TAY b—=71E# DNA 2 w7z
P DNA HiiEDOBIE

B 2 W
EHEI) T2 b —TRA2IILDETE) Ve FHERAE,
THWICIEY veFHERBICBIT AEBEKIERE

BILKRFESE 3 NFt (EE KBk EHIR)

E OF B X

(RBF0564F 2 A12HZ%8)

#

&%) T2 —7Z (SLE) mmFFic
BEBOMBES ST 2HEIREI N, Ln
% native (n-) DNA ¥ Kit$ % #1 4k i3 SLE
CRERHTHAN, L—T7TRABREPHLE LR
FRESISENE & MARMOBEY E DHE—KT
5Zth 5, SLEn2H, ReBEICEELE
HEATLIHAKRLEEZ L Tw 3 —AnDNA
& 2 Rk#EBEICBWTE%L ddenatured(d-)DNA
23t ¥ 24tk ¢ SLE miElc v TR SHED
OEHKEE L > TRIBENTW32, Lol
T d-DNA Hitkix SLE LISt &, ({2 DE&E
BBV IRHENTV 2%, REFRMECZ
L<, BRERMERE RV EEZ bR, BIES
NBZEIPLh o7z, Nz TH d-DNA #Hifk
25774 4L/T 24 (RIA) THEYT S
i2id, A4 BAFNFBROELHENRT
, MEEGEDHEVRETH- 12,

ZFHIIP d-DNA fifkiEE LT, RIE%k
D pH, 44 iE 2 EYICERT UL, “C-
d-DNA, '?5[.d-DNA ooww§nhz2iRe L2
Wik, 74 07 —ETH d-DNA Hik 252
BICRIETE, ZhbnFkizRE, BRI
LENLFETHEILEELMCEEL 22,

4@z SLE 25tk L2 e R BIC B
T 541 d-DNA 5z E 1 MIcRL 2 HET
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REL, #ic SLE mMETRNL—7ABRNAER

I2BIL T# d-DNA #itknB5 2Rt L 72, &
e T FHERICOWTLRTKEREL,
EEABLIYLAEEICEY dDNA #4462/
HLUAEBRTIE, fMoRBERE »OMEEC
DWTREZMRZ D THET 5,

MR EHE

il L, BiRICTREAKEL 2#icnFEssE
EBIhVv, —20CICRFL 72 1iE % 56°C 304
FHZE@ba® L CHv72. SLEREMmFEICDW
T3, TAVA)7=FHS (ARA) n2HF
RS 2t/ LR T, BRRAIC REENS
#3 SLE 9 I, A% ERL SLE 2861k
RBl-mBFEERAC, FRA—TRABRICBITS
$Ld-DNA HRNEBLREFAT 2700, BER
PBEI LB AOmESKREZFERL 2.
SN FERBE LT, BERE) v - F

(RA) 1061, #1TEL S EHELE(PSS) 1551,
KM% (DM) ZwL $%5H% (PM) 2361,
Px—7Vv o ERE (SiS) 3061, Mixed Co-
nnective Tissue Disease (MCTD) 4§ o) ifn i
FRWR, 2723 7o FHERBEIIOW TS,
E# AMLE356, 70 LI Eor# A mik64Bl, M
i B E58%, Graves' 7549/, &4 K596,
TR MERT 424800, ¥ERR42(), EBE21H], MK
EIFBEIBI L ) 4 p miEREEHW,
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Hid-DNA #UK{fli, % & Uit n-DNAHUiAST

DRIE :

SLE#i3Lsrr TN w=FEREBHCE
vwTid, $Ld-DNA $ifK, #in-DNA fifRKMHA
NEAFRERETT T 2%, “Con-DNA WL BF
WAE 2z 72 UC-d-DNA 2B LT3 74
U —iE & B ClB ARl % BRI BIE L 7.
FHENFMCOWTIZE LB/ 72, B
7 e FHRBRBIZOWTRNEREIBH TS
BicRsstzh, Ly L ESICERTREL

