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Fig.1 Effect of antibody dilution on erythro-
phagocytic activity (%5'Cr-Ep) and
antibody-dependent cell -mediated cy-
totoxicity (25'Cr-R) in three leuko-
cyte fractions obtained from one heal-
thy adult
CLF: crude lymphocyte fraction
PDF: phagocyte depleted fraction
GRF: granulocyte rich fraction
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Fig.2 Time course of of erythrophagocytic
activity of CLF obtained from one
healthy adult
10¢ EA: sensitized erythrocytes

with 10~ diluted anti-SR-

BC antibody (IgG)
E: non-sensitized erythro-
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Fig.3 Erythrophagocytic activity of CLF ob-

tained from one healthy adult
104EA: sensitized erythrocytes with
10—diluted anti-SRBC antibody (IgG)
E: non-sensitized erythrocytes
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Fig. 4 Erythrophagocytic activity (2 h) of
CLF
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Fig.5 Erythrophagocytic activity (20 h) of
CLF

9451Cr-Ep= mean P count % 100
mean total count
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Fig. 6 Erythrophagocytic activity (2h) of CLF

corrected by the parcentage of monocytes
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Fig.7 Erythrophagocytic activity (20 h) of
CLF corrected by the parcentage of

monocytes
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Fig.8 Erythrophagocytic activity (2 h) in
patients with S;S

GRF, PDF, CLF mJEicEvigsiEEs EiFF
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L 72 PR THERL L 72 RERYAR fBkic X L Ti104
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FEOMBEEREEITIZ LA EHERLE, —7,
CLF ic 1T 2 BeyknEkH R &IZ, 107EA i<
MLTRANDAREZRL, Zhi)BRED
5 VIR E BRI TRUE L 22 BAYARMERIC
L THREBEBENMET 28072, %8, GRF
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Fig.9 Erythrophagocytic activity (20 h) in
patients with SjS
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Fig. 10 Effect of serum rheumatoid factor
on erythrophagocytic activity in
patients with S§jS
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Fig. 11 Correlation between erythrophago-
cytic activity (2 h) and ESR in pati-
ents with SjS
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Fig. 12 Correlation between erythrophago-
cytic activity (2h) and complement
levels in patients with SjS
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Fig. 13 Correlation between erythrophago-
cytic activity (20 h) and ESR in patients
with §jS
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Fig. 14 Correlation between erythrophago-
cytic activity (20 h) and complement
levels in patients with SjS
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BEFEIE R NI10EA IoH ¥ 2 A K&K, SiS
T1332.3£11.0%, RA Ti130.9+10.3%, SLE
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Fig. 15 Effect of prednisolone treatment on
erythrophagocytic activity in patients
with SjS

%, RA 69.1 £10.4% Ci3EAMEGE3.0L
13.8% L ABERBDLI LI TEL 57295,
SLE Ti351.4+12.4% & RAICC 6XTHEI
AREENET 2R 2 (p<0.02) (Fig. 5).
72, CLF H¥HRBEAIEL SjS T1311.016.1
%, RA9.1+5.1%, SLE10.2+1.3%, &% A
MNETIE, 8.414.5%LZ%BHT, CLFZMo
%BTHRLTER1I%H LYV DRREZFEL T
L, EHOMT2REH 5 I 20REMIEEED
HEICEZIRZDLH» - 72(Fig. 6, 7).

SiS BHOAICDOWT, SjS EMES]S i A
BHEZ Do B bIT TRABEE2 KT 2 &,
SLE & % \» i3 RA A4 T2 2 B¥R & 5 11320
REEEENAREER VWTNLKELRTHE
M AERSD & LIz 8, SiS B PSSH 5 Wit
CT AHBITIRHLP L EREZALDLP -2
(Fig. 8, 9).

Kiz SiS iz oW imi#)) 7=+ KHF(RA fac-
tor) MM, B L AAEES LB L 245
e B % BB T - 12 (Fig. 10),

Fkic R iLiE(ESR), miE#AAE(CH 50) &
AREENHIC LAEE % B L b - 72 (Fig. 11,
12, 13, 14).

R ARG RIER 2 prednisolone (PSL) &
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{&F L Tv~72%* opsonised L 7> yeast B ¥t L
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W52, SLE BEFiE M $1% A MR L
Bzt 2BEL P IgGicHT o RARIETL
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SiSYy, SLE »#EAE, RAnRR X §#£2 2
NARBREEELINTEY), AEREICIIE
ROBEMAERBEREVFEET BV 2 & 24
LnTvwa, SiSicEvT3 Humburger 2 29
3ARIC 3517 5 FCR S RMIBREREDIE T L & %
BERDIEA) & DRICBEEM % B4, Mt
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Fu4 Farer 582 b) &, FEH
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5%, ThoNEZ—RBHEICTE2HICIE
(O DFEEEAE LY TRAMICTHET 2
ZEVHEEEZLND,

x

& B

Sjbgren 5 BE Hiko> FcR 27 2 RMOIKRK
ARgIc OV THRETZMR 72, SiS 20& EXRE
L, #¥%¥ Al6%, RA12%&, SLE 4 2R L
L7z, Bid » THEROREIRE & % SHKER
2R, I OHKIRE CTRIEL 22SRBCIZH
THHRNARARLEREL 72,

SiS B Tz BROARBIIBEALES
Bvled o 1245, SLE b5 wid RARAHT S
SiS Bl TR AENMET T 2B AL EBDH H N7,
LaLied s REARME T, M) 7=FEF
NHEENEE, ML, hFEHEKES 2 IZE
BRERLEC ARG EY &L OMICHER %
HEZERXTEL DT,

BERZDICHA, BEEEZEDO) 2 LAAKRHE
BREUE (BILREZEEFRE_AE), FHRHEERD
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Studies on the etiology and therapy of Sjogren’s syndrome
Part 1. Erythrophagocytic activity of peripheral blood monocytes
in patients with Sjogren’s syndrome
Masatoshi TAKAYA
Second Department of Internal Medicine, Okayama University Medical School

(Director: Prof. I. Kimura)

The erythrophagocytic activity of peripheral blood monocytes in patients with Sjo-
gren’s syndrome (SjS) was investigated by using 51Cr-labelled SRBC sensitized with anti-
SRBC antibody (IgG). The phagocytic activity of monocytes in patients with SjS alone
was similar to that in healthy adults. On the other hand, the phagocytic activity of
monocytes in patients with SjS associated with systemic lupus erythematosus or rheuma-
toid arthritis was lower than that in healty adults. There was no significant correlation,
however, between phagocytic activity and several clinical parameters such as serum
rheumatoid factor, erythrocyte sedimentation rate, serum complement level or the doses
of prednisolone administered.



