 7t9A7 B A IL-159 FX& A3
B3z 3kt

IL-15¢ E43ld QT HFAEE T3 HF 28 A2 A
Z AE Fol AA3te 14-15kD9] H2 ¢ d o] EFQl o] (Bamfo-
rd 5, 1994; Grabestein %, 1994 ; Tagaya %, 1996). IL-15= IL-2¢}



B2 gy A4S FHIFT Jdov(Fox, 1997), IL-15°) A7 =L A
3A2L 37 $4shAE IL-2 receptor(IL-2R)2] B ¢} T chaing "L =
g oh(Pitzalis 5, 1988). IL-15= o ¥¢d AESH 71e & 7IXed, T
N EE apoptosisZ2HE B3I ¥ oYzt T MEY F4, chemotaxis,
AESHE FE3H, FATE G432 SH4ZSAE A I
(Bamford %, 1994; Tagaya %, 1996). IL-152 =} 4H3) 4] & (natural
killer: NK A|£)¢] AESAE #43xn NK AE2RH FEHE 4
o] E7}21E ¢! interferon-T(IFN-T)$} granulocyte/macrophage-colony-

stimulating factor(GM-CSF)$} tumor necrosis factor-a(TNF-a)2] ¥H]
2 ZI/IN719(Burton 5, 1994; Carson %, 1994; Giri %, 1995)
anti-immunoglobulin Mol |3t #A3ld B AlXe F43 ddd &
+& FH(Armitage T, 1994). dFH o 2= ¥ F8FF(Agostini F,
1996), Y4 (Jullien %, 1997), A¥A A9 (Kirman 3 Nielson, 1996)3%
Frlel24d #d 9 Mclnnes @ Liew, 1998), AAA FubAd ¢ (Park
5, 19993 2& 2 bR A4 AgelA IL-159 E¥Ho| FUHE Aol
Bugo] [L-150] @F4 A#H} Aol ASES 23] AAEz Q)

rlq:T"'_L

AFAME ol dFH FEE Ao EFUA IL-158 7HehA71H
o] F4718 obFA7I FAste ®lwste B, Y AL dx=T 9
TAGE Hwate o224 JipalziHAA IL-15 2o oE W3}t
AR FotruA 3. of22 & 45 HEe F=E Y +
AE AREH IL-16 FAE Bl BA3 Fo=2M [L-150] 7tAL7)
ol X 4F whge AEE HrretE dHol glo drid /8% AE=
28 F de Ad dAME 73 RuA A



II. As € 94y

1. 3

AR H(st Lot A JtA7IH o R e B B (=20
o] 99 S2EY Fo &) A F497|9 °HY 22EY Foq F 7R
obg/d7ld Zd Zx AL AP HAY JFGAHE L dFA
Agstatt A 2T 934 2 A7) A8 JEE Fgoy
A AFo] v AL 2okn=100E9 T AL AT hFER
o P AR ATl 212074, A 2Tl 27:0942 F £319
Aol UNL, Auls FA of A8 7L gApTe] 1.6, B HERFe] 1.2
2 5 39 Folvt i

2. 83 ¥e 9 5423999353 Y (enzyme-linked immunosorbent
assay)Z o] 4% IL-15 € TNF-a X9 53

7hpAl7I Y g R A 2T AL A F4] 4 °ColA 944 £
dstel AL £8) F 70 °Col ¥E RV IL-159) B2AYAY
&AM & ELISA kit(Endogen, Woburn, MA, US A)E o] &3l =A 39
k. 9yE 7hd3] 2989, anti-IL-15 antibody & carbonate-bicarbonate
buffer(pH 9.6)ol 3438t EIA plated] Y31 E&A1ZI F 0.05%(vol/vol)
tween 20dl &F€ A &F & (PBST, pH 74)22 A3 F Ay
A &L YL AAstZ 5%(vol/vol) normal goat serum®] FTUHE
PBST(PBST-NGS)Z blocking 33t 2 ¥ #3 serum$ Wi g4
1 F PBSTZ AFstm A 3143 peroxidase-conjugated anti-Fas
antibodyE ¥ ®¥$AZt. 3 ¥ o-phenylenediamine-H:0; 713 §-4&
Yo WEAIZl F 25N H:S0.2 #EE& AAANZ F FJEE 23389



