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Antibody-dependent cell-mediated cytotoxicity
(ADCC) i3 i MEseiE & Nt eIk & DB SICHET S
MR ERIEN—D & L THHERIR, IEEHRE, Bk

#BHDNZHCRENTH TEEENTWAY, 2 /2AD-

CCicBiT R RMBIL) o Bk, Hizki L FEERER

LY oBnEy SERENGZIZ LN TEY,
Fcvt75—%2i7T 5 AMEREREN—D L LT A-
DCC ##Eitiz it B e miEE L TKME ) > ¥k

subpopulation NFEEVEENe, FFRFRH SV I3TERE

R &9 mitogen ICHT % BE RIS & & biciRy

KIBELI B EFEZ LS.

EFHZIIE 1 H BTy URIEKZ ZATHIE &
4 % ADCC assay Ric D\ CEBERIRET N2 TH
£, FHRXTIE, T ADCC assay ZR¥GHL
T Sjogren FEMREE(Siogren’s syndrome, SjS) B & f
188855 1) 77— F (rheumatoid arthritis, RA)#B#ic
BT 3 MR REEORHMEIC NS 53 —2NT 7T o —
F & L€, Kiamsko ADCC &tk & RuEk& &
(erythrophagocytosis) # et L 72D THRET 5.

NRESVICHE

(1)%3% : Sjogren fEREE(SIS) LUTEED ZHR T
Baiklag (29~54%, FHIFE441.1£9.74 P
fE+ R, SiS 8%k 6 Bl, RA A4F16, &%

1117

) T =T RAH2H, &HEREEAH2 G,
BERRRESHIF) T AN H)T=FHeEn
18 HEREET ) V= F(RA) ¥ E 8 T classical 5 v
i3 definite & 2M¥7L 2 7o 4ciE148 (23~73F, T
£452.5114.874) H HRELL 2~ 9) KRG
65RIEKEHHLL., FloeilI YT —TX2
B, RMEFRRE L, BERFE) YT 10255
SRR LNGR L LTEAL, 28nERERE(E
124, w104, 23~694 FHE438.3114.14)
I N B RIEMAIREKEZRE AR L CERAL .
%3, RIMmEE SiS £#E1451 5 H1141»* prednisolo-
ne 2.5~20mg/ B 2% 5HTHY, 5BUIFERT o4
FRMRBIFHRES N T2, RA BE T2 4B
6 % #¢ prednisolone 2 ~7.5mg/H #fRAL, 1H%
BOTELEFNERT oA FRIERFZERL T
7.

(2) B mEKSHE | RO, ~ Y CImRE L
& 1 Ficoll-Conray & & .0k TH)) >~ 2 Bk S
(crude lymphocyte fraction, CLF) %, F7:~v<1)>
fok#gMmic carbonyl iron #0 2 incubate L7z b
Ficoll-Conray #ic TR &M% ) > k5 HE (ph-
agocyte depleted fraction, PDF) 2 5872, #h
FN10% 7 L BRME (56°C, 3053EEML) i Ea-
gle's MEM (medium & Bg)i= T 2 %% L, 2.5X10°
/ml &7 % k52 medium icBig#E L THW2, %
B, TNLHICLTRL N2 E NBRSE OISR
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(May-Grunwald-Giemsa ift#2) iz, CLF Ti3)>-¢
3K88.6+6.7%, 1FHEKS.9+5.4%, HWHR2.51+2.3%
T, PDF Ti3) > k8% LLE, 1FHEkd 5\
BRI ZEN TN I BLUT ThH- 72,

(3NZHIRMER : BEHRD 7 = & ¢ S1Cr Bk v vk
mIREERL 2nh, 79 XHE Y 2 RLIRFUK(~
N Py, LEFRAR, EEM64001%, 56°C, 30
SrIEME1L U BB 18 4 A IIC T 20015 IS PR CRRME
L 7: sensitized erythrocvtes (EA) &, FE/EFRIMEK
(non-sensitized erthrocytes, E} » # R L C, ##
£ medium (2105/ml & 7% 5 & ) FE L7,

(4)ADCC assay : BEBOD T (BB R R Y
I B MBRIFERO.5m] & FEAYRMIRIEHER 1 ml &
#iRe (EMIn/fEa9Miatt12.5), 37°C, 20§,
5 % COz incubator B TIEEL 72, 200X G, 1095&
LL, EFE1InlE2RE, ~L v & EENED0.5md
EXLICBT, EnFhoistiEdzfiEl, kR
12 & ) %5 Crrelease( %% Cr-R) # & U specific%®
Cr release (Sp%SICr-R) #KsH7-.

