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Splenic Fc-receptor Function

Systemic Lupus Erythematosus

(BB#0584E 8 A 18 H &%5)

#

&) T F—F R (Systemic Lupus
Erythematosus, LI SLE £ 8%3) {3, $#&ER
AHRERNE MBI ARRHETALEEZL
nTw3 Y, ZzhizFEBRFEOFIC Immune
Complex(LIF IC & B5¥) »EREICRIBE N,
RS, RGO BLIEHLNDID L
TH2 P, BMERTRIICIZEERNRIZE
NEBREEINEM, L L KENICEEELHEN
REffT 5 L, Fhd ICHERM - HRET
BIRL, M#B~NLEHIEET S Z LHBES
N9, AT, £t SLEiCEIT3 ICHE)
ERUBENRBEEDREICOWTIY, RIETH
DED B,

22T, IgG BARRERCRLZKN 7 )T 7
> ZiZ &k % Splenic Fc-receptor Function (L
F SFcF ¢ ®&%)% SLE #&&29f vl L, IC
- MERHEME - BESRURCEEIER (R T
U4 FEERUCLETREFE) L NEBE S
TaZEICLY, EBBEERAL,

=
=]
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MBEHUIZHE

1. ™R

T AN B e FHS(ARA) SLE 48T
HEESIC & ) SLE ¥ & n/- BE296 T,
m#E RhiGETH 2, HHz, BHESH, &
2405, F#17~55F (M+SD. 32.9+£9.3F),
EARIZ, <1.0g/H,15%, 1.0~3.5g/H, 6
5, =3.5g/8, 8. miRkEHE1460, FetE1561,
B#EE, JVvTF= 7 )T 72 2<30ml/
min, 3%, 30~50ml/min, 2|, >50ml/
min, 2451, MEBFERROICERNNICHZ LE
2 LN BERNI24F T, FEFEBRICH D EE 2
SNBERNSBITH -7, FhBRERS (K
BEREEG] 1 B, G R P E T2 EER) S B,
ATuA FiEBEESIT T HES23BITH 5,
9flC, Bz Eic LT 2mE(M1HIE3E)R
Ee2fTh-7, E¥artoe—neLT, B
BRBRBETHER T,
2 . IgG anti-Rh(D)

D ifn 75 % 4| <€ A i1 75 (Ortho Company) @
6] — Lot No.(D 813-1C)# B\ 72, HLMiFi,
Ochtalny ZCHit } IgG ¢ A kEHREHRL,
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ik MgMEidhEg 2L w2 & #HEL
Lz, fi7e7) »RBuc L), HRhzkiBEc
My aHmEnELREFRE L 22, HLLFL,
AL, 0.45.m Milli pore filter %@L
TEBELL 2.

3. MFcZA ks  (Splenic Fc-receptor

150007
°
100001
5000 *
°
1000 [T}
P z
c 180
£ O
= °
2 ]
- 'y}
-
90 Y
o0
=
o0
40 -
o0 <
YY) o0 o
N [}
0
Normal SLE

Fig 1. Splenic Fc-Receptor Function in Normal
Subjects and Patients with SLE.
30 =

—o—

20 -1

A
—o——

CH 50 ( u/ml )

s
1
—0—

0 1 }
A ' B c ' 0

£ 40 40—90 90180 180 <
{n=8) (n=11) (n=5) (n=5)

Splenic Fc-Receptor Function ( T1/2 = min )
Fig 2. Correlation of Splenic Fe-Receptor
Function and CHsp in patients with SLE.

&

Function, SFcF)

G EE L D ACD ¥ 1 mlinic C10ml HER
mgm %4745, WEEEAEK(0.9%NaCl)
< 3 [ ¥EHE( X 2500rpm, 4°C, 54) L, MiF
FHmMEKEERET S, £k Nap 5Cr Oq
100Ci #iRFIL, 37C, 307 RIGSEIEHT 5.
B L < 0.9%NaCl T 3 [E¥eHEsk, ARmBKiRE 3.6
x10%/mllc T 5, ZhCELBRNGD M
iz, 37C, 0RIEEE5, ZN®REKIC
0.9% NaCl T2 EiEl, REEIOmMl &% 5
£95120.9% NaClicigi#5¥ 5. Z DI DR
SCriE# g CARMEkZ R— B HEL, EM