t}. TNF-a9] #X%= ELISA kit(Endogen, Woburn, MA, US.A)E ©] &3}
o &35k

3. ESR¥ C-reactive proteing] &3

A A5 FA7)9 acute phase reactant$]l ESR3# C-reactive
proteing 233 IL-15 FX99 dAAYHE HdHBR U C-reactive
protein® TDx(Abbott Inc., North Chicago, IL, US.A)717]& o]&3}d
fluorescence polarization immunoassay(FPIA) H o2 &A3c. 7}t
A7 @RS ¥ 50uE 700ue) MR GFHo] Mz, o7 0.1%
sodium azide®2 B #¥ pretreatment solution 25118 431, sheepd)
C-reactive protein anti-serum 25ul& Ytk 719 0.01% c-reactive
proteinfluorescein tracer 25u& 42 H 38 A4 WA 353 General
Electric EFM 50-W tungsten/halogen projector lamp® 2 & S3A|AH &
ZHE HTZ v ¥zt EFEY FEJHE B €A C-reactive
protein #X& T3ttt ESRS Westergren MethodE o] &3t A3}
Aed, 829 A 4mlE sodium citrate 1ml®}t 430 A Westergren 33l
9 0 XA Mg oM FA2Z 6027 AYE F, 0 AAHANA
P T2 Ef7i7txe] A E milimeterE Ao} ESR gto.2 A3

4. TASY

IL-153 TNF-a®] §47] € okgAd7e 42 BlAe paired t-test& At
£33, 247 8T Y Q2T 1Y vlae Wilcoxon rank sum
testE o] &34t 47 IL-15 X9 TNF-q, ESR, C-reactive protein
Ztztate] A BB/ AE Spearman’s rank correlation testE o] &34t
p-valueZ} 0.05°]3Q1 ¢ 97l A& Aoz AFIHAH-



. &3

1. 7tSHA A FA719 olgA7], A dE2Ene Y IL-15 £A 9
H) =

¥x [L-159 X+t 279 FA7|7F B 11.5£58pg/mlol i ofF4

717} 3F 1.3£09pg/ml 2 F47] &9 IL-15 FX= w47 &A9

xRt F7150] UAATHP<O.0L)(Fig. 1, 2). B4 dzFY dF IL-15

£xEe 09%10pg/mlE #AT FA7] IL-156 FARG HWfon

(p<0.01), BT o}FA7 Wl AT IL-15 FX%e FAT Ao &

et A @ 3koh(Fig. 1).

11.5 £ 5.8%*

12r
10 t
= 8r
5
F 6
=
4 L
1.3 09 09 1.0
| N e
0
Acute Subacute Normal
- (n=20) (n=20) (n=10)

Fig 1 . Serum levels of IL-15 in the patients with Kawasaki
disease. The levels of IL-15 were measured by ELISA in the
patients with acute, subacute stage of Kawasaki disease and

normal controls.
** p<0.01 compared to subacute stage and normal controls
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IL-15(pg/ml)

45 11.5 £ 5.8*%*

40
35 r
30 r
25 r
20 r
15
10 1 \\ 1.3 09
\
Sr \\
o ————
0
Acute Subacute

Fig. 2. Serum levels of IL-15 in serial samples from Kawasaki
patients. The levels of IL-15 were measured by ELISA in serial
samples obtained from patients during acute stage of Kawasaki
disease and subsequently during subacute stage of their illness.
** p<0.01 compared to subacute stage



2. AN FA71s o}FA7, A% =T e ¥F TNF-a 53X
o} vl

gAZAM TNF-a9 Fx& F4717F BT 24.1+94pg/mlol L ot F4 7

4 11.8i5.8pg/ml A4 d2Tol 104149pg/mE F47] F27t olF4

719 A dzT FARG fFA8A T A Hp<0.01)(Fig. 3).

07 24.1 £ 9.4**
25T
11.8 £ 5.8
0r
= 104 49
E 15
&b )
R
o]
E‘ 10r1
5 -
0
Acute Subacute Normal
(n=20) (n=20) (n=10)

Fig 3 . Serum levels of TNF- o in Kawasaki patients.

The levels of TNF- o were measured by ELISA in the

patients with acute and subacute stage of Kawasaki di-

sease and normal controls.

** p<0.01 compared to subacute stage and normal
controls



3. IL-15 £X ¢ TNF-a $£X9 A#3#A

BATAAM F47 AT H IL-15 X9 TNF-a X 4%

J% ¥ HBBAE Bl TNF-ad 37 & BRIAE IL-15¢
AE ERXTHP<0.01, R=066)(Fig. 4).