125].d-DNA #HE L L 2R ER B¢, #id-

DNA Hufkfii % I L 72, EaE, MR
I3 1 MIcEH|L 72,
2 PUKIEIC & 24 d-DNA Hik ok -
FNVTeFHREBICBNT, REITT
LSt migs & d-DNA o IEks RS H
HFEINTWBZedb, IREREI T >

ENERRECERUT 2R EL@EICHWZ,

LM ES0 , 242 21-d-DNA1 ug % & ©
0.05M +r7Es 42 (pHS.3, 0.15M NaCl)

1508 #9002, 37C 1B, 4 CISEFREIRIGN
%, ik I IgG, IgM RRMFE200:L 2102 T
4C3 HERIGE¥2,000G1 B4 CTEILL

& 2 BT Z OBGRETET & BlE LBl & L7z,

ERFoENHUAE (FAT)FRRIC X 558!
BEic#E I /- FAT 12 & 2 SLE B & B Rk
R mgIic k 5 0ENHE- T, Linear pattern
(Lin) 205, Mesangial pattern (Mes)14%l,
Granular pattern (Gran)34%!, Lumpy pattern
(Lum) 11#1, Membranous pattern (Men) 6
flic L 72,
Bk (ANF) o
du 7y FFREYVR 288 L L, FITCEZR
Pk b 707 o REME %5 &K
B TRz, HEDR S EARERLEC B
WTHICBRES 22O BAICHEE L.
WY Aar7ra7) HENRE:
AL FTRL (BELRE) ko7,
A 70/ —LHkoRt:
2470/ —LTAMEBELRBIC L2,
HBs Ag B 1r HBs Ab o
Counter immunoelectrophoresis (CIE) i %
BWTEBIhoi,

o MEREGERBIC L 2 ERLENTHE !
10~40%: = WEEKRBEDE 5ol 2 ERIL,
Mi%0.5mé % EJE L T120,000G 168FREE L L 72
nb, FELY255EIC4HF, Micro-ouchter-
lony % BT Ig G, Ig M &% 04 % FE
L7, &45EIC BT 54 d-DNA Bk, 1251-
d-DNA #HF & L 2GERICE L TRIEL 72,

L OES N

15504 & poly dAT, MAK # 7 2.5 %5 %
¥4 MR n-DNA, d-DNA &2 1ug & %37
CTO0 IR IG ¥, Ntk 12°1-d-DNA ##
JF& ¥ %k % A L TH d-DNA Hifkifi %
BlEL, EUENRBARY EHUAKAM &ty
BI T LY, R £MREL 2.

& b

FikE “C-d-DNA 2HEE L7410
s —#kiz & 5 d-DNA #&e%, &) v~F
HREICOVWTRETL 2 (Fig.1), Fikick 3
EFEIZHE1MCBIT HREHCED T 8 %H
Afer L7, SLE 3R LH5HE, FER
HBEIIALIc B TH » 2. 72 SIS N13%,
DM (PM) 743%, MCTD 925%, PSS 20
%HHBETH - 2. FEEFIC “C-n-DNA #HK
EL72740F—3kiC &k 5 n-DNA #&tc% @l
ZEL, SLEE* SLE Ut ) w1 BEE
I2 2T n-DNA, d-DNA &z 0#£E4Een B{E
# 472, SLE # (Fig. 2a) Tiin-DNA, d-DNA
NEE & RIET 28, d-DNA » L) BRSRET
SHED 2B ARE S % &, n-DNA L ARG
RIET 2B EARLIELS, BHTIRTH-
7z, Zhizxt L C SLE iAo B (Fig. 2b)Tis
d-DNA : DARGT 28 TR TH 12,
SLE Bic 2T, ERBOSRIIKERR &
d-DNA &ARnNEE+RafL 12 (Fig.3a). B
REKEKIC £ Dk EWE #BH B Gran, Lum %
YRS d-DNA BEirBRICEEE R,
EIFFIC n-DNA #28% L7 4 LI —ETHE
T5&, RRNERNBEIZH B L i Gran,
Lum #RTETnDNABASEEIBEERLE
(Fig.3b), & 5ic Gran, Lum #7R3&1 8>
Mes, Lin 2R3 %2 BIC BT,z ngkic
i+ 3 d-DNA, n-DNABAStEn L EH L
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H * .

