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Regulation of CD80 expression on human monocytes via apoptosis
mediated by superantigen and lipopolysaccharide
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Abstract : Staphylococcal enterotoxin B (SEB) rapidly increased the number of
apoptotic monocytes, whereas lipopolysaccharide (LPS)-treated monocytes were resis-
tant to the apoptotic action of SEB. This SEB-induced killing was abolished by anti-
CD95 (Fas) and anti-CD95 ligand (FasL) monoclonal antibodies (mAb), suggesting a
CD95-based pathway of apoptosis. Apoptosis in cultures with SEB was affected by
differences in the susceptibility of CD80* and CD80~ monocytes to apoptosis. On the
other hand, interferon-y (IFN-y) production from activated T cells was observed after
9 hr of stimulation with SEB. Addition of IFN-y to unstimulated cultures induced a
marked increase in the number of CD80* monocytes, which was inhibited by LPS through
the action of interleukin-10. The numbers of SEB-induced CD80* monocytes were
partially decreased by anti-CD119 (IFN-y receptor @-chain) mAb and by anti-CD95L
mAb, an anti-apoptotic agent. These findings show that SEB-induced monocyte
apoptosis is closely associated with the enrichment of CD80* monocytes generated before
IFN-y production, followed by up-regulation of CD80* by IFN-y, and that LPS has
negative effects in both cases. These results may help to elucidate the effects and
functions of SEB and LPS in the immune system.
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FEHLT 5 CD80 43 F & T Mg _E D CD28 437 & D i
Gx LT THENORBY 7>V OGENLET
H259, £z, A——HiFix T #ifgs L * MHC ~
7 A 1 G 2 E b L, @21 b A v 25
BT A2 EDHONTWBEY, LPS b 2 ——H{JE L
FIRRICEBOYA N AAVEFETLI LI L4
NTHENY, ISLEEZZEFINS ORTFIIM
fao7a 72 L3, T7xbb, 7HRM—YAIZHELHE
Do2TVWBIETHBE2, 7K=L, £IZ Fas
TEEZN L CEBEOMO 7o 7o AEHHL, #
noOMFEOBEELRFIRT 2 2 Liwc k), #Hgbsw
ZEROBEOEEEZHIF T 2HRTH 2, Lz
35T, RICOBEATRERESFEELTT K=y
ADFEEINZVWET B E, REWTA A4 > HH
fa &k DEEG I EA s, BRE L CHEAAROESE
IR RAEDE Z 0, PFEMEROBEEE S L2 HE
Wb b, 7MY A E3ZT 203 ERN KR
DM AT 2 8kP~ 0Ty VR Y
ZOMBOEEL2Mb w19, Larl, IHETO
WD 5, BB CRRE O Fas B8FIR L T
WTh, 7R =Y AW T 2RZHIIERSL LW
RLEINTBYD, 7R =Y R 7 FLH
BIEMETHD, ELFEZEBSV,

AR TIE, BT RN —y A 2FHELRT VR
T IME BRI 3 2 A —X—HE & LPS OEA 25t
U7z 58, A — "—HiEI1x CD80~ HAER 12 EIRAYIZ 7
PV AERFETEIEDNIFHI N, FOEE,
CD80* HIKDFI G FIREc L, T MK shERM
By 7PV EEz B EFHEZ oD, —H, LPS i
IhzilfH s 2BREPESNIDOT, ZZIWIFN-y
@ CD80 HEIEF & B CEEC N LU 72 Bl & 3
£33,

MEEHE
1. €/ 70—F/LiE (mAb), ¥4 A1 2,
A—=N—HR
KEGURBNTAEICIE, PLCD3 mAb  (Leu-4), #i
CD80 mAb (1.307.4), 74 V¥4 Fearbu—jLk&
L To~= A IgG Hik (Becton Dickinson, Mountain
View, CA, USA), $:CD14 mAb (IOM-2; Im-
munotech, Marseille, France), it CD14 mAb (MY4;
Coulter, Hialeah, FL, USA), ¥i CD86 mAb (IT2.2),

