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NR7 P E—HEERBEICE T2 NK il REFHRE S BEEBCRET T 2 B TER
TER{Tol. 7hE—HEERBEA (BHIOA, ZTH20A) OESIZ I~ (FHERHLL.IK)
T, EEEBCEELA, PEMEISA, BEEIOAO IFHIAEL 2. £, WBEL T ~I5mO/E
B16A (BHIAN, ZHTA) 28A. °Cr release cytotoxic assay 2 & % natural killer (NK) #
fyEME R &L O single cell assay (SCA) i & 3 NK #ifgiEMiz & BB IRICHEXEERTEEIZET
L7:. %7, interleukin-2 (IL-2) 8 & O interferon-a (IFN-a) 2 X 28Iz DWW Tk, EEMT
IFN-a 12 & %% specific ®Cr release MBI D SN s - 72y, BERS L UPEERT NK @
BEE IL2 8L U IFN-« KXo THEREHRS N, —F, Lev7 BHMBRORE 2 v —v 5 v 13
BERCOMICEERZZIRD oG 27208, Leullc BHMIEORE 2v —v a VidPSERTERE
ML, &7, THE-—HERRABREBLUCBERIB LT, % specific “Cr release i¥ SCA 8
LU Leu-llc BIEHIME & ORI EE X EQHEBBEGR R s, LEL Y, EEEE T NK #ilz
OEAMEE SR B L CIENRESENOE T, PEERE I NK ilROBEETS L UEE
HEinmED s Nt MRE7Z P —HERABE I3 NK filio B 2iiss 2B e o 2,
FEEFECBI I ZAZhORBMEASHICITE I LB TER. 5%, R EICLY 351070
BrEiTenl, NREICET 2 NK RO AIE I BEEE 2 FRNICEEL, FRefERNT 22
HD1IDDFERIZRD I LBbhl:.

Key words atopic dermatitis, natural killer cell, *Cr release cytotoxic
assay, single cell assay, surface marker

7 b E—MERE 4% (atopic dermatitis, AD) DBF
REEBBECBRLL T, LrvEECARIPT
WIEBHIONTBY, GHLLTVERL LTER
BRI 2 & OMERBRYE, CREREEY . 3E%
FE® - Kaposi KEHEFKBE R ED 7 A L A BRYE
BHIToNTVSE. ZhsDRHBPELSHLYT
WHBE LT, BUEAMC L SBREALEI» S VbR
TW3H, EEREICBI 2 RERY, 825 MR
HREORBC LA2ABENELZONTHE. 204

KHELT, Lorl, AD BEIC B 2 B8EH KM KIS
OAET™, U v REROGFECERFIINT 2 KIEEOE
T B LU v —THREOBES" L &2 5L
PHREIEZED BH, VAN ARBMOBEEICHS
7 % natural killer cell (NK #i}) 05D AD B#
EBITAECET 2 HEE b,

—7, NK fifaoEE e, tkzomiags
EEEEHRERATRHE T 2/ ETH 3 “Cr HEMK
B = H B (°Cr release cytotoxic assay, *CrR-

Abbreviations: ACD, acid citrate dextrose; AD, atopic dermatitis: *CrRCA, *Cr release
cytotoxic assay; FBS, fetal bovine serum; FITC, fluorescein isothiocyanate; IFN-« ,
interferon-@ ; IL-2, interleukin-2; NK, natural killer; PBS, phosphate buffered saline :

PE, phycoerythrin; SCA, single cell assay
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CAYMps Vs T wWiohsl, MEREFOES AL
FLOFESHEEENTE. ZHTHE/ 70—F
MR AL THRBT 5 NK HilaRE~ — » —#&
oo L L THEBEEEEREL D S
B —HRIEERE (single cell assay, SCA)"™ »¢F
Brah, 2hsOHEICE D NK #lgEE 2% A
WESZBIENAREL ST &,

% ZTE#X, “CrRCA, SCA 3 XU NK fifa®
Fe—s—f@RERAWT AD BF w75 NK Hifg
EHEPAEL, BEOEELME L. 72, ADOD
EAERK & NK HisEtE : OB 2 RE L.