H ) L

(*) —3% — = = F —
==£7 E = %
active | inactive RA PSS DM (PM) $3jS MCTD NHS
SLE
: 95th %tile for control sera
Fig.1 4C-d-DNA bindings (filter assay) in sera of patients with systemic rheumatic
diseases.
> £
2 £
e +»
2 60 2 60
= -
e . . &
E 401 L o 40]
2 . . -
3 . : a .t
< . * o . . l1° .
2 20 - e Y . . g 20
N 3.
O Lot et o ..
Ty e r=0.64 (P<0.005) = (%) £33 ra0.51 (P<0.001)
(%) 20 40 60 80 (z) 20 40
14¢. n-DNA Binding (Filter method)

(a) Sera from patients with SLE

14¢-n-DNA Binding (Filter method)

(b) Sera from patients with
Systemic Rheumatic Diseases
except for SLE

Fig.2 Correlation between n- & d-DNA bindings in (a) SLE sera and (b) systemic rheu-

matic diseases except for SLE.

7z (Fig.4). 28 TRECLI2EEERTE
PB Ik o2 #R, $18T1dnDNA ¥4k
NENLDHEL, F2HTIR ZDEMMELY
BELTwaZ eh¥EEL 22 (P<0.02).

) v FHEERBEICHIT 58 d-DNA Hik

i 2»Tid, MR ED SHIC RSB ED 5
125].d-DNA #HiF & L 2higci 4 Ay TRIEL
7z (Fig.5), IE#H AMLEHNKARIZBETH
N, £N6HNB%EE EAELEAIIZISSE
ThHBEZEMSH, TOHBEEEEHELE, £
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801

60

14¢. 4-DNA Binding (Filter method)

T X

801 .

601 1

14¢. n-DNA Binding (Filter method)

401 . : 404 . :
. . . }
of < bE L T L] o]
} ‘ J T : q o e .
r i . 8 | N N |
@l =1 Fi 1 (%) -,,1.] | N
Lin | Mes | Gran| Lum | Mem Lin | Mes | Gran| Lum | Mem
- P<0.05~ “p<0.02*
P<0.001—
(a) (b)

Fig.3 4C-d-DNA bindings (a) and “C-n-DNA bindings (b) in relation to immunofluo-
rescent glomerular stainings of patients with SLE.

Ratio (n-DNA binding / d-DNA binding )

_ D 20 I W 80
with FAT Glomerular Staining | v oge s § + 2
SLE Linear & Mesangial pattern| ——+—— ],
with FAT Glomerular StQining | « ce. s edyee e =z« .
Granular & Lumpy pattern —_—
# p<002

Fig. 4 n-DNA/d-DNA binding ratios in SLE classified into severity of lupus nephritis.

TR B SLE # Tz £ TRET o2&
HAfEETRL T, ) TeFHERBIC BT
LR IEH ARSI 2 BT AREE,
B4 &B14% (not significant: ns), S
BEM21% (P<0.02), Graves’ /B EHS55%
(P<0.001), HAKHEERTI%(P<0.001),
BT R B ERH52% (P<0.001), ¥ERPEERE
15% (n-s), BiEREE B ER25%(P<0.005),
BB R ERUY (P<0.05)TH-72, Zh
509 bHEEE v d-DNA B2 RTRE
121k, SLE #i3Lre§5 ) 7=FERBNH