%°1Cr-R=(mean supernatant count X 1.5/mean
total count) X100

Sp%5:Cr-R=EA%%Cr-R—E%°'Cr-R

%8, $~To assay i3 duplicate TIF% » 7.

(5)RMmBk & &EE (erythrophagocytosis, Ep) : CL-
F #HvwCEp 28IEL 2. BT & B MBkiFHE
L RERY R MERIF R & £37°C, 208§MIEEL 12
B, 200X G, 104EGL, BERY DL LHEET
EHITELICHKE (LEL) L, BY~SLv oy b
AROERERER b ) REER 8l % N2 +4iciRiEL,
200X G, 1053% 0L T, kif (RiF2)&~L v b &
Bl 7. ZoBAIIIRNERA KL (%5 Crer-
ythrophagocytosis, %°%Cr-Ep) 7 & 18 %51Cr-Ri3
KA L VK72,

%°Cr-Ep=(mean pellet count/mean total cou-
nt) X 100099

%51Cr-R= { mean supernatant(1)count/mean to-
tal count } X 1000

(6)F it B L 0 R 2RI L 728 S0 M
BRIEMERE (FR7LESR 1 BpffE), mE) 7<5FKH
FHkili (RAHA 7 2 +©, gLms) &g >
¥, BIUBEER (BIBTEERLELHDEWE
JERT oA FRERED) oW TEBLN#ER 4N
WLUREL 72,

57 L |

F K

(1)ADCC #5: : CLF # B e L TR &
wizidfE AT ADCC & (Sp%° Cr-R) i3 49.1
+10.9%Ch 723t L T, SiSELURA B
T FNZ461.2+14.3%, 59.3+6.9% LEFEANE
BRNTHEE(P<0.001)icEE®R L2245 S)S & RA
BELOMTEIFEZRBDLN L, -2 (K1),

Sp%° Cr-R
80+ o
o | o
6ot 8 eﬁ_ i{
-]
g [+
404
° &
(-]
200

SjS RA Controls

Fig.1. ADCC activity of crude lymphocyte frac-
tion

—7, PDF #3CEfa & L TRWISHEICIZEE A,
SIS+ UFRA B85 ADCCigttEIz # M £ 1n58.6+
9.9%, 55.9%+13.5%, 58.8+9.6% T, =HMNMIC
P EWEREZRROON L L 512 (R 2). 2#2F

Sp%°' Cr-R
80.. PY ' .
60+
LiHis
40t | o | o
[ ]
20;

SjS RA Controls

Fig.2. ADCC activity of phagocyte depleted fr-
action
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BHEL L TRREN S SNL D - 12h, SiS BHEN—
#ic i3 ADCC iEARAE 2Ry ERIAFEL 72, &
7= CLF & PDF To ADCC {&ME# i § 2 &, %
AT CLF & &~ PDF T ADCC i&H#izFE (P
<0.01) icEfEZRLzoicxtL, SIS RAAE
T2 CLF & PDF T ADCC iFHEIc2Zh A b i h
=72 (P>0.1). £7:CLF %3 PDF 2115
ADCC &t % SiS BENAHHENTER (K3) TH

Sp%t"I Cr-R

1119
51
Sp% CrR
801 o
° oo °
50.>O\24;g\
o y=688-0.2x

401 ° 0 (r=0.2 , p>005)
201

20 40 60 80 100 120

ESR (mm/h)
(-]
80 * o o | o s Fig. 4. Correlation between ADCC activity of C-
60? '3 {3 . ° {: ol a ;{_ LF and erythrocyte sedimentation rate in
3 . ~1° {» Sjogrens syndrome.
40f o : [ hd ° ° 8 L d hd 51
s | ¥ |spg®crr
20
80 [ )
." . o8
SIS S5 Sjs sjs s|s | 60\-3\'
I ntr
aore g'r Ra pss cT “ontrois 0 o8 3760.9—0.1x
O CLF . ®  {r=0.14,p>0.05)
® PDF 20
Fig.3. ADCC activity of CLF and PDF in com-

parison with associated diseases with Sj-
ogren's.syndrome.

