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SLE &, £8MOMERAN ZDOERETH B
BRIRENC I DR EEM 2 Z DR E T3, Cof
BHOMERORGE, MERICELILTH3ECE
5, WlAICHEEU B S H LR & /Kb
ULTH U immune complex A DMMER %l C
TOTIRAV»EHHI SIS, AT, SLE O R
BO—o ORI /2 TBRER, EHREY inmune
complex nephritis OBFTR & X CHELIL, X, &
Kk Ec L Y RES 0Ty v, FERESY, TR
{4, DNA HUEASEERR ¥ hn 1).2) ¢ L 2¥ b5, DNA
L FEEAEDR DNA.}TL{ZKU) immune complex
ez DRERBRD b TH H, KEDARES), BEY
% lupus nephritis BD FERHERTTH S| —
DRE%E->TWVE- TDX A1, SLE KBHLT
ik, Bx OECHBEOHRZ2ALE TRERED
FIED, SLRREGEHMEL-TWE. LbLE
M6, LOEMEEN 2T Y immune complex %
72 ATHEBARHEL T 200, $4b5,
ZOGBREOEBIA/LDOY», 2L BF->THLT,
SHOKMBEL 2->TW5. CDECHEHEDH
L~ BEZTIRITEOOT S LHERRED
Bz, BxOACHEDHY, LD virus T
N BHAELEROFES), RFES 07 AAHD
ZomimpiisciET s 0, EETh-70. 2L
T, SLE kaoh 2 RERRIX, HET3HTH
BOBENSZNELE» 6, HEMOREIESL
bOTIRL, FFEEMOREICEINTINAS L
Ziohs (OHGEERZRE DY o 8Ricizi
R K D & © (Thymus

rived lymphocyte,
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Tcell) & BBEAHAFKD b D (Bursa equivalent-Bone
manow derived lymphocyte, Beell) D=2-D® sub-
population ML, K2 OHEREICH LT,
Tcell &1L T Beell BHAEA %L, F1z,
MR EORLE 25 DIH &2 Teell Th A
8.9 EZEZ LN TS, -7, SLE K& 355
BRFEOBYPOTERE LT, HnFifkids b Tl
MM REORE b L 3T hid 22 o v S8,
C CEEEKASR I IS A SR DR ST s b3
LA iTiso1zhs, CeDPIRD AR, KD GEIN
HiC IS ORI 22 2 & 2 5T A ISERIRY
WEOLEAMNZEDTHS. $sb b, SLE ZH
TRV EIh 2 AT, SRR TS T
BOBKEDTHALE DS, ZOHEEEZL S
N3 HOMIZAEO B MBR - DR RN IZDNA
% SLE BEDOEWICHET 5 L HRNICEERR
BRILEET2EVHIZLOBREDBIBALNE.
&5z, SLE HEEMNEEZ L S AHB L
TTIREL, L —BMICTEET S PPD, Histo-
plasmin, Trichophyton, Candida, Streptokinase-
Streptodornase 72 & et % BEE OEERIT EK
J5%, DNCB 0L 532 H L WitFicx 4 38
ER7 L VEF - RGO DB ONTHRES
h, sz U Tidanergy REBIZH 3 & #Hd14),
B s TEh, Ha dABOKRY 2BT 3.
Lok H T, RERE I 5 MiaERFOREIL,
R ITR - TV, BEORERORE &
& biC in vitro TORFEE b EHL, EOHO
mitogen PRERHEIZL 5 ) L ROLEEE
LU= s 07 - OHEFEMRIEFE (Macrophage
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Migration Inhibition Test, MIT ), H IR
EPHIEHER (Leucocyte Migration Inhibition
Test, LMIT) 7z &8, BRIIGAINTE T,
%,

% T, calf thymus DNA %2#EH & UI2BEOD
MIT, LMIT %2Mf5L, %O&E LR EMmE
SR & OBEMN 2 HRE L, SLE k&) 2H5E
HARIEOEHICOVTEELT,

I. #¥ESICHE

1. HREE

R e LIEE R, ARNRER I AR D
SLE ©, Fiz Dubois!8), K9, ARA 20Dl
HAEcH-S0T SLE & 2iianicd o T, KES
DBE T Steroid F2MRAIL T2, 2D b,
MIT O%%e LTid, SLE 428, IFHALBH T,
LMIT ®X%i3 agarose plate technique ([f{fE
% Tid F®RAIET, SLE 8%, twostep
MIF agarose assay Cit SLE 18%, IFEA 12
% Ths Chod SLE BEOEKMN G
Hlsi, BALINOFEBL, BUETR R e OB
W, R, v FRUAH, FEtoBRKEE
W OBMBINIMILD 5 B TFhbh—22ET 340
PRVEER & L.