70.0 ~} [
E
£
2 fF
= 20.0 -
[¥V)
o
S ® )
» 15.0 =
4
[
‘a
E
8
10.0 ° 1
-}
g [ ]
E o0
= )
s0- o ° . *
° °
20 ] @o® 4
) [ ] [ :
e ! . ®
0 T 1 T
A B [ D
< 40 40—-90 90—180 180 <

(n=7} (n=10) (n=5) (n=5)

Splenic Fc-Receptor Function ( T 1/2 = min )

Fig 3. Correlation of Splenic Fc-Receptor
Function and Immune Complexes in patients
with SLE.

Table 1. Correlation of Splenic Fc-Receptor
Function and CHso in patients with SLE.

oo —~——2 | A B c p | Totar
<10 1 1 2 2 6
10—20 1 a 2 3 10
20— 30 3 4 1 0 8
0 3 2 0 0 5
Total 8 n 5 5 29
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121053 8~ ¢Y) >Nz ¢ 5 ml B IR MR L,
INERIEET S, UBERECHEL TEY
LTEREFHREL T, S5ml Fo—E IR M
i %4T% - 72, #&IZ—#5L € Gamma Coun-
ter i TRRE L 72, ZBERIREME N R4 5100
TRUMELFHEL, KN T 7icplot L T4
HWHA(T1/2) 2 K>, 2% SFCF & L7,
4. M3 (Plasma Exchange, PE)

9Bz fTL v, 6BlOMES Table 4 =R
L 72. Hemonetics mode! cell separator(case
1,2, 3, 7)&Double Filtration Plasma
Exchange(DFPE, Kuraray KM 8500, Case
8,9 )X N4Tvy, 59% Albumin & 2 v i
FREENE CLERLERL 2,
5. 7L R

BEER N { 7% - 727, B+ Methylpredniso-
lone 1000mg # 5% 7L 2 — 2 300ml = &
L, 2EMpIT CoilBEL, 3 Hdglsc
17—-n¢ 7.
6 . % M iEF AR

CHsom#ll5€ 12 Mayer & ?50% A MiE 8 Tk
AL 72(EFE30~40U/ml), il o 59E B AKIT
Ciq Solid -phase Enzyme Immunoassay? =
LD BEEL 72 (EE#¥<2.0ug/ml),
7. B

BERIZ2THNC AT 8 eiihE:, Sk
3%, —IEROICHEL 2. ERIUKE BRI
DI AT %V, FBAS HiZ Baldwin &5 3D
‘Cfifo 7.

% E:
1. Splenic Fc-receptor Function

Table 2. Correlation of Splenic Fc-Receptor
Function and Immune Complexes in patients
with SLE.

E® 2> b o— 83 T1/2=12~40min (M
+SD 22.9+9.9min)T# » 72, SLE &&(312
~13,380 min(889+2,688 min) T,  2141/29%1
(72.4%)TT1/20iE & % &7 (Fig 1).T1/2
&N 4B L 72, AB(T1/2<40min, IF
¥, 8. BR(40<T1/2<90min, BREHE
&EE), 1161, CE(90<T1/2<180min, P

EEFE), 5%, DE(T1/2>180min, ZELE
)., 541,
2. MmiEREAD
CHso<10U/ml, 6%l. 10~20U/ml, 10,
15000
.
10000
5000 - L4
.
__ 1000 .
g 180 N
- *
N ®
: . o0
* 3 .
o | oo o
_e
0 .'. ... Y ® b
[T ) 4
H °
0

Control MesLN FPLN  DPLN MembLN N.D.
(n=7) (n=5) (n=3}) (n=17) (n=2) (n=2)
Fig 4. Correlation of Splenic Fc-Receptor
Function and Histological Classification in
patients with SLE.
Table 3. Correlation of Splenic Fc-Receptor

Function and Histological classification in patients
with SLE.