WRE & UFHE

. &

SRAFEEEW BRI, AR REb, KR
R, ANIEhRKEROSEEERESNL
AD BE39A (BHI9A, LH20A) R EL. B
EZOERIT 9 ~15K CFHERLIL.IR) TH-o 7.
AD OB EE - KEBOZKMEED CETE, 25
2 AD OEEBICL D IRO 3L

BE O CEERMEOTIE—KERERODLOD.

TR L BERMOT P E—EMICINZ T, Wk &
CEBIZRREOEBLREE2E T 528,
ZOWHEABLEHETEZV LO.

BE O ARMNLT PE-HERERT, BRLORE
EDBEETZOHEESLETLO.

FHEOBEEEICLIDAET S L, NAREFIEE
A, HEEISA, EEIONTH-72. 2L, AD &
ErEDDIIIHI-T, FHONREMNLERIEL
LB EIIRAY. £, NK HiflaFEE~OXEL
B2, BIBREERLVE Y OLEREICL D IRHE
FOBREIHR»SBEALT.

nE, WEHELTI~RTCH-RRERAZT VIV
F—EEBOT WEEIEI6A EEIA, KETA) 2
FEATL.

I1. A48 #EER 05y B

FHEARM%Z 10ml ~o%Y) ViR, V) v BEEE
#Ey5¥%E (phosphate buffered saline, PBS) (Hk#
R KT2EFERLLLOE ) ¥/ SROBH
(lymphocyte separation medium, LSM) (Litton
Bionetics, U.S. A) w&EB L, 1500rpm 2043 .0
L. BL%, BB TEEL RN EER E R
L, PBS T 1800rpm 1043-f, 3% % 1000rpm 5
SR LYER L, 10%IFE{k4-Ia RIIE (fetal bovine
serum, FBS) (GSL, U. S. A., lot. 10091) ¥ f0
RPMI1640 %W (HABUSE, ) CEEL . &6

2, ZOFEEKRE 60X15mm HBEE T 1+ vy 2
(Falcon #3002, U.S. A) icAh, 37°C5 % CO. 54
TT—BEEL . BH, Z0OEEHK%E10% FBS &
1 RPMI1640 #¥&iz T 1000rpm 5 43 2 EEL ¥
L, 0.2% bV S 7 —TRE L CAMBREESE
L, 2X10%@/ml 1258% L T effector cell & L7-.
I, ®CrRCA
SCrRCA D AEIWCE U TIT-7. & Mgl
B B 197 B Sl A bk K662 #ifg iz, 50k CiizhEy
T3 “Cr (Na,"CrO,, ImCi/ml) (E—S5 Y474V
b —7HRERT, R) 2MNZ C37°CT 2 BRfRgE L /-,
BE®, 10% FBS &0 RPMII640 B 2 ¢
800rpm 5 7 4 BIER.CEEMHER L, HEEE 1X10'E/
ml 2B L T target cell & L 7. effector cell &
target cell #%F X 1ml 92 (E : T=20: 1)
tripricate T/NF a— 7ML, 37°C5 % CO, §48T
T ARFRIB SR L /0. BE %, 2000rpm 5 SHEL
L, E¥1ml 28R T, MlEXE*ECERD 1ml
bt - A=y rFrv—varav sy —
(7an, BER) T, wHank “Cr OREEE2H
ELl. %HBEN “Cr MEE (% specific Cr
release) # TRz X KD “CrRCA 12k 3 NK
fHREIEMEEE L.
% specific *Cr release
= {(experimental *Cr release—spontaneous
*Cr release)/(maximum *Cr release
—spontaneous “Cr release)} X100
E#R “Cr ft i1 (spontaneous ®Cr release) i%-
target cell BYUEE LB, 7\ K “Cr Bl
(maximum “Cr release) i3 target cell 12 1 % triton
X-100 (FIYEHisE, KfR) 20X 72BE0 “Cr BiHB &
DHHELL.
IV. SCA
SCA OHIEIX Grimm™® 8 X UHNE® O HHICHEL
TiFo7:. HIRAEE 4 X 10%E /ml (= FE L 7o Bk
(effector cell) & K562 ffifg (target cell) %, &%
0.5ml T2/hF a—FWRMZEMLIZOB, 3TCTI0
SREsER L. —KF, 0.1% 7 #o— R (Agarose 2)
(RUTALSERFRRT, B 2RLWCBEEL 0B, 37C
OEBRERICREL TZOWRERERRFL . HE
L 7z effector cell & target cell DL 1.0ml i,
HorUnEf L7 u—2A 1.0ml 20 EY,
FE < 60X15mm FHMEET « v ¥ = (Falcon
#3002, U.S. A) Lixg—iz @8 L7z, 7Hu—AH
FELCEELEDL, THO—AMERLEVEIR
10% FBS ¥ RPMI1640 ¥#i% 1.0ml EEL, 37
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C5% CO. ST TARFRMEEL:. o, HBEL
< target cell DA% 1.0ml €< EEEICMEL 7=,