%9 2% & PDF o ADCC iEFEAYRIE % Ry E L
TNORBEAFLLETLRERI A, #FA
£ 8~ T CLF o ADCC EfEnEf&is SiS Emf,

SLE &4, &515amaE(PSS)&Ht#lic %< 32
b, IR MR IKIR 2 (CT) A HBITIAEEA L R

Bkic CLF kY { PDF T ADCC EidsfEs w7z,

SiS BECidFifE s CLF (K4) #3 w3 PDF
(K 5) o ADCC iEtf & BRIz 2 5T, MiF
e EBFAMm (K6. 7) ICBAL TLREERT
#-72. PDF T ADCC & & R Y) > /¥Bk ¥
(H8) tnMicbERIZRVHE N, K >
7k & REM TLH ADCCEMIR L CF-NT
Wi, iAPEEKK| T, prednisolone (PSL) %&£ 8
L b Y) 4  PDF o» ADCC i RAE % R ¥ iE
Fisf#E L, CLF o ADCC iF#i3 PSL %587 %
WIER TR RELZ T L TN ELEEZIZEDH S
Niaho7z (P>0.2) (F9)., EFRXToA FRIHE
RENE 561 & B~ TR 5H iz CLF o ADCC i
H¥I3EiE% L, PDF o ADCC EMi3EE% T L
Th, WTNLHHFENLAEZERR B3 LY

20 4 60 8 100 120
ESR (mm/h)
Fig.5. Correlation between ADCC activity of P-
DF and erythrocyte sedimentation rate in
Sjogren's syndrome.
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° o ° ° o
60-° ° °
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o
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(=) x40 «x160 X62‘0 x2;560
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Fig. 6. Correlation between ADCC activity of C-
LF and serum rheumatoid factor in Sjog-
ren's syndrome.
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Fig. 7. Correlation between ADCC activity of P-
DF and serum rheumatoid factor in Sjog-

ren’s syndrome.
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i
Sp% Cr-R
80 .
. .
60 hd .. : - . Py
y=54.9-0.ix
401 o . ee o * (r=037,p>005)
L ]
204
0.5 1.0 1.5 20 25 30

’ Lymphocyte count (x,0OO/cmm)

Fig. 8. Correlation between ADCC activity of P-
DF and lymphocyte count of peripheral
blood in Sjogren’s syndrome.

-7 (P>0.1) (X10).

Kic, % ATEsH 515 PDF Tt ADCC &
O LRSS RABETIIRDLN LT LD DS,
B—onFiyms 538 L 72 CLF & PDF B v-Cill
FELREEAHDLWIZSS BEN ADCC iFHit# Ik
EBRETL 72, 2% ATi2156512%0ic PDF o) AD-
CC g1l CLF &~ BfE %R, CLFT46.3+£10.7
%THHOICKL, PDF Ci2'55.5£10.9% LA &

(P <0.05) ic ADCC i&n EA» L (K
11). —7, SiS B&E 146 Ti2fHE A L FEikic PDF
7 ADCC i##4< CLF L &~EEZ w16 (65)
&, i#ic PDF THLW&EERTH (36)), S50
W% ® ADCC iFMAIILFELWEEZRTH (56)
»EHLN, £IEF%FEHT L CLF T758.9+16.7

E -

Sp%5' Cr-R
801 . ;'b
s |1 £ |1s
4 e ] % [-]
60 .‘ : ° °
(-]
o
401 " § §- 8
° ° °
201
5mgy> [ >5mag|Smg> [ > 5mg
PDF CLF
Fig. 9. Effect of prednisolone administration on

ADCC activity of CLF and PDF in Sjog-

ren’'s syndrome.

sp%s' Cr-R PDF CLF
80 L °
. & b4
i, |5 (T2
601 » - °
o
(-]
401 ' 3 §
201
—) | ) (—-) (+)
Anti-inflammatory agents
Fig. 10. Effect of non-steroidal anti-inflammatory

agents on ADCC activity of CLF and PD-
F in Sjogren’s syndrome.

%, PDF ©60.2+11.8% :WiEMNE (P >0.5)
BED LML -7 (12).

(2)a M2k & &#g (erythrophagocytosis, Ep) : C-
LF i1+ % ADCC & nikiEiz g% A T3 CLF
{2{E A7 % phagocyte (monocyte) M HZEH MLIKFE
R FICHEKTHY L 45, SjSR RA B%CLF
T ADCC i AL bEfEe Ry REL L
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Sp%s' Cr-R

801
60-{> {-

201

PDF CLF

Fig. 11. Effect of phagocyte-depletion from CLF
on ADCC activity in healthy controls.