Tiz@BH SN 72,

Ric d-DNA #HaferibsamEs Rl 23k
)eFEREENLEL D, BEFREEHTY
26, BAKR 26, mABGETEE2H, W
%, S9EL1PnLEH8MIEKEH VT, Poly
dAT ¥ d-, n-DNA {2 &k % d-DNA #2a#0IRER
EBEBZ% -7 (Table.1), 2R, h
5 M d-DNA #AR8lE, HorLoHmiF?
poly dAT % n-DNA TR L T4, EEZERDH
LY, d-DNA ICL ARIREIC L > THAET
L, MEHCHELARICEBEMEEZTRLL
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'y . - {3
2 = {
E Lung [Graves fiuiadssChONihiabe. (CancerfHemo-
__ 9o TBC titis Melitus! dialysis
AR 00—
STy
P 0008 5% — s

Fig.5

half saturated ammonium sulfate method.

125].d-DNA bindings in sera of patients with non-rheumatic diseases assayed by

Table.1 Inhibition Studies of Antibody to Denatured DNA

INHIBITION STUDIES OF ANTIBODY TO DENATURED DNA

Inhibitors

Serum No. Clinical Condition None poly dAT:1ug native DNA:lpg *  denatured DNA:lug
1 active chronic hepatitis 44.0 # 45.6 45.4 27.7
2 active chronic hepatitis 34.5 35.1 33.7 23.6
3 Hashimoto's thyroiditis 40.4 38.9 39.9 31.0
4 Hashimoto's thyroiditis 37.1 37.5 36.4 33.6
5 undergoing hemodialysis 27.7 28.4 28.1 17.5
6 undergoing hemodialysis 22.5 22.5 22.6 14.5
7 lung tuberculosis 32.1 33.8 32.2 20.7
8 old age 28.4 27.8 28.1 21.2

(p<0.02)

#: % d-DNA binding

(P<0.02),

) veFHEBEICBIT 5 d-DNA #44E
L s DB % Fig.6icR L7z, $3T%
FERAIC BT 2R RIRREIL, HHKR
18%, Graves' #%16%, 1@HENF 4 (HB.Aglsi4)
16%, @4 (HBs AbBit) 5 %, BiEm K
ENTREI8Y, MEKELLY, BSEHIS%,
VERF12%TH - 12, WARKR, B4 hAEN
BE, MHEED IBICEWT, HREEYE

*: MAK processed

BICHFIE W d-DNA #4852 7.

¥/, BARKKEICOWTdDNA #48EL
4w 7ae7) HEOBRENMICRERE
DBfRIZERS & Nich - 12 (Fig. 7). Graves, i
i HoWwTY, d-DNA gk itef 7uy/—
LIRHBR E NREICEEOMEIRZH LD
-7z (Fig. 7) @18 £8ic >\ Tid, HBsAg
BHZICHEEICHE Y dDNA #afeRL -

(Fig. 7).
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E # B =%

§
40
L4 . .
. . . S -~ : . ’ . .
.0 . L] -
g : : - P IR
- . " 0; - . - . .05 ° H
20 :: N f:" B .'.t : . :, . & . ;
- : ) Ef'+ : } i . il " [ : .v. b 9| ] ?.
o & - > . .
A ol G
S (%) P<0.05 NS NS s P<0.00 |  p<o0.005 s NS
g ANFlo [o oo lo]e]lolelTolToloTeloTolo e
- Hashimoto's Graves' Chronic Undergoin L Diabete:
E Thyroiditis Disease '(‘:"’::;“:) '(‘:::g"i) Mc-:dhl y21 s T::grcu'lnsls 2’.-::, IE:I 1tu:
8

Fig.6 Correlation between antinuclear factor (ANF) and 125]-d-DNA bindings in sera

of patients with non-rheumatic diseases

1251- d-DNA Binding(half saturated ammonium sulfate method)