$LCDY5 mAb (DX2) (PharMingen, San Diego,

.
g

CA), FITCEH 0o i ~ 7 X 1gG i & (Southern
Biotech ; Birmingham, AL, USA) 2ZhFNnFH
720 HAIPLIA & L THIIL-12 mAb (C8.6), #i CD119
(IFN-y receptor a-chain) mAb (Genzyme, Cam-
brige, MA, USA), 1 CD95 mAb (ZB4, Coulter), #T
CD9 V47> F (L) mAb (NOK2, PharMingen) %
ALK, VarvE+rr by a4 b4 ELTIFN-
v, IL-18, IL-4,IL-10, BEEHSENT (TNF-a) X R
& D system #t (Minneapolis, MN, USA) X DA
L7z, staphylococcal enterotoxin B (SEB), LPS
(Escherichia coli O55: B5 Hi3), toxic shock syn-
drome toxin-1 (TSST-1) & Sigma # (St. Louis,
MO, USA) X DEEAUT, SPM-2 (Streptococcus
pyogenes mitogen-2) 1% S. pyogenes type 12 OELE
BLOFABIL W,

2. fEBID I EE & EMEE

fBEE MR E DES T~ Mg % ) >
w74 b-H (Cedarlane Labs, Hornby, Ontario,
Canada) WEE L THERELIEERITO) 2 LICE DR
A (PBMC) %2372, 2X10%/ml OEE T 96
7K 7V — b (Falcon Becton Dickinson) 2 #5f#
L7z, 8581 10% 7 ¥ REfFIMHE (FCS) ¥l RPMI
1640 (H/KSBIZEE, HET) Bk Huviz, FlECiE A —
N—HER LPS 22 Zh 1 ug/ml OEE W L TH
Z, 18 Bt E L1z, %72, PLIL-12 mAb, #i CD95
mADb, FLCDI5L mAb, $1.CD119 mAb, 2> hu—
itk LT~ R IgGHikiz, #hzh 1~10
pg/ml OB TR O 1 BRIz 720 ¥4 d A A
OB EFANRD 12912 TNF-a (10 ng/ml), IL-18
(10 ng/ml), IFN-y (100 U/ml), IL-4 (10 ng/ml) B
L UIL-10 (10 ng/ml) & ZhZNEML 1z, BEMl
&Y 7y -EDTA (37°C, 3 43) THLEEEIR L 72,
CD80* BERDZTENIZ, CD14 Btz > T FACS-
can (Becton Dickinson) iz & 0 f#&#r L 72,

3. EIROTR - XFHE

BEMEEEIL T, HERMEEOER - —E L
T phycoerythrin (PE) i D#Hi CD14 mAb (IOM2)
T, Ca®t EH D binding buffer T¥EV», fluores-
cein isothiocyanate (FITC) =% annexin V TZ
L7, %72, FITCEGFEPL CD14 mAb (MY4) &
propidium iodide (PI) iz THE L 7z, Hefatk, FACS-
can TCDI14* BEER D annexin VB X U PIGHX %
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B LTz fERIGFHE R Z (SD) TR L7,
SD 3§ RTHFHED 10% LINTH - 72,

4. YA bHA 2 DRE

IL-18, IL-4, IL-10, TNF-a 8 X U IFN-y 2 ¥ D
FA bAADOEEETRS 212, PBMC % — Tk
fgEE L, 2P0 EBEFOY A A v %
ELISA # v b (Endogen, Woburn, MN) 1 X v #l%E
L72e T RTOY I EhZh 3Bk 2 HE LTz,
B, MERER % IFN-y, IL-18, IL-10 3 & (* TNF-
a 1% 20 pg/ml, IL-4 1% 10 pg/ml ICRE L1z BT, #
nENDY a>EF b« YA bh A o TIERERE
ERL, ZOMBEN»SZNZTNDOTA ML VEES
BEL,

5. fRETFEVDHT

A) 1 BLU7(a) OEBRTI, #'H paired ¢t 7
A MERERL T, PED 5% RiFIZ% - 12BE 0 HET
FRCEEEZDD EHEL 2,

B) 2,4,5,6 BXU7(b) OEERTIZ, ANOVA
D&, Sheffe DL EIEEEFEML T, P EH 5% K
WmMERTEZRCEREZD D EHE LT,

& X
1. R——#HFRIZ& 5 CDSO* EERDFEE ¥ LPS
12 & 2

A —S—4HiJE (SEB, TSST-1 ¥ X tf SPM-2) i
2 & % PBMC @ CD14 BBHEMIlE (2X104) D9 b,
CD80 #iJ5 % F 3 % Mifa D El& % FACScan THIE
U7zo & 72, RIRFIC 2 — 2 —HiJFI2 X 2 CD80 FIH 1 &
9 LPS ORIREZHFHNTzo M1 IRT &5 LPS B
TRTIZERI L ARELZOIC LT, A —S—H{EH
AT L, 2TOBG B W T 18 K% O CD80*
HIROEGBZEL WML, 512, LPS % 2 —
PN—HR L RRRC Nz 72355, CD80* BBk D& 13 #1
HlEniz,