e, BB L 7-10% FBS #in RPMI1640 ¥ %
BEL, 0.25% LV X7V —8 1.0ml 2D¥, EiR
TS AMBREL . Bk, MUY T L—RKRE
LT10% FBS #i0 RPMI1640 B AEBL , 0%
FUSYTN—RiRBREL.

P L o B AR FEHBL200FOFERTITE
TERLUL. 27, MEE U TERL 7 target cell @
HDIEER T target cell 25002, FDOFTCHARWK
FWL T 5 target cell LER®D, ZOFALTRL
B ATEER I L3R (% spontaneous target death) &
L. 20T, &R Lz effector cell #500{E%K
%, FOHT target cell IKHFES L T 3 effector
cell KD, *OESFTRLEBESHEERE (%
conjugate) & L7z, & 512, effector-target &4k %
10083 %, # DT target cell BIFTEFHL TV 2 S
hEEkDd, TOESERERLALLT, K&
effector cell DEFEIZ X - T target cell H3FEH L 7- 45
EHOLEERDB LD, TOFEHEE (1 -%
spontaneous target death/100) DR % & 4 L A1 K15
EREEEE (% lytic conjugate) ¥ L 7. &#&iZ, B
TR BRI, UNK Thbb*5—EES
BT 2MlEORMMmEZRC 502 HEEE, TEoR
ZEhRez.

% NK=(% conjugate/100)% (% lytic conjugate/

100) X 100

V. IL-2, IFN-a 3% 0 “CrRCA 5 L U
SCA

interleukin-2 (IL-2) % & U' interferon-a (IFN-a)
i2k3 CrRCA BX U SCA ~OFEE* 425 HWT,
SHEL 7z 2 X10°ME/ml BB 1ml 2 IL-2 (ENI,
U.S. A) (lot. 1977-90) 1004 1, IFN-a (H&E> 2 4 1
Y#—F, ) (Iot. 001; 100U/100x 1) 1001 B &
VZ2DTEEZFIL, 37°C5 % CO. SAHT T 2 Heffss
BUEENZ . ThE¥is, effector cell £ LT
CrRCA B & U SCA %f7-7-.

VI. Leu-7 & & U Leu-1lc 2 & 5 NK #ja®mE

7 — 5 — DR

NK iz B & DB WE / 2 ga—F L3 Leu7
&, fi Leu-llc Hifk& B TR L. acid citrate
dextrose (ACD) ¥R IIE 2SR TERID L 72 KB
BRID 10041 123k 7 B = A% TR L T 2 SRI1EK
BRI 10ml * ML CENS 7. BMERREL
7z £, PBS 10ml 2T 900rpm 4 53 LB L,
fluorescein isothiocyanate (FITC) {81 Leu-7 #Hifk