TNF- o (pg/ml)

0 10 20 30 40 50

IL-15 (pg/ml)

Fig. 4 . Correlation between IL-15 and TNF- a levels in
Kawasaki patients. The levels of IL-15 and TNF- o were
measured by ELISA in the sera of patients with acute stage
of Kawasaki disease. (p<0.01, R=0.66)
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4. IL-15 43 ¢} C-reactive protein X ¢ 4# @A
AAFoA FA7 =AY 8% IL-15 X9 C-reactive protein 3|
= A% dnAol AR Hp>0.05)(Fig. 5).

16 R
14
12 +
;.g 10 I
g 8 ¢ °
E 6 °
o ° °
4 t L] °
2‘- . . )
0 _..-—..i .1 L 1 . J
0 10 20 30 40 50
IL-15 (pg/ml)

Fig. 5 . Correlation between C-reactive protein and serum IL-
15 levels in acute stage of Kawasaki disease. The serum levels
of C-reactive protein were measured by FPIA and IL-15 levels
were measured by ELISA in the patients with acute stage of
Kawasaki disease. (p>0.05)
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5. IL-15 2 ¢ ESR 3¢ 4aaH
sz FA4710) 23% IL-15 £x9 ESR FA& 4% 484l

A A cHp>0.05)(Fig. 6).

70

60

50 N .
40
K1V
20 % o .

10 1 ° o

i i i )

0 10 20 30 40 50
IL-15 (pg/ml)

ESR(/mm>)

Fig. 6. Correlation between ESR and serum IL-15 levels
in acute stage of Kawasaki disease. ESR levels were meas-
ured by Westergren method and serum levels of IL-15
were measured by ELISA in the patients with acute stage
of Kawasaki disease. (p>0.05)
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Iv. &

e 1Y, ARYTAE, FUY, d9d, RIS 4L
UEe, gHes: ANAA Qg e Ho: ARl
o] AP B3 54 wiLe) Aolold FwaE, dwHez §Fs o
APolx e FYFo2 BAFW W L34 ¥R Aol ¥F =
t EURE 9o ARE 2 45 YT, ASHA A&H T3
A e F2¢ 499 FUE PEYT Uk 19679 YR AN
Kawasaki(Kawasaki, 1967)°] 43l A& 7|€5UR, o] AP Y&
# ol SEdgeldE uste, Sy 19904 FgHAL
RAoZ ZAE AT £ 81999 $AVF TAFA FHEE 658/100,000
o3 5A0137} 932%8 AN ET PEFoZ BASHA] 19.0%9]
A sty mnsn ItHE A 5, 1991). o] Awel Y
o BHAMNE T G UE, FBE ATE BTET AT By 7)
Ao BIE Fao] WA JA &S Ao O, SPHA Ay
270 9% 674 F= Y 712L HASL(Morrens S Nihias,
1978) @ 2AZ 41 Y. I5L BE A7AE0] A
43, g8y, Wy, Yty Fad SHSS BoEn Ave @
Wy el @ate] Aws U TtHATEe EFA) TRHE Ao
2 oA 9T, T AU e 674Y o4 54 uiute g fotelM 3B
sul, NAHogY ArHoZ FYYAL Hn] EWY ARE A @
ol MHZ FEH= o Hol Zge] Yo gAHIE JA T
sk 7kA Qelo] P& HANE AN Fan Yot

YR 7oAz FAbelA TSST-18 AAHsteE TEATTo] HjYgE

oy Streptococcus, TSST-1 secreting Staphylococcus aureuss©] ¥gl9]

._13_



g3 FA43E i1k th(Leung F, 1993). H 2o+ VB2 ¢ VB8 family
2 FHE T AX F&A(T cell receptor; TCR)E 713 T M ¥} 7}9A}
714 gole] HAoH F7}13t] superantigen©] FHHU S L AlAEA T
(Abe %, 1992), =& 7}hAb7 Y golol A 7]E9] BCG HEF F9o 23
o] A7lx Zo] #&AHZ ¥ HAA BCGHH EF9 3t<l heat
shock protein 65(HSP 65)o ti& &A7F vz X 315 oj(Yokota, 1991;
x A§ T, 1994) HSP65° Wik #rIvtg o2 AYzteofx| 7|z JHo),
TFA7 o A e o8 BHEE 2AEC] BEHAA =Y 2= T
AE, B AX, @759 ¥yt &= g4 IL-1, TNF-q, IFN-T,
IL-6, IL-10 §°] Z7t54A & ez Busx gitHLeung 5, 1986;
Kim, 1992; Kim %, 1996). B Ml X #dld= GEEA IgM, IgG A7t
A3 Tt Agol ZuEHY(Barron 5, 1988) At AZE €@
WA Ze] & FA(Leung 5, 1989), 357 AEZ 34 (Guzman
%, 1994), 3 thrombon III 3 x)(Kobayash 5, 1992) o] Z7}so] 919
A o] AEE AIHAY AP dFoE AAHAR I E Frt
Atz e FA7le) T AX9 422 #3E £ e, T AE Fd
ME 538 CD8+ T M%7} @43 a9 ¥ & CD4+ DR+ T AIEF
T 3F37hg &k H 5L o] AN ) IL-27 A 7H8A
IL-2 #&A47F 37t Rudsied ol 7FA78A T Alxe &
43tE ZY3) AAtn JATHASAFH AF, 1992).