2. BIRE0o CDSOEFEEICEH(TS IFN-y DR

BEk E o CD80 DFEBICXT 294 v H 4 > DEE
BB, PBMCicVavEF v b= A b4
YEZNTHMZT, 18 KFEEL:, M2 10RT &
I W IFN-y 2Nz 72356 D &, HERIZ CD80 D FEZE
KEENED Sz, & 512 SEB R 12 HT CD119

60 7

B Lps (-) .
[ Lps (+)

CD80* monocytes (%)

Medium SEB SPM-2 TSST-1

1 A—"—HEHBIZ X % CDS0* BBk D F ¥ L
LPS o#li#IzhE
A —X—HiJE (SEB, TSST-1 B L F SPM-2)
(1 ug/ml) T PBMC (1X10%/ml) %#HEL 77,
7z, LPS (1 ug/ml) CRIBRICHIBLL 72, 18 B
i i EMEE 2 BN LU ¢, i CD4 &
(FITC) :$1CD80 ik (PE) i &k 3 -EHfh
2ITo72, 2X10*{AD BB (CD14 [BEMa) %
ST L, CD8O B3l &l & % FACScan THE
L7z, CD80* BEER (%) X 3 AD donor O
WE+ ¥R (SD) TRL7Z,.
8B, *IFP<00l 2RT,

Pikd 2 »iddt IL-12 Hifk TRILE T % &, CD80 0
FEIIMEI SN, 72, IFN-y 23z [L-4, IL-10
HDHWIFLPS2HZ % &, IFN-y RN ICB T 3
CD80 FFEEEIMIFI S NIz 2D En D, A—r3—§]
R & 5 CD80 DFFHE Iz 1k IFN-y 238212 B3R
LTWw3 I ENRENTZ,

3. SEBRIEIZL VFEEE N3 CDSO BEIRDIZHEF
AIZEAL
BB OBE LN, SEBRIETIZ6EE: T
CDS0* BHER DL R EE S N, & o IREE
6 Rl %8 2 % £, CD80* HABRDEEZE LEhn T >
iz (K3),

4. SEBHELULPSHEICE 2V bHA > DE
e

SEB & % ik LPS #li# T, PBMC biFhiciEd

nas9%4 b#H4 % ELISA #THH~E (£E1), LPS

Fl#, IL-18, IL-10 8 X N TNF-a 34 X 1,

SEBHI¥ T T#ilgs 5 IFN-y & IL-4 BELEI N2
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L CD119 fitk (10 ug/ml) & 2 WIZFLIL-12 Hidk (10 wg/ml) T 1 KefHIAGLES W SEB (1 xg/ml)
EMZ720 %72, IFN-y (100 U/ml) & [@RI2 LPS (1 xg/ml), IL-10 (10 ng/ml), & % > id IL4 (10
ng/ml) &0z 7z, 18 Brffi721c$1 CD14 ¥tk (FITC) & 37 CD80 ¥tk (PE) 12 L 2 ZELEEIT\,
FACScan T L7z, CD80* BBk (%) 1% 3 A donor MFEHE+SD TR LTz,

%8B, * ik P<0.01 vs medium, #i P <0.01 vs SEB RI#EE, oid P <0.01 vs IFN-y FEEE 2R T,

30+

. Medium
§ ses

25

20

157

CD80* monocytes (%)

107]

6 10 15
Incubation time (h)

3 SEBHIBTHFE I N2 CDS0Y BEKDRHE
1t
PBMC % SEB (1 ug/ml) THLFE%, 3,6,10 B
XUV 15 B AR 2 EIX U ¢, #t CD14 Hifk
(FITC) t#iCD80 ¥tk (PE) TZELEERTT
vy, CD80* BiER D Hi¥AEE (%) % FACScan 2T
fEFT L 720 BICIE 3 A donor @3 bbb A%E
M iEBRE2 R LTz,