2. BENEOMER

FEBUE E LTz calf thymus DNA
(Worthington Bio. Co.) &, 1000r/m] &783 X
31z Medium TC 109 i C—EBHBIRIER L THE
#10, Ouchterlony iCTHi DNA #HifkE ORIZH
M2 1 KDL 2BHILDTH 5.

3. Mjgration Inhibitory Factor (MIF)ZE4H

o INERIEE

MIF EARIOEKHK Y » 2 BkDiEEUL, Conray
-Ficoll optEREZRIWTIT-12. T4bb,
33.4% Conray-400 108 & 9 %Ficoll 24B#E LT
YEBIL 72 Conray-Ficoll D iz, Heparin-Na
(1000u/m1) HoEE4S 83 Cl5mlEM L, ERKT2
IR L I O 2¥hicEE L, 1550rpm T2053H
BErkd %, XV, Conray-Ficoll ¥R & fIRODFER
MIECTZAVERO ) v RE 2 EEEL, Bd
¥y M THEEL L, Hanks’BSS 12T, #2000
rpm, 10737, LA# 2[EIE1500rpm, 553 &L L
+H BB L T2D b Medium TC199+T 3 X 10°%/
ml B LI, COHBEICL 3 o EROHMAEIR

97~98% T, viability i trypan blue dye excl -

usion BEILT, 131T100% TH- 17z. O
B E2ml o2 AOKEEICILD, HFEHE
& LT calf thymus DNA 10r/ml 2—51DAE
L, HErIEEB%LLED S %COALABANT
NC, UK EL, Z0%, 3000rpm, 3049 =
L, Z20LE%—20CIEEL, EE, Macro-
phage Migration Inhibition Test (MIT) izf#tL
1z.

4. Macrophage Migration Inhibition Test (MIT)

MIT &, & H20% 2 Rocklin and David225 @
HERELTTE->12. $72bb, 300~400gr. O
FEELVE Y OBERRICHEE) T 7 + »20~30ml
BIESIL, 4BBIBOERL, BHFL I Hanks’
BSS 2 T¥e& Lo 2B IEMila% i o — b ICERE
Lt e —bieT, HBes7 4 v 2BRELT
p5iEM (1000rpm, 543H) U, &M% 5 ~
6 (580D TC199 i THEE L. LORERHRE
iK%, —WPHMULTS 2EMBEEE2ZF
AL TE®1000rpm, 5 7FE I, MM LD
ERNICTYRTL, ey r—LAIRESWI AN
2 (24X24mm) DLy a L sy -2 BHNT
2ASoBELIZ. chic, BME®20% 725X
SICHNAT-RIEE Y o/ cBRISEE BiE %, HUERERMO
 Dizid calf thymus DNA 10r/ml ZZNL ThH>
GHiZ, 5%CO0,4 5 AR TITCAURHITEL,
EME»SBWEIRIL. RNT, Xop—- X 74
G FAUNBEE LI X TIRTHRBE 2 Y,
¥Wikt% planimeter 2V TEEHTE2EAIEL, &
H ek h %migration 2RIz,

area of migration with antigen

area of migration without antiger
X100

5. Leucocyte Migration [nhibition Test,
LMIT (agarose plate technique, EiE%)
Clausen 25k ic# U TIT/2-12.% 9", agarose
(Sigma Co.) #2 % &% X5 REHEERKICT
Bigd &b 1 RRLLERBIBSRL, ATCoOER™MH
1ifgo. —H T, Medium TC199iz, B %20
%A L 5ICRLY, X512 Penicillin 132u/ml,
Streptomycin 132r/ml 2HRINLATCICHED. TD
&%, 7CRTERBRAL, Z05ml 2HY,
%60 mmX5 mm O Petri dish (Falcon Co.) i
FLid#%, BUSH agarose plate 2{EHd 2. C
O plate %5%C0. 5 56ABMNILITT, 2EHH
BLIcob, #2mmDR% 6@H I, BEHickd