L.N. /21 A B ¢ D Total
oo~JIlz | , B ¢ D | Total Mesangial L.N. | 3 0 1 1 5
5 2.0 2 1 2 1 6 F.P.L.N. 1 1 1 0 3
2.0—10.0 5 8 2 2 17 D.P.L.N. 3 8 3 3 17
10.0— 20.0 0 1 1 1 3 Membranous L.N,| 1 1 0 0 2
20.0 < 0 0 (1] 1 1 Undetermined 0 1 0 1 2
Total 7 10 5 5 27 Total 8 n 5 5 29

1.C. = ClgEIA { normal < 2.0 wg/ml )
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20~30U/ml, 8, =30U/ml (15 #IT, FRHKEY 10.0~20.0ug/ml, 3, =20.0ug/m], 146l,

B PR B B O $h il S 2B B & A BB A &
prEZLNBERTL, £F8zEL T IC
3. I REHEAK R & g WEFS—EICBH LT,
IC=2.0ug/ml, 6%, 2.0~10.0ug/ml, 17/, 4. BiEMRE

Table 4. Serial studies of Splenic Fc-Receptor
Function before and after therapy in patients with SLE.

WCIRBRBIRIC B B L EZ LN EMIC—FL T

Wiz,

Disease | Renal |Test T1/2 CH50 I.C. Therapy
No | Name |Age | Sex|Duration| Biopsy| Interval P.E. Pulse PSL
(yrs) (days) Ist | 2nd 1st | 2nd 1st 2nd (L) |(3.09) |(mgsday)
1 | H.0 23 | F 5.0 MesLN 21 13380 | 5040 13 n 5.6 4.7 5.2 (-) 20
2 |Kk.I. |38 |F | 0.5 |DPN 10 75 45 19 17 | 17,0 6.3 3.0 (-) 25
I | MK |34 ]|F 7.0 DPLN 14 3420 570 | <10 |< 10 70.3 | 15.4 3.0 (-) (-)
4 |EM. |40 |F 5.8 DPLN 35 5760 105 | <10 17 8.3 6.3 (-) x3 20
S {HT. |3 [|F 4.0 FPLN 79 135 120 | < 10 25 10.3 9.6 (-) (-) 30
6 | T.M. |19 { M 3.5 DPLN 57 840 120 14 32 [<1.5([<1.5 (-) x 1 7.5-40
7 1 MT. {38 ]|F 0.4 N.D. 84 78 51 17 31 5.0 [< 1.5 3.2 x4 15 - 20
8 |EK, |55 | F 10.5 OPLN 53 81 58 23 24 71 6.3 6.0 (-) 30 - 40
9 | K.S 4 | M 5.0 MesLN 70 174 66 | <10 24 1< 1.5 |< 1.5 9.0 x 4 10—~ 30
20000
P.E. o——0
S -4 [
20000 100007 PE+ S H——n
o P.E. o Q
S 4 4 v
10000 — PE+S W L]
q f
o
"
_ E 1000 v
£
£ 1000 = a g d
-
-
[]
[3
v
:\ X > 100~ V. b/
100 lo]
\ ./’
7*" * I
o
10 ' + } 10 + —.
20 3 10.0 20.0 70.0
cHso (u/m)

Fig 5. Reversal Splenic Fc-Receptor Function
related with CHso.

Immune Complexes { pg/ml )

Fig 6. Reversal Splenic Fc- Receptor Function
related with Immune Complexes.
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278129 AT e VRN FER 21872,
Mesangial Lupus Nephritis(Mes LN) 5 i,
Focal Proliferative Lupus Nephritis(FPLN)
3 i, Diffuse Proliferative Lupus Nephritis
(DPLN)17%1. Membranous Lupus Nephritis
(Memb LN) 2 . Undetermined, 2|,