Sp%°'Cr-R
801
=
60+
NN
40 %
o]
20

PDF CLF
Fig. 12. Effect of phagocyte-depletion from CLF

on ADCC activity in Sjogren's syndrome.

CTEpnEEHFEz LN, £ZTCLF 2 v
feRmER(EA) & & URBIEARMER(E ) £ £ 4Lz i
4% Ep(%5'Cr-Ep) # R c fIE L 72, #HATIE
EA 2341 €37.2+10.6%, EicxtL Ti321.9+6.8
%7 Ep # 8T, EAIcXY 3Ep #EiXxtd 3
N LEE (P<0.001) icEEZRL 2 (X13), —
¥, SIS BE Tiz106l4 28l EA icxd 5 Ep #¢
Eioxtt L) BEERLLNAT, FHELLT
I3EAHBWIEICHT 5 Ep 1317.9+9.4%, 20.3
+6.6% T, MEMNEEZE (P>0.2) 3F8@HLN

%' Cr-Ep
801
601

Sp%” Cr-Ep

80
60;

401 \

207 \\O'I'

EA E

Fig. 13. Erythrophagocytosis of CLF against EA
and E in healthy controls.

L7 (K14), EAx+ 3Ep(EA—Ep)/EiC

401

201

A PSL>5mg/day
OoPSL <5mg/day

Fig. 14. Erythrophagocytosis of CLF against EA
and E in Sjogren's syndrome.

#4952 Ep(E—Ep)lTatUd, % ATi21.77+0.
43, SjS BE T3 1.00+:0.83 &%), SiS BETIIAE
(P<0.02) Ic{kfEZRL7. SISBRETHZNL
5% EA-Ep DK TIRBITREERLVE L RE5E LD
i B3 BB S ieh - 72h%, 2 od PSL 5 mg/
HLUA E#EHI TP LR L2 (H14).
Kiz, F—#k&EBHWTCHEL 2 CLF Ton AD-
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CC#EE L Ep t ofEBIZ RETL 22 (X15). %A,

Sp%° Cr-R

80

60

o
40 o
a

20 o y=76.2-T2.3x
(E g?smu) (r=065, p<0.05)
on,m
05 1.0 L5 20 25 30 35

EA-Ep/E-Ep ratio

Fig. 15. Correlation between ADCC activity of C-
LF and erythrophagocytosis of CLF.

SiS BL Ut ) 7o FERERE L EHT, CLF
@ ADCC & & EA-Ep/E-Ep Y E nBEICIZEED
HHBE (P <0.05) »*RWHE A, ZRICHL T,
PDF o ADCC Gt &, T EE—nRKEL D o
L7z CLF T» Ep L OHBIZRRH S -7z (K
16).

51
Sp% CrR
80 N
%o, . = . 4
60 - 5
gum ® " a - y=61.5—-20x
40 a2 » (r=0.14)
® Controls'
20 * SjS
Others )
0S5 1.0 1.5 20 25 30 35

EA-Ep/E-Ep ratio

Fig. 16. Correlation between ADCC activity of P-
DF and erythrophagocytosis of CLF.

z S

Sjogren fEMEEE(SIS) 1 MEREE 1) 7= F(RA)Z
FNEIRR, BHRIR, H5VIIEEEEZELS
BEREL TH529MMACHREBRELEZILN, =
NoSDEEMEMBICIZT) > Bk bW FEERE (L
THHEBEIFrRVWEING Z o b, HMEERK
FEIC (3 MRt RIE DBE G HoRIE & L 5 1919,

R RENPLIIREEZRTEEZLNTV S
) oL T, WP NBECRERBICE
W2 D) 2 BREBENREF RV E 225
%. Antibody-dependent cell-mediated cytotoxicity