B & U phycoerythrin .(PE‘) P Leu-llec ik
(Becton Dickinson, U. S. A)) #%%2 20ul NZ, X
WHRTITMEE & €. Kit%k, B PBS 10ml i
T 900rpm 4 53[&.L¥EM L, Fluorescence Acti-
vated Cell Sorter analyzer (FACS analyzer)
(Becton Dickinson, U. S. A)) T Leu-7 Bl s X
U Leu-1lc MO ) v BRIz 5 o 2 8l& % E
L7

VI, #EEHniE

HIE B OFET4LH Iz 13 Statistical Analysis System
(SAS) ¥ FHOTHE L. RAEEOEEE DR
KIRLTE, 28T %k, BMCERE
(p<0.05) OH -7z b DL Tk Duncan O FHEIZ
THELEE2TY, p<0.05DbDEEEEARD L L
7z. %7z, IL-2, IFN-a LB OF[#% TD “CrRCA B
& U SCA DHIEMO LB IZ 1 paired t-test &1Ly,
R ORI IIE Pearson OGBS RD .

15 #

1. *CrRCA

1139% specific *Cr release %#:R7 . @ERD%
specific *Cr release I 16.4+1.4% (mean+ SEM)
THotz. AD BETIIEBIERE 16.5+2.3%, DEE
BE19.311.7% T, LY@EERrOMIEELER
mHoholo, BEFTIE 10.421.4%T, &

ﬁﬂr
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Contrel Xild Moderate Severe

(n=18) (n=14) (n=14) (n=10)

Severity of atopic dermatitis

Fig.1. Relationship between % specific *Cr
release and severity of atopic dermatitis. Each
bar represents mean+ SEM. *, p<0.05 by
ANOVA followed by Duncan’s multiple
comparison.
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BRI HEAEEIETL TV (p<0.05).

II. SCA

M2, M3sLUE41z SCA DRIEMERT. #
#IE D% conjugate, % lytic conjugate 8 & U'%
NK ixz#h#h 10.6+£0.2%, 23.8+0.7%, 2.5+
0.1%TH 1. AD BEOEREHS L UPRSER L
wERLOMCEESEIRD shih o, BEE
T3 % conjugate, % lytic conjugate B & U'%
NK ix#h#h 8.3+0.4%, 19.6+0.7%, 1.6%
0.1%T, WTFNHEHERICHEREBCETLTWE
(»3'hd p<0.05).

M. IL-2, IFN-a Ai3B#% 0 “CrRCA & & U

SCA

#£1, £E2i#nzrn IL-2, [FN-« LLEBHBOD
SCrRCA & SCA OHlE@E=ERT.

B BT 1x % specific ®Cr release it IL-2 & % Wik
IFN-¢ QMBI L > THRECEEL (Fhfh p<
0.001, p<0.01), L#% IL-2 & IFN-« ([
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Control Nild Moderate Severe
(n=16) (n=14) (n=14) (n=10)
Severity of atopic dermatitis
Fig. 2. Relationship between % conjugate in

single cell assay and severity of atopic der-
matitis. Each bar represents mean® SEM. *,
p<0.05 by ANOVA followed by Duncan’s
multiple comparison.
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Fig. 3. Relationship between % lytic conjugate

in single cell assay and severity of atopic
dermatitis. Each bar represents mean+ SEM.
*, p<0.05 by ANOVA followed by Duncan’s
multiple comparison.
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Fig. 4. Relationship between % NK in single

cell assay and severity of atopic dermatitis.
Each bar represents mean=+SEM. *, p<0.05 by

ANOVA followed by Duncan’s

comparison.

multiple
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WTHELBETIE, S2EMTAEL B8k
~NEBCEBLL (F0Fh p<0.05, p<0.001). 2
7z, % lytic conjugate ¥ & U'% NK & IL-2 &
IFN-o OFEFFLEIC X > THEEICHEE L 228 (W
nb p<0.001), % conjugate T HEELMITTD
ooz,

ft5, AD BETIIEFEMT IFN-« AUBIZ X 2%
specific *Cr release DHIIERD & e h - 7228,
BERSIUREEHRTCRBER EAK I, %
specific *Cr release 13 IL-2 & IFN-a OHEHLE S
FURRAEIC L > THBCHE L/, £72, SCA
BE»SEEE THThOEY IL2 L IFN-« 0OF
BB L > TEEICHEEL .