%migration=
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DL U TR HMBRRER % & ICEAT 3. A
MIRFBERIE, ROX S ICLTHERLE. $4bb,
Heparin-Na (1000u/me) 0.5ml %#10% T 9ml % £F
mu, 0.6% & 75X 51 6 %Dextran Hanks'BSS
B 1ml 2R L, 37CD 45 5 ABRICT 45~ 605374
BEL, RORBF20E ¢ LBOAMKOEE 1
E%BH, Hanks'BSS 12T 1200rpm, 5 53T 3
E¥ER L1z, C OB LN 5 [k, Kk 2~
4 X107 ATHB. T DOHIE% 2 ml D Medium TC
199 S Y, Cha 2500 —HiciEe L
T calf thymus DNA 10r/ml %2#&nL, 37CoiE
R T30 RIS S |® 5. RUSH#1200rpm, 5
DEELL L& 2T T2 DA R b OBF0. 03ml
KHEEEL, BIBROWI{ UTYE- 1 agarose plate
O JEONICH 7 ZEME LA NTHEALE. 20
agarose plate %2, 5%CO0O,2 5ABRNILT, 37C
208§ incubate L, ¥ +— L & agarose D%
A ¥E1:5,10 % FormalinT @ E # /K iz Tagarose
BEDCEL D Bk & Giemsa %] /o EAREICT
WIRE TR UBEENITE 23Kk ®, MIT &R UR %2R
T % migration 23K 1.

6. LMIT (two-step MIF agarose assay)

A b Clausen 2D B I S Tifs -T2, &
$, MIT ERU Y w5k 2H3 LT MIF 284
€. kb, MAMNIE MIT EELT, 5ml
ML, Conray-Ficoll FhEENET 3 ~ 5X10°
/ml O, Ch%E0.5ml §5 2%, —H
iC calf thymus DNA 10r/ml %2804, i icPC100
u/ml, SM100r/me %2EMLTzD5, 5%C0, 456
ABRATIIC, 24B5M85E L, 3000rpm, 3073fEE
thL T Lg% —20CiciR7F 9 5. agarose plate i,
LMIT ‘[ #k & AR UCEBL 12 . 0T, IFHE
A #» & Heparin~Na (1000u/ml) 0.5ml e CTEL
ToEERIBRIC T, 18 mifRIMMd %5 . 6%Dextran Hanks,
BSS W%, 0.6% 1c/25k 5B L, 4560537,
JICTAHLARBRIEBEL, EEOAMERS? ZHE
JB%H b, Hanks’BS Si2T1200rpm, 43 R&EILL,
3T 5. OSSN B MIEENL 6 ~ 8X 10
{7, ¢ % Medium TC199 iz T6~ 8 X10°/ml
EaB L5 CHHBEL, Blml Fo2/PNERE ICA
N1200rpm, 553FEINT 5. COILEM IR, AT
RO Y o /ERIEE B0, 5ml %2, FURKRRINOX B
BHiTid calf thymus DNA10r/ml %004 T A 55N
L, RUBRESRIZO B’QOﬁﬁaﬁﬂ CoiERERIC
TGS ¥ 5. It#kid, LMIT EHEE & BRI 1200

rpm, 5 FELL, L2 Tz OWMERE D
W490, 03ml IZF Rl U EMIE 12 T agarose plate
D 3BOITUTHEAL, 5 %CO, 5 5ABRAICT, 37
C2005R incubate #%, LMIT EEEELRKICL T
% migration 23K ®»tz. 2L T, WMLMITEICTY
v — L EREEE LTV AMIZIZ=EDEER 2K
L, WIhd, 90 %LU EDIFHRRTH T2,

H, TR TORBEOHEEEREL, student t test
HBVIEIEE 2 FRE R

0. % 18

1. MIT (M1&8E)-
MIT in SLE
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-1708

°brnigration

60

40

] ubw Joon n W

M=1014 +153 M=963+69 M=798+ 241

Normal [TC199.DNA| SLE

response to calf thymus DNA

¥ migration indices in medium 199 to native

DNA without any supernatant.