¥ IE

(ADCC) (3Fc v+ 7% —(FcR) £7%A¥ % Ak
Mgk AL TiENMBEHAL, ThemkEy
2EHRV-D ¢, ) »o3key ADCC gL FeR %4
T3 1) o BRBEENDTRIEE L TREFENTWE. 12
L 2138 SLE % RA £%%K4H ) > 2koy ADCC iFit:
IBETL T35 hIEH TH 5108019 ) ipdex
nTHH, RABRETIZY > <8R FcCREZEIID L
LABEETTEVIRELALNE. 258 &
#1) > o9k T3 ADCCIEMIZIER TH - 72 L DFE®
HAELNE.ZNE %) gk ADCC iEHENEEH
I22WTC SLE BREDHZAICIZEE LTH Y > Bk
e P REEAR L DBED L THIRE N TS
15),16) ,

#E2 SjS % L Uhic RA Bk g mzke> ADCC
EE® by 2 RMER % EEAHMAL & § 3 5Cr release
ETHELHER, InNLNBHCHBITE ) 8K

(T4 b PDF) o) ADCC ig#ix SiS BEn—&
ICIKEZRIEFLBOHLNBITNE D, FHEE
LTISEAEBRTELBD 272, 12 5iS
B > o2k ADCC FEiIC DWW TIABHE NTER,
RI/DEBE X RIAL T3 EE 2 LN 5 RILIE,
i) 7= F BFHEM, H 233 > SBREK
DWEERMT2LEZ LNEKRWEY Bk, B
SRR & ORI RN LREEEZ RV LB
Ptz

—7%, SiSH B3 RABEMHY - <5koHE (C
LF) o ADCC Bz f@® N L ~NFEICBEL R
L7z, BERY & (g% A CLF o ADCC #F ¥
—ERIZEAT B HEAERO R RAMRICHET 2 2% pha-
gocyte # gk L 728wzl ADCC isMizt: L A R
5. Z 1 phagocyte mth Biskic gk 2 28y
KRMIKBREHV BRI NEHTH S, o2 th
LFBENBTEL, BEATIZCLF X8~ PDF
T2 ADCC M EEIC LR L7, —H SIS®RA
2 7i2 CLF ¥ PDF ©o ADCC iEnFifiic
HERHLNT, LerLE—#KikL V%L~ PDF
& CLF 2B izig4c SiS & 146113 CLF L 8
~C PDF o> ADCC iE1£i2 6 @i R L 7= N&
T, 3BUIEL REZRL, SHNZITITEL WE
#nRL7Z &b 5 CLF B AT 5 phagocyte o) #
RR¥FOFEITEENS., #ZCTCLF AW
T, BERMLEK(EA) B & OKBERDIR(E ) icttd
% BakoiR Bk & & 8k (erythrophagocytosis, Ep) %
PELAEZ A, EiCttT 5 Ep(E-Ep) 3% AL
SIS BETEIBEHLNLWIZ L b 5T, EAC
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114 2 Ep(EA-Ep) 13 SIS BETIz@E A & i L
THBICEERRL 7. &5z CLF ©o ADCC i
i3 Ep L ANHBEERT L2 TEI L
HTERZ Eh 5, RABETLREBEC FR 2400
7 Ep nEEEAEHE I N, LaL, CLF®ADCC
&1z, PDF o) ADCC i & B & BHERHRIL
i, V) eFETHEME, BERERL Y O%REY
LRGBS LNk o1z,

HORERBEBENFFERARRIGICOWTIL,
SLE *t§if % % v d RA BEEME B ek % A v CTRET
BNBRETHIREZ N TH N2 FiF T2 SLE
KM EIRD 2 W IZREA RN FCR 2475
REHET LHEIN TV B2 = b FhEK,
Bk . 27077 —VROBERFIIEACHREER
BEICAVWHI N HAMBRIAEKS 2 VI REEE
thic & 5 "k89% FCR MENRRTH B EEL DT
L TERD, Lirl, LI—DnHEKkdH B RE
B3 —KEYBIK - 27w 77— RO
EHEEATHEOLE, % o I HIRER L B
ZE, 2513 > SR DHERGEENRIERE
DR NERTEEZVEBITILICINEER
HHEREERL, FEROBEEBEICL-TL 2L E
N2 M RERAEKNLERETIZEST CHRE
BARNGEZRETEEVILDTH B,

4@, SjS% RA BEiCRWH LB BHRNFCR
ENTLRAEROEEIZ, TNLNERBOREICE
T 52— KL MBS RBEORE L RBEL T3 &
EZ 2w, MALRKRESLRERAKREFICLLZ
KRB B TH 5 THEMEIC DWW T & 5 FEM L iR
HUETHDEEZ LN,

& =

bV iRk % 269488 & ¥ 5 ADCC assay %%
BT, Sjogren fEMEEE(S)S) 3 LB Mg V=
F(RA)kH @ iR ADCC iEH 7 & IS RILERE

x

mEEEMEL, UTOsREEL.