IV. Leu-7 B3##EAEH & U Leu-1lc RBitfmfa

5, 6izhEN LewT BHMILE Leu-llc BB
HHEORE 2 —v a3 Y E2RT. BERD Leu7 B

Pl S £ U Leulle MMz 2h 11.5+
1.8%, 12.9+t1.5%TH -7:. AD BE1E Len-7 %
R EE,» SEEZ TOFROBTLRER L0
HMiBEELER@E»shahoh. ZhENLT,
Leu-llc BBl L BERES L CEER CIREE IR L
ORCERREIRD s h -7, HEERTIE
20.7£1.9% T, BERCHREZCHEIIL TV
(p<0.05).

V. % specific ®'Cr release & SCA o#3p

# 313% specific *Cr release & SCA * ORIDH
MEEERT. #ER TIE% specific *Cr release
&% conjugate, % lytic conjugate & U'% NK &
DRV TFR b EEXFEOHBEGSED S h i
(#hzh p<0.001, p<0.05, p<0.001). %7,
AD BETLEEG CEEZ T ThORLEEIR L
R, AEZEOHBBEKIRD s . —7,

Tablel. Effect of IL-2 and/or IFN-a on % specific “'Cr release in the controls

and the atopic dermatitis patients

Severity No treatment IL-2 IEN-«a IL-2+IFN- «

Control 16.4+1.4 % 23.1+2.3 % 18.3+1.7 % 25.4%£2.1 %
(n—_.ls) A***, B* A**’ B***

Mild 16.5£2.3 21.7£3.0 18.9%2.8 23.9£3.3
(n=14) Ax¥x BEx A% Bx**

Moderate 19.3£1.7 27.3£2.1 21.7£1.7 27.5x2.1
(n:14) A*** A**, B***

Severe 10.4%1.4 14.8£2.3 11.9£2.0 15.7+2.6
(nzlo) C* A**’ C* B**’ C* C*

Each value represents mean+SEM.

A, the comparison with % specific *'Cr release with no treatment in same severity
by paired t-test; B, the comparison with % specific Cr release with both IL-2 and
IFN-a in same severity by paired t-test; C, the comparison with % specific "'Cr
release in the controls with same treatment by ANOVA followed by Duncan’s
multiple comparison ; *, p<0.05; **, p<0.01; *** p<0.001.

Table 2. Effect of both IL-2 and IFN-a on single cell assay in the controls and the atopic dermatitis patients

) % Conjugate (%) % Lytic conjugate (%) % NX (%)
Severity No treatment IL-24+IFN-a No treatment IL-2+IFN-a No treatment IL-2+IFN-a
Control AR A
(n=16) 10.6+0.2 11.4+0.2 23.8+0.7 28.4+0.8 2.5+0.1 3.1%£0.1
Mild !’ ——A*— { ——AN—— [ A ———
(n=14) 9.9+0.6 10.7x0.6 23.3x1.6 26.3%1.6 2.3%£0.2 2.9%£0.3
Moderate * ] B* B* AR ¥ ——A¥e B*
(n=14) 10.6+0.3 11.4%0.2 25.5+1.1 28.5%1.0 2.5+0.2 3.3i0.l‘
Severe ——A¥— r——-*—A"—ﬂ r———A“——j i
(n=10) 8.3%x0.4 9.4%0.5 19.64+0.7 21.9%1.2 1.6+0.1 2.1'_“0.2'J

Each value represents mean=+SEM.
A, the comparison by paired t-test; B, the comparison by ANOVA followed by Duncan's multiple comparison ; ¥,
p<0.05; ** p<0.01; *** p<(0.00l.
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IL-2, IFN-a LEE2MZ1HE L R,

ER,

AD B# r % specific *Cr release & SCA & O]
WwEELRIEQHEEBEIRD SN,
V1. % specific “Cr release ¢ Leu-7 fti#fila & &

U Leu-11c BBt #RAR > 4608
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Fig.5. Relationship between Leu-7 (+) cell
population and severity of atopic dermatitis.
Each bar represents mean+SEM.
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Fig. 6. Relationship between Leu-1llc (+) cell

population and severity of atopic dermatitis.
Each bar represents mean+SEM. *, p<0.05 by
ANOVA followed by Duncan’s
comparison.