I, IL-18,IL-10 8 X UF TNF-a OE4FHE G Bl
Nz, Bz, IFN-y E4 B L Tid, SEB #E# 9
R S EE s, T LETIBREERUT CH - 72,

5. SEBRIBIZ & 2EERDTR - RFE
IFN-y OEEMENICE S L5 CD80* HiERDEE R 2>

IS, SEBIZ X 2 HIRD T K b — ¥ R AT 3
AREME R FANRD 20, TR b —¥ A DY &
RIS S 5 annexin V!9 % L CHRE L7z,
4 2R T X 512, SEB Hl# CHER D annexin V =R
DL 7z, %7z, CD95 (Fas), CD95L (FasL) &7
YEFIT=ZANELTHIS NS, F1CD% Hii&(ZB4) &
T CD9SL Fiifk (NOK2) ¢ 1 HefipiilEEs% c SEB %
Mz, 3HEfEEEE L 72 BEROD annexin V BiER 23~
TR, 7R =Y RAREECHE S L,

6. SEB RN EIRD PI it

BERDT7 R =Y AFERT RN — v AR IR
7 Plic X DHEER U 72, Z DRER, PIRATYH, SEB
DHEROT7 R N—Y A ERFET LI EPHEIOON
770 & 512, annexin V DS & G LPS ORI
£V, FEINSEERD PIBHERITIMEIE N (K
5o 7z, IFN-y IZEERHE D Fas O ¥R % 8555
L, 7R} =Y ARFEET LI EBHONTHED D
T, IFN-y L3Iz & % PI BGMHR %2 FH 703, HBRD 7
RE—=322BT 3 IFN-y OBEZBREI L D5
776

7. YA AL DEROT AR b—2 XFBE

SEB & TNF-a« (10ng/ml), IL-18 (10 ng/ml),
IFN-y (100 U/ml), IL-10 (10 ng/ml) =¥ DV 3>
EF b A A EEBRCHRMLT TR M-
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#1 SEB & LPSHIIC X294 b h A VL

Cytokine production (pg/ml)

Stimulus IFN-y 1.4 IL-18 IL-10 TNF-«
3 6 9 18 18 18 9 6
— <20 <20 <20 <20 <10 <20 <20 <20
LPS <20 <20 <20 <20 <10 430+123 549+55 422156
SEB <20 <20 164+29  1,155+136 16+1 438+108 171+11 201+10

PBMC % SEB (1 ug/ml) & LPS (1 ug/ml) THIBAL T, —E DALBEERE (3, 6, 9, 15 8 L 18 18 EB#fE)
B EEREINL7:s EEFOY 4 A4 > (IFN-y,1L-4,1L-18,IL-10 8 & ! TNF-«) % ELISA
Fv bTHIE Lz, 28, KFEEBRTIZN3 LEL donor ® PBMC % AL R 25 Uz,

80
*
100
* * —_
7]
£
'g. 407 # # g 60 * 4
£
3 . .
20] = . #
mom n
o 0
Medium oCD95 oCDSSL SEB  SEB  SEB  SEB Medium LPS SEB  SEB+LPS  IFN«
+ G095 +oCDIL 1190 5 SEB iz X % PI* BEROTEH
4 SEBRBEIC X Z2BERO7 KR F—v AFEH PBMC # SEB (1 ug/ml), LPS (1 ug/ml),
Pl Fas P&k (ZB4), #i FasL #ifk (NOK2), o gll\/f*y (g%gém%ggé&ibs}i?fébPS ;ﬂ
yhruo—nELTH~YYARAIGG R, FhFhl , 18 BFfuit i TyL CD14 1
ug/ml iz T 1 KM%, PBMC % SEB (1 (FITC) & PI ’C*:_E?ﬂ%@%ﬁ“\«\), ‘FACScan T
pg/ml) TR L 7z, 3 BEREZE 24T CD14 #1 MY L 72, SEB THE & 12 BEROD PI Bk
& (PE) & annexin V (FITC) CTITEL L % 100(73 E LT, iofE X % PLEBEXR 24
7288, TR — ¥ ABMEEEK % FACScan Ti# SR U7z, fE8RIE 3 A donor OFH{E +
iz BEERFIZED 2 7R —v AHEKOE SD TRL 7z,
E (%) X3 A0 doner DFEH{E+SD TR L %8, *ix P<0.01 vs medium, #iX P <0.01 vs
720 SEB Hlli##Ee %13,
%8, * i3 P<0.01 vs medium, #1& P <0.01 vs
SEB Rig# % "9,

v 2 DZEL%E 3 BRI % 1 FACScan Tz, 8. PRIF—REAL 1= CDSO BEERD IR Ay

6ICRT & 512, LPS 0BE LA IL-18 5 2 n
id, TNF-a %1% 5 &, annexin V B854 L SEB B CHEE s 3 CDR0* BIRD 7 4 b — 3 %