5. SFcF L miEFwitkil & n4E(Fig 2.
Table 1)

4 BT T T 5, AR CHso(M+SE)
24.0+3.8U/ml, B#22.5+2.7U/ml, C#14.8
+4.2U/ml, DE9.4+1.9U/ml Th - 7z, &K Ti3,
Y=—67X+2,138, r=—0.37(0.02<p<0.05)
BN % RN, ik EISTT &(Table
1), CHso<10TIZCDEEH% £ (66.7%), 10=
CHs0<20TI3BE>CDE L 4 ), 20<CHso<
30Ti3 ABEEA E(87.5%) TDEEHZ O &40 D),
CHso=230CidABEE N A4 (100%) T, CD iz 0
ThHb, B CHso TAZEBFHENTGVE
BTz T1/ 2R A HE T, CHsod EF I W
T1/20ELEE L 4 HEMABELHE Lo 72,
LA UCHso<10CH L DI BEMENE VW & E 2
LNAERTL, AB16], BEIFATFEL,
$72CH50>30 EHENL T LW BE2HF

Case 1 Case 2 Case 3
b—— 21 days —— 10 days b= cays
PSL 20 mg 25mg
P.E. ‘ ‘ ‘ 5.2 L “Z.OL u 3oL
T /2 (min} CH50 1.C.
20000 )
T - 20.0
10000 - T1/2 1.c.
-2
T 1/2
1000 \_c.
g -201- 10.0
ﬁ
CH50
100 -3 \
— T | oL
— ’\/z 10
1.c.
CHSO
10 P S

Fig 7. Plasma Exchange Therapy Group.

L TEY), SFCFNRBEUEZTETHLNL
Fzohd, UbL) SFcFiiCHso L IZIZE N
HWE %R, CHsoll & 2K BEHEL L KB
T5EELLN5.

6. SFcF & BRawk s niHpg(Fig 3,

Case o Case 5 Case 6

R ] b 7 oy | b— 57 qays —

s [ 2me | | 10 g ‘:l 0 ™

1Y 1 CH50 1.C.
30 = 15.0
r Y
1000 = CHSO
e / )
—— Lzo} 10.0
/ T2
T 172 a
100
0 5.0
CH50 CH50
po b &
1 . 1.C. . 1
10 i

Fig. 8. Steroid Therapy Group.

Case 7 Case 8 Case 9

53 days
—8 qays — [— 70 doys —
s ] L};m_

-
|

PE.

L Hi "l“u$

T2 CH50 L.C.

/ I 30]
1000 o CHS0
s
CHS0 / / /
A &
/ . / 20 10.0
— a
T2 /
1. h
100 o<ticg
T2
Y
: ] CH50
\_ )
1.c. \ .
1.C.
10 4

Fig. 9. Both Plasma Exchange and Steroid
Therapy Group.
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(1]
i

Table 2)

4Tt 5, ABIC(M+SE)2.8
+0.64g/ml, BE6.3+1.4ug/ml, CE 4.5+
1.84g/ml, DEE20.3+12.8ug/ml, Y=41X +
636 r=0.19(p>0.05) ¥ IENHHBSIER % e 72
A%, HEFERICIIEE Th v, 2% % (Table
2) ISRY &, 10.0<IC=20.0ug/ml TII AR
0 TBCDE 1 #4277 L,1C>20.0 2g/mlT
13 ABCE 0 TDE 1 EfHFE L ICHhEESIE
Tz T1/20 iR #5887, L LCD BETLIC
PRI NLTVESLH ), ZNS5NEFIZE
EnE#HEEZRLCEY, ICHEENME L%
Zbhd,

7. SFcF & BH#RT & HEES
Table 3)

B EAICRETT 5 &, MesLN T1/2
(M+SE)2728 + 2663 min, FPLN 77+ 32min,
DPLN 649+ 376 min, Memb LN 49+15 min
ThHsd, ZhwFzR(Table 3)i2/R$ &, MesLN

(Fig 4.

&

TIZAB 36, BEO0, COEIMATSHFET 3.
FPLN i3 ABC # & 163> TDEIZ0TH 3,
DPLN iz A 3, BEeg#l, CR3#l, D&
3% #ET 3, Memb LNTIZAB 81653,
TCD B0 TH S, Bt Mes LNIZEERE L
PEELEEECSNTHAT S, FPLNItgE
HEE#A0THY, Memb LN (1 - B
ER»0THE. Zhe#icT 2002525
s, ERBRINTHORBCHEEL, SELER
BiiMes LN DPLN iz A EEL 7.