FTIEHA 16810 TABE, calf thymus
DNA 28RN TE 712559 EiE ficis 1 3 % migra-
tion OV H{#id, 101.4+15.3% & /2 b, FigfEs»
5 2SD 25[17270.8% LAT D b D 2EEDIH b
RonaEMEL. Z0E, SLE 428F178
(39.5%) H70.8% LAF & 7z b ZARSNEIASTED 5
N, ZOVGEE79.8£24. 1% L5 b, FREBEL K
EREFEOERZ S > TETFLTWE. X, COBER
fmL 7z DNA B{k®D Macrophage OEE I+ 3
%25 L, DNA OMEE 250r/ml £ CHEL T
AoHEIIASNT, Medium iz DNA O A %204
1B D % migration DVISfEIL, 96.3 £6.9% & 73
D70.8%LITD b DiRE L A bz -1z,

Riz, ANF O staining pattern, #;DNA Hi#if,
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& A2 & OMOREMBELNRTE & MIT 8
AR & OBEROFRLHRE L, RRfic, MITH
X & BRITEEME, Steroid IO ER & OB
e bW~z M, REMFENREIR, KE) >~
NEREEE DA 1:BRLIARIZITIZV, Steroid Hld
R ) BRI 1 HOBRSBiIcTRE L.
ANF 13, BItHiik RS TR shaggy , diffuse,
speckled D=2 staining pattern 2533 25),%
patternB¥iC#5 1} % % migration BRD1:. ZDIEE,
(B 2 ) shaggy B¥204% D % migration OV 4@ 1L,

MIT and ANF staining pattern

120 .
[ Y .
Y [ ]
100 . -
c 4
[ ]
& g~ # - --g----08
£ . :
= 60 . [}
* . ]
$
40
-
M=853:232 | M=7464242 | M=7644197
Speckled | Diffuse | Shaggy

76.4£19.7% & 72 b, diffuse BE13Z Tid 74. 6 £24. 2
%, speckledBf 8 BT, 85.3£23.2% &7ch, Lo
THhoBI  FEOXEIR 2 {, MIT OBHE R
LT, zhZh, 208H 8% (40.0%), 13% M
5% (38.5%), 8 BH 3% (37.5%) &/xbh, AE
DERELAbN D ST,

#DNA #i{&ffiiZ, Actinomycin D-DNA#:26)
KDLz DT, 10%LITD b DRERE, Zhil
rotorEEige L. 20&E (K3) , F&
Bt 92D %migration DOY-15fEI386.8+34.0%, =
{EiB¥244 D % migration i1, 77.7+£20.8% &5 b,
MIT OBHEs zhvzh, 92348 (33.3%) ,
2482108 41.7%) LxhBFEDEIRALNLL
-1z,

M EME, Mayer DBREIIE->T,kH, %
migration & OERE %K 5 & X 4 DR < ] & FEEE
iEAashizsh -1z, &5i2, SLE O&MHAICIZ,
EREMBRENTH B L0 b, FHEEMH.3
+4.3 LT OEEE: 2 Dftic s THET 5 &,

MIT and anti-DNA antibody titre

o  nomal range
c .
h=]
ﬁ L]
2 — o708
B 0

L]

30 40 50 60 70
anti-DNA antibody

MIT and serum complement level

120

100:

%migration
[o2]
(=]

3

40

CHS50

{EATB¥15% @D % migration ONHi1378.0+25.4%,
Z D238 T, 79.4122.9% & 75 b Eid /s { ,MIT
BHEs, zhzh1s%i 8% (53.3%) , 23%/H
9% (39.1%) tizh, HEOEIBED Shizh -
1.

ERPRAUTS B IC X > CTRMHE, EMIRILSIITY%
Migration 2K TA 5 &, , 2144 T1277.8
+18.3%, BEREI20% TIA77.1+26.1% L2 hEHE
DERALIY, MITEERS, 2hah, 14h6
# (42.9%) , 08P 9% (45.0%) L hBEE
izt K5) .

i, LLEMIT OBMROBFEEREIZ, KRR
E R,



In vitro assay %ZRAWIBEFEICE A MEERFEORE 591

MIT and disease activity

1201 °
¢
®
100 @ [ ]
¢ o
& 8ol
= [ ]
= «
Els L 3 s
£ g °
= 60 |
‘ ®
s
40
[ ]
M =77.8t183 M =771t261
active inactive

RiEEOMHEICT T 5 Steroid DAL
~NTHABE, H6DTEL, r=0.32, p>0.05 ¢7%
hFEE8IZ A & /s d> - 12h%, Prednisolone 1 H15
mg T DR S BROKRBSEH © i, EEOIMH D
RohBOEREZRL T