726—77,1L-10 8 X ' IFN-y THUE L 1285121, 2 X9 B A M R ST fER, CD80- Bk L M L ¢

D& 5 HMHZIRIIFBD s e otz (F—F I3RS THRM=YAZEIIEERT ZEDBHES L ER ST

o TDZEMS, LPSIZFICIL-18 £ TNF-a % (7)),

ML T, SEB THE SN ZHERD 7 R b — 3 2 ZHIH & 512, 1ug/ml OFf FasL itk (NOK2) #h0z T

L T3 AJREMERIE & L7z, HARE T R b — > 2 24§13 2% &, CD80* HEkDEIA
FELLIBALTWE (®T7(0)),
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Medium LPS

SEBHIBIC L 2 EERDT7 R b —Y AFEBIIK
1Z9LPS ¥4 b A4 ORhR

SEB (1 ug/ml) Efdb 25\ ix LPS (1 xg/ml),
TNF-a (10ng/ml) H2%WwixIL-18 (10ng/
ml) % PBMC iz 7z, 3 BfE&ER ICHizz
EINL T, HiCD14 $ifk (PE) & annexin V
(FITC) T E#f %217\ FACScan TN L
72o annexin V BHEHEEROES (%) X3 AD
donor OFEHHE+SD TR L7z,

8B, *iX P<0.01 vs medium, #iX P <0.01 vs
SEB B 17,

* %

A
\J

60 -

4 *

CD80 * monocytes (%)
P-3
?

N
<Q

SEB
+0.CDO5L

CD80 (-) CD80 (+) Medium SEB

TR M= X &AL e CD80* ELER D 3 IN H1E
hn

(a) SEBR# 6 BFff#2 i fifg # BN L T, T
CD80 #if& (PE) & annexinV (FITC) T_H&
L CTHRY — NA LT L /-, CD80-EiEK
@ annexin VEMEE % 100% & LTRL T,
CDB0* BER DR E R L T2e FERIF3IAD
donor OFHHEESD TR L7z, 88, ** F P<
0.01 /R,

(b) 1 FasL #ifk (NOK2) (1 xg/ml) %Mz,
1 BrfEmaLE S PBMC % SEB (1 xg/ml) THl
WL 72,18 Kefdiicflile 2 B L ¢, $1 CD14 #1
& (FITC) &#H1CD80 Hitk (PE) TEREY
17> FACScan THAT L 7z, CD8O+ EBRDE|&
(%) X3 A® donor OFHELSD TR L 72,
B, *1d P<0.01 vs medium, #i& P <0.01 vs
SEB fl#ft %7,

M

(o

%

HERIIEE FasL #RH L TBY, THIlED 7 R
=Y AERFET LHEENEES T 5202, £z, BER
I3ARERAYIC Fas receptor 3 mUV_NVICHIR L THED,
HEICOEHARBRO7 K-V ANEESh 512, K
WMEOFER, HERO7 R b—3¥ 2% SEB i T2
&, &5, PiFashifk (ZB4) = #i FasL Hifk
(NOK2) #inz s 2 Tclfldna Z Lo 6, SEB i
Fas DR EZN LU CTHRIEC 7 RV A 2FHEET 5 2
EWBIRENT, 861, TR —YADBEHEEL
Tannexin V & PI ZWTHKREI L& 25, WHE
EOHBEBHE 2R L7243, annexin V 2 W 28413,
Pl Db EEIEEZ R IERCH -7z, I1iX, an-
nexin V O HERADE SRR IERENES, HH0IE
EEfEANOREZRBL TS EEZONS, SH
DEEFER TREERZ DX, CDS0 #FIF L - BERIZ
SEBIZL 37 R =y RAREFHETRLIZZETDH
5o, ZOBWEBIIFRHTH S0, 7RV RT3
M DE A 5 BIAGIC CD80T BEIR D EE 238800
TH5IDEEZOND, Fi, EBREHEIIRL TR
W, SEB L7 RV AFEBEEO—D L L
T, SEB LIz & D aJEEM FasL B EEHFICRE S
T, ZHHEERK D Fas receptor iEELTT7 R b—
VAERFETHARENFEZSNDL, Lrl, FAIEME
FasL 3R AR LN, 78 b= A DOFEREHNTH
WEWIEHRED H DD, SEORSIVPLETH S, 356
IZ, caspase-3 4 » &t £4 —(DEVD-CHO) iz SEB #i
BTHFEESNLHEIROT7 R b —¥ A 2MHT 2 (F—
FRRET) s, FasBHO7T R b=y X7
F & L TD caspase?® OIEHLO REBIND,