IL-15¢ Z4% 435 47 829 43L& 7Ixed o= 53 TNF-a 9
frxo #4937 giEo|th IL-159 HETH 54 H4vE9 [L-152 &
A3tE @y TF} HRATE olvegt 244 25, AF AXE XF 3 A
AAE7 BRI ABASE 14-15kDY 2 2RA"E  AolEFei
(Grabestein %, 1994). IL-2 receptor(IL-2R)2] B-chain® T-chaing F

_14_.



3o IL-15Rel L& & a-chaing 7FA 2 gt IL-2Ra7t A43tE T A
¥ogt &A= WAl IL-15Ra mRNA © 8A3E T AZ # old &
B2 MEorxxE ZAEH(Tagaya 5, 1996). IL-152 €43t€ CD4+s}
CD8+ T AX9 FA4E& =3 AXEANES /M7 T AE 438
9oz ZFH&{o] we Thio} The®l polarization® HFAA7 ] T AXE
chemokine®. 2 243} A (Wilkkinson 3 Liew, 1995), &% Ex£9 Alu)
g FE3Y @5l Ae FAAM AED 45 FEo #o9 T (Nieto F,
1996). |

IL-152 CD40 ligandy immobilized anti IgMol 22 B Al¥ 9 43
immunoglobulin®] #¥4& =951, HIZd & IL-15°] T TE A
713, 5 FHAE A A3t apopotosisZ2H-H BHIdte o] €y FH
2 HHAEY FHAE AT AT EHAK(Girard F, 1996). EF
NK MZe &4 st 2oz geizia A2de T A%y §F4
W ge#dAgd A e o] AFHAJHGIn F, 1995).

A4 @A B dFAH FEE 7HF B FAPelA IL-15 A7t F
7Hgtn BadYg. @54 WF AN FA@o] BFAHY W IL-15
o Edo|l FIUtEzn w¥HY AHst FoHAWEA HAHY(Kirman 3
Nielsen, 1996), FulEl2Ad AHFAAE synoviumolA BAd  IL-15
o] synovium® T HXE 843713 TNF-a€ F=fo2H dF%
$& o AsA7e Aoz B At (Mclnnes # Liew, 1998). & o
FeolAde AR Fy 2% EHAME IL-15 X7t F7Hde] B
o] 454 AF/EAAN IL-159 d&E #HAFT A (Park &, 1999).

ZtepAL7 o o) HYEAQ AFE AL Fule diide] Hol gt of
AAAE BE3] 1 7jFe] W AR ged £ AFdAME ZHeHA
Bl T 2A" d4F AT £3Q IL-15 X9 ®3}E ¥Rzt

_15_



dhom, E=F IL-159] 7HA7|elM e dF wge] AEE st
el ol oty FEFAE dotr A} ot

ZtpApA ol A FA 719 obF Al R AN dERTAXNY IL-15 £X&
s £ 2% [L-15 FA7F 7FpAa7g F4710A4 obF 47 2 A4
HETEG F3tA F715°] d&E € F AN ASAA ATH
< JhpAb7 el e WA dtE dEE 9 T AX9 8434 B
AES FALE T ol IL-159] F7t9 B Y& Ao Als
g

9F A7 249 IL-159 F771 ZHbA7 el e 98 g3 &
Atz EAE, 53] TNF-a2 F7HA 45 ©8& 4oy Aeg 4
ZHH o) AREL g AR IL-16 5719 A=Y TNF-a X9 F
7 =T AR 4Bl QlertE detraa §47]19 TNF-a $X&
438t IL-15 X% vx 43 Bk 2 2F IL-15 F39
TNF-a 3= 4% Fod 4840 = Aoz vgnt F IL-159
TA7L BE2TF TNF-ad A% o H#Hgtd FHEE ¢ F AN
o ol AHE & o AT FA7 9% AT 2 IL-15
°l F7FH L, ojH & F717F TNF-a8] 3718 fFE3td dFugo] 2y
9 FAE F AU A7 AN TNF-a9] Z7He oln) S35
Lu & d7AME IL-156 F£A%e] dad4e FUFSEMN TNF-a9
7k IL-159) 37hst 24 #d4dol AsE AN