MIT and dose of prednisolone

1204 ]
S ° .
L ]
I(X)E . .
T eof .
(- TP - 708
il e * e 3
60§ . ¢
1 ®
40} * r=032(p>005)
10 20 0 40mgiday
prednisolone
2. LMIT

¥ ¥, agarose plate technique (EHEH) D45
Beazs (B7), EEABOD%Migration i,

Agarose plate technique in SLE

140
[ ]
[ )
120
c (]
21
G < “
ke ®
£ )
2 80 i
b o o — e ——— — W ————— . ————— 769
60 o
M=1011£12) | M=9152192
Normal SLE

response to calf thymus DNA

101.1+12.1% C,SLE 8 £ % migration i3,91.5
+19.2% ¢ 75 h, MBEEIKEREDEZRE{(BH LN
9, MIT RBVT L RAERIEFEBROVSEY»S 2
SD %8 (471279. 6% LA T % OMEIBEE Uiz
&%, SLE 8 g 28 BHTH b, LD 1HiT
BTk, EREOVE#EIc2 SD #1014 1:125.3%
LE%RL, BEDCRELFED TS, O, &
FOMFITEE 2B ILEFICE T, hOhE
EHRE 2 5 O ICEERIIEENME, steroid OS5 E
LB NT, tBOEGFICHBL T, 5%z
Dix, Ao -1o.

RIT, two-step MIF agarose assay L2\ T
A%+ (X8) IFEA12ED % migration X, 107.1
+9.8 %, SLE18% M %Migration 3,107, 4 £22.7
%Eish, MBENICEEDEIEL B ohT,
SLE Bt TRERIES D EMALN T TH
3. X, EEBED%migration 5 %D 2SD %3]
WIZT.5 % LI R R OMIFIG Y & 35 &, SLEE
T, 4FliEEDIEIMBALNIIDAT, D 2§l
LB - T, EEED%migration itZ20D 28D #
INA12126. 7% LAk & 75 b ,BEE DB 2 7R L agarose
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Twostep MIF agarose assay in SLE

[ ]
®
140
[ ]
<
1204 . .
]
c ‘ -
© 1004
g ) | -
€ f-—m-1--- @ ——-lar5
£ 80 .
®
60-
M=1071£98 | M=1074£227
Normal SLE

response to calf thymus DNA

plate technique (E#:HE) L RBEDERRHI. &
EOMBIIIEE %2R U - EFIT DT & ,agarose
plate technique (EifEE) MU A6 HREOFR
A EHoNLEh -1z,

o = ®

SLE iHRT 2 RGEFEOAE 2 42 —8)
L, REICE T 2 MIEEREORKES MIT
BL U LMIT 2B NWTITR -1z,

MIT t&, 1932 4E Rich and Lewis »3, B{EEIY
oG A CRERE L 2RRICGEET
3E, HBR»LOMIBOEENHEHEINAC LR
FHR L, ¥5iC19624 George and Vaughan2?)$$,
BCG Ef{gxvE v FOfElBMAE Y I 2 EHE IC
EOT, BREHFRTHS PPD LEEET AL, ¥
AEMEH 5 DIERFMIOMEESER I s h 3
CLEFALIIC E LML SN, ZORDIIRIC
LT, BERTLVAVF -RIGO in vitro D€ F
NIRIEDEBBEELLNTA., & 51T David?8),
Bloom and Bennett?9%, Zh Zh 3@z, MI
BREOERIBIEY 8k T, chd, FEFEL
G LTz & &I MIF 2EA L, ZOMIF 5 indi-
cator cell Th 5 macrop};hge BT, Z il
ERMAIT B C &R, BIEE VT b OBEMEE2
{# > CEEBRANCEIAA L 2. RV TC, Thor and Dray
30,31 &, BERT LV ¥ —FSBHEDOE hD ) >

SERMEERNT S, BEERERORMICL -T, &
FEOMFEINR LN, b KRB Y LR FRIUEE
PRIGXEIBATIERE NV E » b OEBRHEEO
EEPIHTARTFSEEINS L 22X 7 AEM
ek CHEE LB RIS~ OF# b %4E - 1.Rocklin
and David3?d, BEEI 7L AF —%RTE FOEK
Y o sReWTHEDHETERL, TOMIT
BRI ERG E S hHTE L =B, BRI
MIEREOERORKEICK~NAETHTH 3 LitR
U, SREMEEROMEMBIEORTE DGR L T
3. COEKRFE LT SLE OMfIEREDRE %
+~L, MIT 2#f57L1:h I THs. ZOHRE,