Table 3. Correlation coefficients between % specific ICr release and single cell
assay in the controls and the atopic dermatitis patients

No treatment IL-2+IFN-«a
Severity
R: Rs Rs R, R:2 Rs
COntrol *kk * Ak K kK *k *%kk
(n=16) 0.765 0.578 0.821 0.767 0.708 0.884
Mild *% *k sokok *okk *x ook
(n=14) 0.739 0.666 0.906 0.849 0.725 0.955
Moderate * Kk Kk K% Kok *k
(n=14) 0.636 0.699 0.810 0.687 0.738 0.844
Severe *k * *okk *% *x Kk
(n=10) 0.765 0.743 0.918 0.829 0.846 0.957

R, correlation coefficient between % specific S1Cr release and % conjugate; R
51Cr release and % lytic conjugate; R,
correlation coefficient between % specific 'Cr release and % NK; * p<0.05; **,

correlation coefficient between % specific

p<0.01; *** p<0.001.

multiple
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r Leu-llc BFtEMIRE & R %E B /% IE 0 A8 B R 4% A
b &t bs (p<0.05), Leu-7 BHMAT & oI i3
EERHEEERERD s b o7z, £, AD BE
Ty, BER LRI, % specific *Cr release &
Leu-llc BHMMROMC EE X EOMHBMEBEFRMTED &
nt: WIhd p<0.05).

% =

NK HifaEt BB RERLVE Y DLEBE5 RS
HLDEFICLDVEBEIND EBBIRESIATY
370, 2 IT, FHETIE NK fMEEkckEr 5
LBAEEMED D ZRIBHERNVEXOLBRE 2R
TR DERRLSHA L. LrL, NRBEED
HLPEIBRERVEVYORFREB LI UM RS
VEIOREREERI TWLDT, ThsDREL
NK #ifaEt e 52 2 82 TORM L. 208
R, BIEEERVECOHBRHE RS 3 VHORNR
KEBEEERT TR BERLBAEEZZ T TR
ol BREFHOMT NK HilESrEELZEZRRD
shizhoiz.

INET AD BEHW BT S NK HilEEizE
CrRCA W XD RETENTE LN, FRICEZHRAK
R L. Viander 523, RAD AD BE £
RELTREL, BEH L OREOMIC NK MEH
DERIFDON LT EREL TS, Zhiexwt
LT, RABEZECOLWTREL: Kusaimi 5% %D
o AZE™, B FNRBEIZODVWTHREL -
Chiarelli 5@ d AD BE i3 NK #EMS
ODETLRED SNz L|EL T 3. F 72 Chiarelli

Tabled4. Correlation coefficients between %
specific Cr release and NX cell surface
markers in the controls and the atopic
dermatitis patients

Severity R; Ruc
Control *
(n=16) 0.244 0.599
Mild *
(n=14) 0.436 0.660
Moderate *
(n=14) 0.468 0.628
Severe *
(n=10) 0.380 0.688

Rs,  correlation coefficient between %
specific “Cr release and Leu-7(4+) cell
population; Riic, correlation coefficient
between % specific *Cr release and Leu-
11c(+) cell population; *, p<0.05.