Sera (%) 20 40
Anft-Thyroglobulin Antibody ® o o6 08e o5 eve v
(a) Hashimoto's negat: ve? < X80) bt ittt K
) Thyroiditis Anti-Thyroglobulin Antibody tee cemomemre e s
positive( > X80) —eee et
Anti-Microsaome Antibody se se s % ome
(b) Graves' negative( < X80) — NS
Disease Ant{-Microsome Mtibw %S ete - « o
positive( > X80) b ".L““__. °
(c) Chronic "BSM (_) eisse 0 60 sevess . '<° ws
Hepatitis HBgAg (+) [ P S T o oo o )

Fig.7 Correlation of 125].d-DNA bindings to (a) anti-thyroglobulin antibody in Hashi-

NS*: not significant

moto’s thyroiditis, (b) ant-microsome antibody in Graves’ disease, and (c) HBs Ag in

chronic hepatitis.

F)TeFERBBRELENHSL D, PFEEL
o d-DNA #akeeRL 22TREZ RV, 2
MEEIC L 2 TRMORLE B 2w -2, HUlK
fifit3 & DAY cpm TEHAL, KETH d-
DNA #4&%8 & DRICHERIRIR ERETL 72 & 2 5,

) E OIS y=0.71(P<0.005) HFER8 % 2
Hiz,

L aVERENE AV 28R IR & 5 RET
% HBs Ag (BRI R BE, BERKBRED
2BREBICOWTEB I L -, FRHFITIRIgMS
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Chronic Hepatitis Positive for

g Hepatitis Bs Antigen
10-40 % linear gradient: 5mi
. Serum: 05 ml
4000 120000G- 6 hrs
g
B
]
1 5 10 5 20 B
bottom -—fraction number —— top
Py
%G‘ FE Ty
Fig. 8a

Hashimoto's Thyroiditis

g

10-40% linear gradient : 5Sml
Serum : 05mi

sulfate method)

mmonium
8

%

-]

-

w0

ings (a

"’ld-mé Bind

\

1 5 10 B 20 Y.l
bottom < fraction number —top
oM T+

G

ey

Fig. 8b

Fig. 8 Sucrose density analysis of sera from patients with (a) Hashimoto’s thyroiditis

and (b) chronic hepatitis positive for HBs Ag.

H, BAKHE Tt IgGoHEic—8L Td-DNA
Heatek o7 (Fig.8),

& #®

SLE BgmpickiBiE N5 DNA, d-, n-
DNA oW & Kt T 2 TREMSH 5, L72d >
T, SLEic i 54 d-DNA k% #IEL, #
DEERMEZR R T 2813, i n-DNA #it
EKNOBEIRRICE L) ZEHFUETH S,
$T d-DNA Hitkfii & T n-DN A Hiikiifi % RIsFic @l
ETH2icid, EHDNAHIE L LT HCn-
DNA r #ZEnE 52 72 “C-d-DNA # &

VHELMEETHEILZEIRTHREL /2.

ZZTC, INbDFEFRAWTIRELALES
5, SLEi BT 53 d-DNA KIS L
Bl I, FERCERRD64%ICLBET

b -7z, SLE miFic>vT, H n-DNA, #i d-

DNA #Hitkifi # FesicflE L, RED KIistEN
BEERF LI LA, KEHNKEH n-DNA,
d-DNA o & KL, 2 #»* d-DNA & &
fric Bt L, n-DNA LEADC RiGd 3 BHd e
TAOETHARME L EETH - 72, L EO#ERD

5, SLE B&EMIic#iE & 11 2#in-DNA, Hid-
DNA HifRIZ &2 ML THET2LDTIE % <,
BlenmiEic kD, HxfEE TnDNAAJDNA
DRFERET HMEEET LMK THL &
HYHEFL 72,