SLE 42& /17452 5\ T E 0T 723578 OMFI
L MEE AR ICBNTIE, L EEDOHH
BED -1, Bartfeld®® 5 4 TZODSLE & 4
BOEBAITH L, DNA 25 & LTHOLMIT %
T2\, SLEBICTER aEDIH2ED T 5,
LD X 5ic, SLE OFKMY > 58k H3, DNA ERIG
UTMIF %L 32 &1, SLE OFKM Y o /S8kHs
DNA TR U TRENIRBIEINTHELELTE
U2 ARWTHASS. B, in vivo ILBITBK
FieT, SLE £Eic DNA 2 AT L, BRE
NGBS MRIG 22T 52 L BHI6NTED,

in vitro W T &, Patruco3dd), KALR0) i,
SLE OFM Y > /9BkH3 calf thymus DNA & 4540
KRG L TERICHELERT EREL, He b
BOKELET VS, £-T, &1, COSLED
K Y o/ BRD DNA 1234 5 HRE SR AE 2 MR
HREVHILL TOA D EZ ATV B, ROHE
REPEET 2 &, RIZEQORMMBE IR TS,

ETE—IC, MIF i334E Y o R REHE It X
> TRIBShIcBEEb T, e P B Y
) eEkE L O Y L IRERR DS R B 1T S
87).38)%, HE¥IHED mitogen 12k - THIE S hizfF
WAz PEE IR, DRELTLLEERY L

—IURRNTIRW LT ARESALhB L E, B2
iz, WimnpiEic & 3 BB 7 L v ¥ - ORE i,

BRVEIC L2 Hapten DA THIToH 555, EER
TUNF-DOFE T, EEIR AW carrier

protein BHRETH H ), ILICBEEELE Y +OD
EREsmlaodtE0MElic &, BRIV carrier
protein BHRETH 2 2). 1td bbb, KER
Tit, BEHORAOREL L& Ebhs DNA %
FRE UTHWTWADT, carrier protein & L
TOMERET 2 EHOFAEDREEI D &,
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=iz, MIF GHfREAREDOE R TH % Teell ©
DAHTIsL, lipopolysaccharide @& 5 75 Beell
mitogen & Beell G U 128 iC § BEE 3 h 5 43)
EVOEEbH D, FUBRICET B DNA » Beell
mitogen & L TEWITIREH A BE TS MW ¢S
NELLNAOLTHAS.

Ric, MITE #:¥ & ANF staining pattern, #i
DNA Hif&fl, muniliiA/s & OboOREFFENERE &
ORI & 8RETL 1243, ] & BdiH:I3E8Y L h
L6 OREEHNETIE, M6 5»DOFKNT SLE B
AR Ui U —RIWBIR 2 £ 5 AT
AOTIR W EZALNS. X, MIT SR
B L OCBEEDHE & A (ESTNT Eh S,
DNA IZEE X 4172 Y o 7 SBRASIN (5 1T B R 25 %73
EBCTELEALLGNILY. F/4b5 SLE © MIT
&, AAFICE T 3 OS2 RT RO T,
T DOMBIYEEPED IR TAS, AT LD iR e B
L bt BulfiEPk BB LT VA, ChIRRL, U
551, MIT OBIVEHIY & ZWEH, FTH ne-
phrotic syndrome %/39 & Ozl Mt %2 4
TWBHS, IRV UIZIEERL 7 Loy ¥ — b8, RiRFHOD
ok > THILET AL 134 AHEL, Steroid FD
PR HMOBKRLEZRT 5568 MH B LEDNS.