5243, AD BEixs172 NK filEiEH 0BT
AD OEERE L AOMHEBMEHSH 52, FENEHRL
Tt NKMBIESOETSEE 2o s, HEw[
SODREFHREEN D20 TREVH ERRTY
%

EEORMETIE, "CrRCA 12k 2 NK #IfaiE i3
SERRE & LTRSS & P SERTILSIZEET
oz, BEMTREBLETL TS Z LIRS
ni:. ki, BERETY specific “Cr release 1t
IL2 Wk DEBECHBS NN, IFN-« 12 & 2
BRDondro. IL2BLUIFN-« iZ1Fhd
NK MREEMEET & LT NK a0 5Mb & 5
BELTwa s, MEOFREFCRIETOEESH
PEBINTHBEDT™™ FRDOL S 2 ERED AD B
BFUBUBID200) > 7384 2 imd 2 KISk
DECHHEOERBFOMRBIL2 b0t Bbh
5.

#ILO%ERT Grimm 59 2k > CH%E 2 h 72 SCA
i3, NK #ilRoMRgEEI2E—Emr<rte s
ZBBLVIFEEHET . NK #iliE recycling 4
A, Thbt, 2F1IO0ENMRERBL, B
L, BELLDL, S5 IcHlOENME~LBE LT
kDB EEEVRTENEE T 22, SCA Tl
NK filgx 7 Ao—-2REHATZDOT, 20O
recycling ZFH LU TH—#T - L TOMEE %2 5 2 =
EOHEETHD. Lard, EME e T 26D,
B 2 BE T 2880221242 2 L L AlEETH
5.

I & T NK Mgt s SCA 2 v TR L 78
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TOHERS 20T, FFRTES N BEBOHE
ERERT 2 2L REL WY, ZAFROAERAEDS
BEWLIHNE®ORE LB T2 L, BERTORE
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FUBNKHBLTFRHEBIETL T, Lo
T, EWMclfae<, EEO AD BE Tt NK 4
EHEOETSE D, 22 ENHEM L OS5I



286 YN

FTRICHMUBEEIDETRLIZ2bDLEEZISN
1z

%7, ¥#3 IL-2, IFN-o LEBEMX2HBED
SCA vABKHAIE L. ZOER, BERTE%
lytic conjugate % & *% NK i@ a iz, %
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EEETIEIL2 ® IFN-a OV ¥ 7+ H 4 5
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EREHEBBR TS I L 2RLTW3. —F, AD A%
T3, IL-2, IFN-a 48z £ b NK siE0ZNHE
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EBIZIZ—ETH B, Leu7 BHEHEIXHERCIE
M, MK L HRHMMT 2 IEBHEINLTL
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Studies on Natural Killer Cell Activity and Natural Killer Cell Surface Markers
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Abstract

The present study was pursued to evaluate the immunological characteristics of the
natural killer (NK) cell in children with atopic dermatitis (AD). The subjects used in this
study were as follows: 1) thirty-nine patients (19 males and 20 females) with AD, aged 9
to 15 years (mean age 11.9 years), 2) sixteen medically healthy children (9 males and 7
females) as the controls, aged 9 to 15. The AD patients were classified into three grades
according to the severity of AD: mild (14 children), moderate (15 children), severe (10
children). Both the NK cell activity by *Cr release cytotoxic assay and that by single cell
assay were significantly reduced in severe AD compared with the controls. Except for the
enhancement of % specific *Cr release in severe AD by IFN-a, the NK cell activities were
significantly enhanced by IL-2 and/or IFN-@ in the AD patients. Although Leu-7 (+)
cell population was not significantly different in the AD patients compared with the
controls, Leu-llc (+) cell population was significantly higher in moderate AD than in the
controls. And % specilic "Cr release was significantly correlated both with single cell
assay and with Leu-llc (-+) cell population in both the AD patients and the controls.
Thus these results indicated that the ability of the NK cell to conjugate and to kill the
target cell was depressed in severe AD and that the NK cell function was depressed and
the NK cells quantitatively increased in moderate AD. The immunological characteristics
of the NK cell in children with AD could be clarified in each severity by cross-sectional
study.  Furthermore, if the changes of these characteristics can be followed up in a
longitudinal study, there will raise the possibility that measurement of the NK cell function
in chidhood may become an aid to objectively recognize the severity of AD and to predict
the prognosis.