PS> TN—7TZABRICBWTL, f€%n-DNA
ERET DU RIBEARETRL, BLR
5L TwbEE3NTERD, L L AN
DNA & d-DNA oifi% & itd 23 » 5 L
T3 LEZLND, L—7TRABRIZBWT,
n-DNA, d-DNA ¥ KE$ 2k ES & #5t
T o0, BERBICHRM L 72 @iEIc o,
$1d-DNA, #Tn-DNA Hiik{fi % F&IZBIE L,
FATARIDGEL 2 —7 X BR L nEE%
BRELL. Z20HER, TRIRECKENHRBFIL
%% i85 Gran, Lum #2132 d-DNA L 9 n-
DNA ICBunfEaEsmT L ns’ %<, hEY
Ny Lin, Mes # T3 n-DNA L H ¢ d-DNA
12X 5 RIGHE BN L DA E T & H7H| B
L7z, W=7 2B RIZHBIN L REHEAGERR &
Zz o, FAT 2L 28%FH b RBREBICHIE 7
97 o RERBG DILEHE L b & ) O
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EDNA nkES 2L 28EICBWTEHLN
TW3DE N2 CEEEONL— T ABREET
% SLE BEfiiciidmy-Hifkfli & >%in-DNA
ik, OEHEBOZEHLET, &5 0CHR
DNA »FEB & 5 = &5 5%, BREKEKICILE
T 5 GEEAHIE n-DNA - # n-DNA#HK: 2
T LARLELT I ENIHRINTE, —F
#id-DNAFK Y  7-SLE @M#ic Sk 2R
TIEenb, L—TRABRNDEESHEZ LN
T, BREKERD L NEHMIC A d-DNA £
EEELGZDH LN T30, L L, #ERHd
DNA Hifk & BRI BEREFRIAT ROBEIC
DWTREEMZ B ER Lh 72,

4 @185 NIz BiElE, V—7BADKEICH
DNA BNz ET 2MENEE 2 XHT5 1
NTHY, #ic d-DNA L EMICRIGT 58K
DESIENZ EE2RLTWE, L—7XBL
#9075 SLE NEEE %, BE~OEBEN
KEWEERICE LT, BHLRERFERER
ArL#BL LS 728 A»RALNTER
A, LEn#ERLE Y, SLEIcEWTiinDNA k
)4 d-DNA o LEMLICRIGT 2 &2 AT
LEREIZ, BENBELLONNE(, BBLR
ez onl, L LEANE TFiEHEICH
LTI HBOBRHDPLETH 5.

SLE LSt ) 7-FHEEBIC BT 251d-DNA
#ifkiz DM (PM) Bichiflo %<, 55 24
TRk RLZ, 2028l r iz ARA
o SLE 2 ¥kt 316E #i#%7: L €, G lmEk
WL, SRUERETE, EVOEBEHITCEY,
fuon 3t d-DNA HUKIEHRFI & D & SLEICIE VB
K& ETTERTH- 7. SLELSAD)Y) v=F
MR EICA LN 55 d-DNA Hitki: SLEDES
EE% Y, d-DNA X 2 RIGEDEEKTH Y,
n-DNA » #FHv R n-DNA HUEHRICIRE
T35 dDNAILLBLDNTIE v tEZ LN,
HERDBE L L BT B,

JE) e FHEEEBIC BT 59 d-DNA Hkif
nDiflEIz i, 121-d-DNA 2R s L ik %
v/, 125].d-DNA (3BESICEBHITTRETH B
7265, SHEREIZ BT 55 d-DNA HiknflE
ICHEL Tzl ThHs, LarL, bERcs
— FIbT 50, EFEAMFICBIT 5086