MIT ORBHSEIY & steroid KRSELE O Widid
BREL TS, IR S /s b 72, Steroid
BliX, £ hORMY L BRD Teell 2M s€*
& 64c MIF §f: 24l L 12 b A Y > ¥ BROMIF
PEN: 2 Mg 5 & U0, HIGhTWEH, AKER
DY o SEREERE, MIT A it T1d, Steroid HlD#
i3, BED & 5 75 Steroid FiO (A
1M LTS5 L, Steroid BlIZMERI7 L L ¥— D
afferent stage 2#fil4 % &4v5 Casey D"
tdHb, SLE OFKMY o BB T Tt DNA itk -
CTEEShTohnifafferent stage 1T TIURLL
TWVWADT, efferent stage DR BITH % MIT IL
R RIF LML EALNS. UL, —
Ji Tt Steroid &l 0D 55 B, RSB ik
OIS, AENEHNC EBRERL THh, Pikh,
Steroid FIOHEEBELMENTHS 5.

LMIT i%, 19674 , Spborg and Bendixen'®’%,
MIF FEA: M & LDOFKM Y > /<Bk Lindicator cell
& LTOSEBAMER % FE K L, —/icy s
REMBIEDTRHREIF TR L, EMHEH
SoEEsMflansc L 2ROHL, FESIEE
BrLAX—-2RMT2Ee@ELI.. Z2hESk, &

2 DEBICBT 2 HIBHBEIEOTBORRICILA &
Tz —7j, Carpenter®® HSilEEME%
agar FUCH T TRUC AR TEEEL, v » — b & agar
OHBHE SRS ERBIILI. ChHDIRI
#B U1z clausen ix, ABMERICH L Ty RIGH
D e b RKHHEM BR2ZPPD & & § iC agarose plate
AORIANTEET 2L E EPTME N
CEBRWHL, TO agarose plate techniqued
BER7 LAF—-2RMTEE LTS, 35,
Clausen &, T O agarose plate technique %3
BawT, B{PRBDY L BREER FERO MIF
DEE R, IFHADOAMBE% indicator cell & L
TAIVRETE A& 5 two-step MIF agarose
assay 2 b EZRL, AR +OBER T LVLIF-K
WEREBIT A LERLTVA. 22T, EERMIT
DR % 1BR T~ <, agarose plate technique ¥
X ¢ two-step MIF agarose assay OulifiE%A
WTSLE Offifaf:pE 2 HFE LI ZOMR,
agarose plate technique ([{fEH) Tid, SLE8 &
M 2 %DMl & 1 KiclEED (B 2, two-
step MIF agarose assay i Tli&, SLEIB¥HI4
i DMl 2 HICHEEDEEZBD I, %
Migration O #fillicsTIZIFRAB L N, £
CHEBOZER AN -1z, Z2UT, WETEE
OIF LB 2R L IS IEFIC 51T 5 BRR E DG
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In-vitro Study of Cell-mediated Immunity in Collagen Diseases
Part I : Macrophage migration inhibition test (MIT) and leucocyte
migration inhibition test (LMIT in systemic lupus erythe-
matosus (SLE)
by

Keisuke Yano
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(Director : Prof. M. Ofuji)

The appearance of circulating antibodies to nuclear components (e.g. DNA, Histone, Nucleo-
protein) is characteristic of SLE and may have pathogenic importance. But, it is not evident
why these autoantibodies are produced. Concerning these immunological abnormalities, most re:-
search has concentrated on the humoral immune responses made against nuclear antigens. The
role of cell-mediated immunity to unclear antigens in SLE has not been investigated.

Therefore, the evidence of cell-mediated immunity to native calf thymus DNA was determined
by MIT and LMIT in patients with SLE and normal subjects. The mean percent migration of
MIT in SLE and normal subjects was 79.8+24.1 and 101.4+15.3%, respectively. The percent
migration below 70.8% was considered to be a positive test and 17 out of 42 patients with SLE
had a positive test. In contrast, none of normal subjects did. These findings indicate that there
is cellulay hypersensitivity to native DNA and peripheral lymphocytes of SLE patients produced
a migration inhibitory factor (MIF) with responding to it. No correlation could be made between
results of MIT and staining patterns of antinuclear factor (AMF), titers of anti-DNA antibody,

serum complement levels and activity of the disease. The results of LMIT was differed from
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those of MIT.The mean percent migration of LMIT was not significantly different in SLE patients
and normal subjects, and only a few cases in SLE exhibitel a positive test. Considering the
dissociation of these results in MIT and LMIT, the conclusion has been made that MIT is more
useful in investigation the existence of cellular hypersensitivity. In addition, the role of T cells
in the development of autoimmunity was discussed in accordance with the existence of cellular

hypersensitivity to native DNA in SLE.