STEE, LPSRREFIEIIC LD EELEI NS IL-18 %,
TNF-a @ & 5 2 REEWEY A M A A >, BEERD 7 K
=Y ZAERHFEHITEEDIMENIN TR, K
R Th, 6 AT LI, LPSXIL-18, TNF-«
X, SEB TEHEE SN HERO TR M —y XA 2MHT %
ZEDPHSMER ST, LPSICX 27 R b —v X
BeRE & U C caspase WYER 2 &IF L Tw 2 A[REMHE DS
TRIBEINTWBE 29, Z OMEIE £ 7280 T,

IFN-y 3~ 707y —YEMES A A4 D1
DTHY, ¥4 71~ =T g NK #ifdis &m
SELEENE ZEPHSNT VB, F 7z, BERFRMAE I
FIH 35 MHC 7 7 X 11, ICAM-1 8 X ' CD80 D F
HEITTHEL T, THEOEE L2 EET 2/EHBHS

T~
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LT 52730, T L OE AL T HFUERIE & & D A
A >y 7 FPStz, CD28/CD80 DRSS %
ILTHBIY 7 VBERE E Wb 5303, 512, M
2WRT LS, SEBIZ X % CD80* EEkp#EMMZ, F
WIFN-y OERIC X 2 2 ENTFB I N1, F 77,
IFN-y 2 & % CD80 FFE 25 LPS ML ¢Hldl & h
720 CORKNE LT, LPSEIC L Y BER D [FN-y
V78— (a ) OFRBEVBELT L0 FERE2E
TBY (FT-2R3r3T), I LPSIc & 2H0H#E
MO 1DOThLuREENFEZ 5N D,

BER F oD CD80 mFEIZ, IL-4 202 % Z & THIH
S, TLIL-4FRPEZ AW S CEISER SN S
E OB H 532739, £72, IL-4 12 & > T B Lo
CD80 DFEBEMET T 2 &L DL H 5%, ®BEDIK
ELFEUCL, SEIOEBRICBNTSY, M2I2mL L
512, IFN-y Iz & > TEBER FIicEEE 25 CDS0
1, SN IL-4, & 51213 IL-10 12 & - TS
52 EDBHS M ER 5723579 L, SEB #IE ¢
F3nbIL-4 0, 18KEEECHHMEICRE R
VW, o T, IFN-y 12 & % CD80 HFE OGNz, T
L5, LPSHIBuC X DELES NS IL-10 5 FIcEE L
TWBZEDRFZ 5 B33,

B EDOERER» S, A ——HHEB L U LPS 7
TicBT 5 Tl BEROMHAEER - LT, LTOIR
HNE Z 5D, SEB B CEEEYIHAD o KR Fig
WA TE FasL 3 EEA a5, 2D FasL X CD80~ 8
HRO7 K b— 2 2 FIRICEEE L, CDR0T HEkH|
EEEMI Y5, BN TELESNS IFN-y 2L D H
BROCDDOFHEBR I - RW B, THED
CD28 L DEEZ N LT THIFE ZEMILT 5, 72,

LPS i3 8Ek» & IL-18, TNF-a ® IL-10 OE4 > 35
HL, BHfcELA RN IL-18 ® TNF-a &34 — +
794 VIEHT 5 2 L THEERNICY 7 F L R EE
L, SEBRIBTHEEINLEERDO T K b — ¥ 2 2HH
T5,—H, BNTEEINSIL- 10X IFN-yic Xk 3
HIRD CD80 KA MH 5, Lich-> T, LPSI3H
EO7RbP—v A& CDSOFRBHOWMHICEL L A H =
A LDOMFEIWER 2R TH, 5 5 H CDS0* HERD A
2Ex, THROBE ZHEEEEINHEH T2 0 EH2
505, LrL, ZORMOMEHIZONWT, &&I2HF
RPVLETH 5,

AT THEONIA—"N—HRICX 2 THifzDE
RlowmMAb & 2 BEEBROBEEERD, BELEGE
W EEZONETLPSIC X DHTHEIE 239 L1
HIRE, BRIROFER & RREDOWFFRICHT - R S 2 4R
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FITC; fluorescein isothiocyanate

PE; phycoerythrin

SEB ; staphylococcal enterotoxin B

TSST-1; toxic shock syndrome toxin-1

SPM-2; Streptococcus pyogenes mitogen-2
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CD95; Fas
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PBMC; peripheral blood mononuclear cell
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