8 . SFcF oy sk n%{t(Table 4 )

9 ERNC BV TEEI % Ric L THARAETET)
QEREERITLR - 72, IIEFINHEE % %&(Table
4) IR T, AWEREIC L) 3BT S,
OPE#, 3#I(Fig. 7)., Casel, 22 PE %)
RERLZIHDATuL P2 —ERICEIBNT
PE #477%cv», BHARI(10~21 B ) ORI RE 21T
%t 72, Case 3/ PEBUSAEHIK TREST
7t-7-.Case 113T1/2 13380—5040min, Case

1982 1983
Oct. I Nov. I _Dec. Jan. I Feb. I Mar.
Predonin l PSL 20 mg/day L
pulse Therapy W IRl
Plasma Exchange u 3.0L 3.0L
4 8 -
3000 \ - 60
< 4 .
Z 20001 I.C. o0 2
o~ - - .
= S
~ 1000 T1/2 r 20 —~
—— e T1/2 |
=
0 1.C. \'\j 0
s s 4
30 \ Dmm—d A/ f-lOO —~
. Ny - =
- 80 £
= CH50 L S5
S 204 - /A\A L 60
- A><A-—"'__A\A s e
(=3 o - B e o
3 104 » Na—w — — [ PE
PRy DNA ab a
s 20
0 0
ANF S (+++4) D (+++) D (++) Sp (++)

Fig 10. Clinical Course of patient M.K.
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2 75—45min, Case 3 3420—570min, * PE
B CHEAREIC SFCF #8895 % = & »°8
Lkl »72, @Steroid#, 3 #I(Fig. 8). %
TuA4 Fit#(Case 4,63,z #EL T4
272) 12k N35~-T9 0 Bk L D 2 REREL
72 BERIC2 EB D& ¥ fT7% - 72. Case 4 5760
—105min, Case 5 135—120min, Case 6 840
—120min, & X724 FiE#ETH SFCF 2%
LI EHALH E% 7. @PE+Steroid
B, 3BU(Fig. 9). PE /s 2#ikEdH 5\ i3
ATOAf FORBZITZ v, 53~84H itk
HEREREL R _BENRE+Th -
7z. Case 7 78—51min, Case 8 81—58 min,
Case 9 174—66min, & = D& T L SFcF i
ERABHI,

Ll Entn<, Steroid # K f PE+ Steroid
T3 CHso and/or IC ez 7% v» SFcF »¢
WEL, 72 PE BB TIIMEIREL LW
BHARC SFcF »%&&EL /2. (Fig 5,6)

KizCase 3 Tl3, 3MEBREXTh-7DT,
0B %Y (Fig 10), 4FALHET, RiEH
THEIZL 5, BSTE 9 A208LIEAT oA F
FHEIN TV, KRR, BEEENL
&, REEI0A18B “BRHEMNABE L% 5. PE%
3.01664T7RI1% T, 1IC: 70.3—15.4 pg/ml, 7
DNA ik : >100—61.1U/ml, T1/2 : 3,420—
570min, *HEL 7. UE SV AEET 7—0,
PE 3.01 7% v» IC : <0.54g/ml, HiDNA#H{k:
28U/ml (IFF % <15U/ml), CHso : <10—31.5U
/ml ¥ EEACE L /R T1/2 0 570—
258min L BICHFE L EH/z. Lo L SFcF i
MCBICEErZE->THY, EFLLTwL
ZoOEBERD 2@MBITL, EXAEKET Lu
mpy pattern(l1 B B) TH - 724%, 2@ EBER
TAETRAREYWHER LB 28O, F1&
BER$5.0—1.0g/day &idd L7z, BILERIREE
W, fREMBF¥EVIRE L SFcF iz & <ML T
7 AV

% %

ZnECinvivo ioBIT At FHERNFRDHIE
WL, DD HFEKRALNTE, Lipid
emulsion # 72 /5Tl RA,RF,SLE T