(% A THEFE ) > SR (RAMBRE ) >/ R
4@, PDF) ) ADCC i&#% (58.6+9.9%) i3 Pha-
gocyte iR AT B4} > - <Bf5E (CLF) T ADCC

VEME (49.1£10.9%) &) L EMEEZRLA.

(2)SiS # & v» iz RA 8% PDF o ADCC i&f%id,
SiS BEN—EMTIRMBEETRTEBSFEL 25°, £
HEFINELE Tl £ 1L F155.9£13.5%, 58.8+£9.6
%TRENEOHICEEZLBOLD o 12,

(3)SiS # % \»ix RA #: CLF o ADCC iEtkid %,
NENG61.2+14.3%,59.3+6.9% TIREANLNLE
Fic@EfEs R L 7o, CLF thoo Hizkic ek % Fe v
7y —FpLKRmERR AL S)S BETIFL7.9+
9.4% &% A (37.2+10.6%) » te#e L TIRTFL T
BY, Ly SiS 8% CLF » ADCC igl i &
HELTwaZ & #Mbhicl, RA BETLEM
DEEHTREEE 72,

@onbnERBTRWHEE N > 7 98k% phago-
cyte D Fe L k75— % AT 2 HEEREIL AHEN
W, A MY oS ETHEE, KIEY >oc
BBy, ARESIY L L RBHLERERET, oh
LORBIZNET 5 — KB L M RERENERE
T b TRMEA T & L7z,

Fat#sicia, MEBLzELN XL BMENE
HMAREERPABLHR (BUKXKELERR) LH50NIK
FERBRECR (B I REEESEZAH), I oREEHED
HieM, ERMEEE L oAERERE (REBERFEESE
W) SOENESHLLET., HEThN
MBS, MBHEBREE L ARAESE (ALUAFER
HER), FEADHIR (RiERFEFHNME), FH
LRSeE, BEEREE (BILKEEERE-AR)
[ DAY Al - 3 o
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Antibody-dependent cell-mediated cytotoxicity (ADCC)
of human peripheral blood leukocytes using sheep red blood cells
as target cells
Part II. ADCC and erythrophagocytosis of peripheral leukocytes
in patients with Sjogren’s syndrome or rheumatoid arthritis
Yukinobu ICHIKAWA
The Second Department of Internal Medicine, Okayama University Medical School

(Director : Prof. I. Kimura)

Antibody-dependent cell-mediated cytotoxicity (ADCC) and antibody-dependent erythro-
phagocytosis (ADEP) of peripheral blood leukocytes in patients with Sjégren’s syndrome (SjS)
or rheumatoid arthritis (RA) were investigated using 51 Cr-labelled sheep red blood cells as
target cells. The Lymphocytes (phagocyte depleted fraction, PDF) in healthy controls showed
higher ADCC activities (58.6 = 9.9 %) than the phagocyte-contaminated crude lymphocyte
fraction (CLF) (49.1 £ 10.9 %). There was no statistically significant difference between the
ADCC activities of PDF in patients with SjS (565.9 + 13.5 %) or RA (58.8 + 9.6 %) and those
in healthy controls, although decreased ADCC activity was observed in some patients with
SjS. ADCC activities of CLF in patients with SjS (61.2 + 14.3 %) or RA (59.3 +6.9 %) were
significantly higher than those of CLF in healthy controls. Decreased ADEP activity of mono-
cytes in CLF was demonstrated in patients with SjS (17.9 £ 9.4 %) compared with healthy
controls (37.2 * 10.6 %), and increased ADCC activity of CLF in patients with SjS was de-
pendent on decreased ADEP activity of contaminating monocytes. Decreased ADEP activity
of monocytes in patients with RA was also suggested by these results.

It was speculated that the decreased Fe-receptor function of peripheral blood monocytes,
demonstrated in these patients, had originated from aberrant cell-mediated immunity in these
diseases, since these Fc-receptor functions in patients with SjS did not correeate with the follow-
ing conditions: associated diseases, erythrocyte sedimentation rate, titer of serum rheumatoid
factor, lymphocyte count of peripheral blood, or treatment with anti-inflammatory drugs
including prednisolone.