1215%32 & “C-d-DNA #2324t 0 bl
BNEEZRL T, EEERES RIAZE
ML, miF:iE#DNA & nHEZE#KS LKA
¢ LT, iDNA P RIEEND LI Ich»
7z. SLE m & DNA #Aa#erfEZ 7 7)) »
EDREETH B Z &3, Pincus'?ic & » T IgG
o) Fab 84> & n-DNA Lt DR RIETH 5
ZEHRENTWS, LaLl, tEE THDNA
HARICOVWTIE, RIE7 27 Ul
F AN EET A USRS, SED
REICDWT Y, K77 LU ADNA
Bes v 7nBErELICEAL DT L
BTEuh o7, Lirl, FERCBIL-72
Biikikic & 5 d-DNA ¥&HHRIEE L HRICR
WHEBIY R L N, F oL o BERENRBEILE
FRVEHZETCBWTY, IgG 2w L IgM 4
I—3 L T d-DNA &gl o, Ulkan
BAEH» 5, 4 EEMEE L7z d-DNA 44tz
EI7o7 ) EMNTHIREGTH DI EHHRE
nir, .

Kiz, 4EEFAMFICHNTERICSVWR
d-DNA #ifkffiz R L 2 ERENE2IZONWT,
FMENEREZZREL 2w,

$ TSR DWW TR, &Flr4 V=T
FaRLETHHBZREZRAL TH, ik
HARB R A EICE Y d-DNA Bkl s
ENTwbIthbd, ERHEL-TRLBE
LT, BROMET 2 HEEENTREHEZ
L7221, LA L Burns &3 & EAEE F RUE R
W RKREICH d-DNA Hifk#RHELTEB), &
BEREIBCHEREER IR TS HEED
HHH,

Graves #IC 51T 2 # d-DNA Hifkiz,
A 70— ABERRPHULHR L I3 AR R S
Zed -7z, L L Graves it L £ 7 & —Hifk
PRBETIHCRERRE - THE ), Hd
DNA itk HBLL RERBHRRN— L E 2
Ld, ERNBEIC T L, Hasselbacher
LIEHRER B hbhton, FEARIK
DNA HAtehBfETH B L #EL T 319,
% 72 Best 513, Propylthiouracil #&55EHlIc v
—7ARERREREBEL TWB &b b,
Graves /i 31T 5 1 d-DNA HikEEicfL €
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2, HRRBROHEIIER TE LW,

BARBEICE T, $i d-DNA Hkiz i
AR EDEICH LS L EENHE RN
A, ROFEBTH BT A 0 re7) o5k
ORI FERTOMBERA LN -2, §F
KAomEICEL ¢, MlagaRREFEOME L
N £ DEDL L &, Allison!?|3 Ty > Fk
NRKa%#4%& L, Bankhurst 5183 TIE#H AN
KB ) oorgRicH A v a7 ) Y EAEKNS
5T rEBELTSE, T roakihltd
3 RIEAHBEBOMEIC LY, fitfio a7
U MREAMB Y S0 RE RBEEROKEEY
PHITRE L & 5 RR, BEARRIRET LN
RERIZ R IEE <, # d-DNA 3k { sis T
BOBRTICL > TELTHES S 2,

WU REICOVWTIL, 2%NEETH  d-
DNA Hifk 2R L 72, ZidEMFAEesT A
HN58%IC PR F Rt L 72 Koffler 519 o) 8
&£ —¥¥ 2, 5 d-DNA $itkiz HBs Aghat
Bicavy a2z Rl 2 KE, ik hi
CI3TEERRE TR E kb o 12, FIAELICHE
LTit, DNAv—12THh2% BEFELEE—L
ADFHERYL, o CFMBBEIC L > TE
U7 d-DNA i L 2 Bt BRI BAHE 2 51,
BLIE—NADFGERELFTHREHRET D
BHRTEL N,