RES 7L L TV 7212, 135 microaggregated
Human Serum Albumin # v 3 5 #1373,
BRIERE CIRT D, ERETEAARE
EfL - T3 BETRT®, BEETeRE
THRELTZ2, Ll s FkiZEICH
DIEFEHTREBBCL VMAEN, non
immunological T# 2 = & #:5 - 7218 k| 131]
HDHiE T EHBLEE CHRMIKRD g5
RELXUETI2HEN RS LML, Zokik
2 & % & active RA T{RTF202122 5 40 [ &
RTET?, G SLE TIEF, L AR E
iz, Lo L ZoFkid 2 Akom izl
ZRL—ERRFIC L ER DA E 1, IEFEZ MEHERE
Rl 219 o T IgGHKRAEFR MLk & 13
BL2ZEKEMNLTHDIAZ N D THEES
va23)

—7%, leGHkfeRmeky Fc 5K % A ¢
DEEBL VTR 5FT 520, MHEA
FMfE Bl TR AEN B EHTRENTTD,
Ukt ) SLE BENEANFRRAIEIZ, 1gG Ptk
5! CriZa# g CRmekic L 3 Splenic Fc-rece-
ptor Function # Hw»7z,

SLE T3 SFcF BEE T @mE(72.4%) 12
T2 LY L% 72, CH50=230U/ml
TERRENC LIEBEIHIC H B & £ 2 5 1 2 FED)
Tix, 361/ 5%»°SFcF E® T, 26I/5%1%
BEORT (B : 52min, 67min) 2R L 7212
TEZ%v, —FHCHso<30nEEMAICH B 2 £ 2
LB ERITIE, 1911/246 (79.2%) NE=EIC
SFcF & T #3872, Z#id Frank?$Parr-
18205 DR EITIF—HT B,

SFcF (2 CHso & AntEBE %R L7172 (0.02<p<
0.05) #%, IC L3 ENHEBMEmM 27T L Dk
FEMICIIBETE -, ZOBBESEL
JFHIL, SLE BEMFFICI3 SMBENICHFEE
L, —2OFETIRIXRTHICEMETE 4w
e EEZHNBE®,

SFcF »" B4R T & Bk b 5 MR % RT =
EHXHL 7, Bl Mes LNIZIEHEE L
e SERKTECONTSHL, Memb LNz
EEHRUEERTERICOADFLE., 2125
BIL T Mes LN & DPLN ic v aFA L 12,
INFTCEES2FTLSLECHARESHAMRT
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L, FEBIE SLE (BE#AEER CEAR<L.0g/
H)RESBEEEFR THE LEZ LN Tz,
L LBWREREEL 225 RRNCEE
HHBL T v —ERd Mes LN RU—8o
DPLN T, AHEOM{ABERFEICHL 7
SFcF DR T BRI REHL TwdLnEEz
nad, 2ATCHso:IC nERLEHMEIZ
Mes LN # 3w (3 DPLN [t E=ZICEH LN,
Memb LN CRZHLDBRENFHE VB L
WIEHF-THBY, BRFETHLYP EL -
7z SFcF r Bil#mT r m—EnfalL, - h
5, CHso- IC & BHBHR & MBI —%T 5
FRRE#Z2 505, 72 Memb LN #%, Mes
LN -DPLN &%) SFcF ogERT #1R&
ThrofzZ by, LETREV AT XTLR
UNETHE LR 20 BREB2ET 0L
OWTRBIZEL LD LEEZ LN B,

SFcF Tz £MEEIIc L D214 N niRE
* THHHETH 7, BLEEMBEICE - 72 EH)
=Bl L% PERD BB IZE B TIE Lo 7279,
ZoHEf L L CRIER M (CHso A75ESIC
EEL Tviievy, F 72 SFCF g4 CHso &
WEL D EHEN D WEEK), R T o4 KRS
RThdz e (AFo4 Fizks RES #ifl4E
Fg)43132) | RESofaflic L ) ka1t
ZRLTCVBHEME, L Ep#NENG, 4B
BEININEEELRBETHELEZLNS,