A2 TNF-a 2o & d% AHFEQ C-reactive protein®} ESR&
A3t IL-150] 7hhal71 oA dFukee AEE Hrtstes de 3l
of #8% ANEZ A8 d F J=AE dotrna sk 28y
Zldiste @2 IL-15 419 F7F Axs o] F 4F9) HEE Hrisle
A Z}= Fo T FFBATH YA Acute phase reactant= TNF-aut

_16_



IL-6 5 42 €F° #q3e HolEFIEY IS A= F3]
IL-67} © acute phase reactant®t B3I #Ho] Y& RASZ ¢ A
AtHHerrmann %, 1994). 28 o|F 2 ¥ dFZ AN E IL-15 FX
¢} olE F AFEZL AATJA e AoE BAHE ALEZ AZ4H
o}

E dFdAa e IL-158¢ dF &e Yehdie 3HErl 8 & deXE
ZA}3t7] 918te] TNF-q, C-reactive protein 7181 ESR¥ ] ZEA 3}
Ro o] AR o= 7AW A 9F g AEE HUE
de A B F A ALEE oA A QA FAAeIW BH, A
27, a8 o] A HgEE o B EdEe] It 2 F
MNE 53] 7tgA7IHAAN Fo8 GFNEY A7 8 F e #LF
o PEde TARFF glo] IL-159 8L HIUE Aol dAFe=
U Agey ozt Fasith A, B AFdd @3 208 F A7
¢ BAEH gEFol AT w1 A AN, IL-15 F4
St @AY FAEY FFE vusrde FARHE EVMedAH.
e A7l F oo B EXE GAoE o d¥BA dFH
IL-15 £X& H 2§ ZH IL-159 7t4A 7R e Hedd q8g
TEE & UAEE stedof & Aot

do2 o dFdel ¥ FAZE A IL-156 FXE ofe 2 ¥AY
oA IL-15 mRNAS 2dE ZAslY o A&sA o] A
IL-159] &g Awylel & AHolx, IL-159] o] A FHijo] glojA
T oA AL dF A7 AT HAN AE7A g
g o Wty wste IL-157F oju g @A A=A #H AT
7t " Hojol & Aol

_17_



V.38

TtAAL7 o dF AT EFQ IL-158 471 F/rsta 9t of#
g71ell Zast™, IL-153% TNF-a9] A7} frof st 434§ vedof
IL-15°] F71¥<+E TNF-a ¢AX F7ME & F AU AT
IL-15 X%} acute phase reactant QI C-reactive protein® ESR#+=
NE Fod 4a@A7 dReER IL-15 X7t 7hekat7 e dFw
S AEE Hrtste A AET HA ZEHE 4 F AU
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Abstract

Elevated serum interleukin-15 levels in Kawasaki disease

Hyun Young Kim

Department of Medicine
The Graduate School, Yonsei University.

(Directed by Professor Ki Young Lee)

Interleukin 15 (IL-15) is a novel cytokine that induces T cell
proliferation, B cell maturation, natural killer (NK) cell cytotoxicity, and
could play a pivotal role in inflammatory disease pathogenesis, acting
upstream of TNF-a. Kawasaki disease(KD) is an inflammatory disease
which increases serum levels of inflammatory cytokines such as TNF-a
and IL-6. We designed this study to examine the serum levels of
proinflammatory cytokine IL-15 in KD and to evaluate the role of IL-15
in estimating the severity of inflammation of KD.

Twenty patients with KD and 10 healthy children were enrolled in this
study. Serum levels of IL-15 and TNF-a were measured at acute and
subacute stage of KD and normal controls by using ELISA, and acute
phase reactants such as ESR and C-reactive proein were measured only
in acute stage of the disease.

There was a significant increase in serum levels of IL-15 measured at



acute stage of KD (11.4%+5.8pg/ml) compared with those of subacute
stage (1.3%=0.9pg/ml) (p<0.01) and normal controls (0.9% 1.0pg/ml)(p<0.0
1). The increase of IL-15 was correlated with the increase of TNF-a
(p<0.01), however it was not correlated with the levels of ESR and
C-reactive protein.

IL-15 was increased at the acute stage of KD and the increase of
IL-15 was correlated with TNF-a. However it may not be indicated as

an useful marker to estimate the severity of inflammation in KD.

Key Words; Kawasaki disease, interleukin-15, TNF-a
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