BEMEEEERICENTY, EEACEEL
HEICEWEAEELB:. LirL, BREICI
%E 70 7)) UND DNA BE& 5 /37 Hh8
HINTwrzehs, BICEMTRE»UE
EEZ L,

@i ALET BEHICB T, 7l d-DNA #
WIE PTG R A B ICH VIR CR T
Ent:, BRIANBBICE L, I VEE
BN E ) > FREED—T AT & 1) BIREY
RHEE N, ZAEEI OIS E NS ER,
NG EOHARIEESINTHEEL H 5.
Nolph &%V 4, B B BBICHUEHUK, Hi DNA
ik, HLENA (Extractable Nuclear Antigen)
Pk EREL T35, RERETIEHIN
TYWBHRIBEHRICINLDHOCHEI RE S R
52 LITHEBREE N,

g BEOMIc i d-DNA Hiik IR T

2% B L LT, Procainamide #5 8% 752.6
%', CUMELERENWDY, EEHEN
EN20%%, B - BEQLRKEEPEIRE
ENTHH, &5 Carrs293 SLE Mmi#E % &
O EEBFREICL, MRBICHXTHEEICE VT
d-DNA #ifk &L, SUREERFIRESEN
ZEREME ZHERI L T2 B,

Ry veFHEREAICREENTEZH d-
DNA #iifkiz, ) 7—=FHERICLREEN,
FHYESRE, Hiikfie LicRx&SD SLE # H&E &
L, EBWIBH 2B T 2KBIMETT I &2
L bl BRDEBRICOWT, FHHED
FEERFICIIRLZ DL DD EZL LB, 1Bk
MEIRIEIC L 2 REER S, BEEE—L
RBGRERNC L BHEMNEICNZ T, &
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Detection of antibodies to denatured DNA by radioimmunoassay
Part II: Clinical significance in sera of patients
with systemic rheumatic diseases and other non-rheumatic diseases
Tetsuo SARAI

The Third Department of Internal Medicine, Okayama University Medical School

Antibodies to native(n-) DNA and denatured(d-) DNA were detected simultaneously and
quantitatively in the sera of patients with systemic lupus erythematosus (SLE) and other
rheumatic diseases by a filter method using 140.1-DNA or 1%C.d-DNA as the radiolabelled
antigen. In a group of patients with SLE, most of the sera had antibodies to both n-DNA and
d-DNA, only a few sera had antibody to d-DNA alone. In contrast, none of the sera reacted
with n-DNA alone. On the other hand, sera from patients with progressive systemic sclero-
derma, dermatomyositis, polymyositis or Sjggren’s syndrome had antibody to d-DNA alone.
In order to estimate the participation of anti-d-DNA antibody in lupus nephritis, patients
with SLE were classified into two groups according to immunofluorescent glomerular staining.
In the group of patients that had lumpy or granular staining, the sera reacted predominantly
with n-DNA. In contrast, sera from the other group of patients that had mesangial or linear
staining had antibodies that mainly reacted with d-DNA. The difference in reactivity between
these two groups was statistically significant (p  0.02).

In the other group of sera from patients with non-rheumatic diseases, anti-d-DNA anti-
bodies were detected by the half saturated ammonium sulfate method using 1251.4-DNA as
the antigen. Positive incidences of anti-d-DNA antibody in these group were as follows: lung
tuberculosis 21%, Graves’ disease 55%, Hashimoto’s thyroiditis 73%, chronic hepatitis 52%,
cancer patients 25%, and patients undergoing hemodialysis 24%. Significant correlation be-
tween antinuclear antibody and anti-d-DNA antibody was seen in a group of patients with
Hashimoto’s thyroiditis, in patients undergoing hemodialysis, and in lung tuberculosis. In
patients with chronic hepatitis, significant correlation was seen between HBsAg and anti-d-
DNA antibody.

These results suggest that the anti-d-DNA antibody has an extremely wide distribution
in rheumatic and non-rheumatic diseases with the highest titer and incidence in SLE., In SLE
sera, however, anti-d-DNA antibody is less relevant to the severity of lupus nephritis and has
a close correlation to anti-n-DNA antibody.