SFcF oEIZ AT v 4 FHEMEDE PERM
ik, 27 w4 ¥+ PEfHEBEZROWTNDE
WETLTEETH -T2, HERPESHREFL L
TROEDVHBEN T2, OHER, HK %
EHEAEOKRE, Ol & N7 BRROBRIEL.
@747 /=7, BERST EREICES
T3 BAF0kE, OatRBE~nHaE, L
LOLSM RO E TR E N T Lh -
72, AFEICL DO TEL, QOMENDH
L ENHLEPELE ST,

f€ - T SLE &% 51T 3 PEOFHRYMEA—ER
BRFEE % 1), ZFOBIGICOWTHERETHTRE
TH3, b AT o4 Fick 2RESHOUH], ~¢
NABENRED, 2 TFu Fick38ER%
ZE | BREErRIRICE 225, BB
726512 3 iEEHA SLE (23T ¥ ailic PE 247

&

o TICKRERVRES #iEL, 20/ L
ABEHLVIFEART oA FARE21T% )
PRIUBEMTEETELEZOND, 22
NnFTSLEICHIT A PEnERE LT, ICEHHE,
CNS L—7R, b SN T 722479, ICRRHET
b I FREERE CESRICH2EEL LN
fEB, *7: SFCFIRTNMER L BEIEICZ% 5
Y#E3 L4135, FEic chronic PEIc L) E#io
yhro— L REELEFICBENTAT O, Fiks
BYRETEAMHELHZ479, Zomico
VTS BENEEL R LELEZ LN,

RESHH{TIZ R8I B S5 § 2 HAIC
k72 DABEIHREN TS, SFCFid
J2RES % i#ll-> Tv 5 %5, SLE ¢iit: L AFFRES
DEEDPETHHLB b2 FloRlEk e
v» 5 Insoluble IC# E7 ) & L 725, SLE Tl
L 8% Soluble IC " RENEICL 2L BB,
# - TSFcF ii» < #F TLRESH— % EHL
TwaIcTET, RES oE 7 5 #8812 |2FFRES
PRET2HEEERTHILVTAREED
na,

% 72 SFcF{&Tix CHso « IC &< M EmEE
T ELWNEL) 1 THRICHHREIRT
LRESHELICAEL L WERIFETLLE
Zbhd, fit-> TRES#EEIZCHso- IC - F#H#
WML —ENHEBETTHY, &FL L CHs:IC
DRI T4 L, He DEF TR 23305
(BEE)ERL L OREMRICEELHZEI2R
T EAHMEING,

# =

IgG BESICrZE# E OARmER 2 B¢, SLE
B& SFcF 2 #~7:,

1) SLE£521%4/295) (72.4%) T SFcF {&
TxEDH,

2) SFcF |3 CHso ¥ & » 48RS, IC & TEM#EME
f@mi &R 72,

3) BHMARMNE L—EnHBEZRLE,
SFcF BT A" Mes LN ¢ DPLN (cfEA L
7z, #7: Memb LN [3SFcFIEH & 7213 BRRHK
TERLE,

4) FHLAHEIC L) SFCF LTk 5 2 RULT
WH:THh -7,
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Studies on Reticuloendothelial Function in Patients
with Systemic Lupus Erythematosus and Mice
Part 2. Splenic Fe-Receptor Function (SFcF) in
Patients with Systemic Lupus Erythema-
tosus.
Hayashi MIYAKE
The Third Department of Internal Medicine Okayama
University Medical School
(Director: Prof. Z. Ota)

The function of the reticuloendothelial system (RES) is important for deposition of
circulating immune complexes (IC) in tissue. However, little is known about how IC
located in tissues in patients with systemic lupus erythematosus (SLE). Splenic Fe-
Receptor function (SFcF) was studied in 29 patients with SLE using IgG coated *'Cr
labelled autologous erythrocytes, and was compared with immunological abnormalities
in sera and kidney. Impairment of SFcF was found in 21 of the patients (72.4%). There
was a close inverse correlation between SFcF and CH50 (p < 0.05). Patients with im-
paired SFcF tended to have a high level of circulating IC, but this was not statistically
significant (p >0.05). A marked decrease in SFcF was found in patients with mesangial
lupus nephritis and those with diffuse proliferative lupus nephritis. Patients with mem-
branous lupus nephritis showed a mild SFcF abnormality. Decreased SFcF was rever-
sible by steroid and/or plasma exchange (PE) therapy. Decreased SFcF could be improved
after PE therapy alone. It was suggested that an abnormality in SFcF might force the
progress of the diesase in patients with SLE.



