a0 JEH - FBIERE

E PR (fluorescent antibody method : FA) 12X %

PIEPIR (ANA) OGRSy — o &
SPISHUAR I TEEE 2 72D 72 1 6

WA B, MR Y, EERHEAE T, A T
wE BEY, EW MY RE =2

E B:EEOHLEZIIBCTHEIMEOY /X5 — >~ (Discrete speckled ) & XIB3 4 HD
YUk (FL Centromere PLIE) DOMAAERICEHES R SNy ZORRKEE LT, sIoHOIURIIHT 5 E
TR (BLCENP-BHUER) # BEDHA L TV AW EEZ SN SHKTAIEID L) L—F%E %

BRL72OT#ET %0

F—7T— R HPUR, $iCentromere LK, Discrete Speckled !, $TCENP-B ik

XL ®IC

PUZHLIE (antinuclear antibody © ANA) (&, A%AN
NEDRDOWS x4 % ACHAORKTH 50 BN
R OHTRIERE T LIELIERMEIC A 2720, 5
FERHFZRI RS, BEWRSEDNLGEIZA S
-y rtpAr e LCERT %,

BRI OFEEEIC L > TANADIGIERIZER 2 2205, &
Pt ) 7= b =72 (systemic lupus erythematosus :
SLE), & & 1 #% & M #% /% (mixed connective tissue
disease : MCTD) TlXIZIZEBITHEE b, &5
EZIE (systemic sclerosis : SSc) Tld 60 ~80% F£ &,
Sjogren Jit & #E (Sjogren syndrome:SjS) T 40~70% F£
JE, B85 %% (dermatomyositis : DM) - % 5815 9%
(polymyositis : PM) T 30~80% F2EEASk 1 & 72 % 78,
NS LS OBIER TIEbmERIEE < x <, BE) v
~FTI0~50% EEE Shb, T2, HORIEEM%
(autoimmune hepatitis © AIH) 7 EBEN (£5M%HC
SR ) IIEE S N VISR R B R
BIZBWTH LIZLIEHE 227,

(BRI RS 2017; 14(1): 81-85)

ANA 2% b ¥k 0 35 &, [ # 4 E HUR B (indirect
immunofluorescence : IIF) 12 & 1) il 13 Peripheral 1 (2
#%71), Homogeneous Bl (3 —7%I) Speckled B (BE#L
#1), Discrete speckled (Centromere) % (BXFEFERIEL),
Nucleolar #  (B/MAELD), O 5 OGAL /85 — 12
SHEENBY, B YOI ZEECHA T Id Peripheral
1 & Homogeneous il % —$5 ) 12 L, %> Cytoplasmic %!
(AR 2R 725 METH L. £ L TENH DY
Xy — ST APURIZ LY, EEERD AL
EHTE D, PUAOYRME Sy - 2 B1Y 12, B
f/Xy — NIET A FE Pk E BRT 2 EE LR
R T e BIH,H D005 L9 I2Discrete speckled %
|2 R T 9 A PLAK 1 BT Centromere HL /K (anti-centromea
antibody) 7217 Td 5, L7 LFK 4 i Discrete speckled
D IliA =1280 TH 5 12 b B 53, HLCentromere
PR DIl 2s <5.0(=) T > 72 fEBI 2 EER L 72D T
Wt 5o

1) ERWALWREE RS, 2) ERALm R
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1 ikt s — 9

145

%1% (CF304E3H)

a P (BLX 7 LAy — A5k, bl (FUdsDNASUE), o @ BERCE (HUUIRNPHLME),
d : A/MEZL (BUUSRNPHUE), o @ MERERCZY (Hit > buax 7Hik), £AIREm (Bl bar By 7

#1
Yuo )R H — ETIRE RN BAfR4 25
SLE SSc PM/DM RA MCTD SjS < dfth
Peripheral % P ds-DNA Hiik ++ + +

Homogeneous %! L ss-DNA Fi{K FBIRIRLAS T b A S 4, BRI TR
P DNP $ifk + + + +
e 2 bk oHk ++ + S )L — 7 2
Speckled ! L Sm HriE +
L U1-RNP HLiR + + + ++ +
Pt SS-B Hifk + ++
T Scl-70 ++
Pt Ku Hifk + 4+
PL Ki Hiik +
Dicrete speckled 7! P Centromere LK +
Nucleolar 7 LU RY —2fufED) + + +
Cytoplasmic $T SS-A Hik =+ o+ + =+

P b=y KU THUR BOEHEREAH-MERFEEZ (PBC) @ 90% LA B3

Bt Jo-1 HLik

+

++:50%Lh E. + 2 10%Lh B = 10% A

1) 1V A Y — LHURIE Nucleolar # & Cytoplasmic % 0 E# % 7213 Cytoplasmic B HM NS — L 2 BT 52 LB H D

fiE £l
SE B 73 B,
£ R EEER D 2VETREE,
BEAERE g, B, BN,
M To20174H 6 H O M A TIE, AST : 42310/

I, ALT : 538U/, # ¥ ) )V ¥ ¥ :46mgd, HE L
1) )V ¥ ¥ 1 26mgdl, LDH :430IU/, ALP : 6601U/,
y-GTP : 3351U/1 & fFREE 2 520, Pikidifk=1280 (3
HEME~40) DO RO S, Gefi Xy — 13,
Peripheral il Homogeneous %, Speckled !, Nucleolar

#i, Cytoplasmic %I (X % ! & 4L 3, Discrete speckled



F2 AR

B E IR (fluorescent antibody method © FA) 12 X A HUR%HUIK (ANA) OF( RS 5 — o &R ISHUKIC el % 72 7= 1

HH (FEfE) 6 H 14 0 O % 8 H 8 H DAl R
I/MEE (13.0-36.9 X 10%/ul) 9.8 x 10"/l 12.6 X 10*/ul
AST (GOT) (8 —381U/) 4231U/1 331U/

ALT (GPT) (4 —441U/) 538 1U/1 181U/
#wryner (0.2-1.2mg/dl) 4.6 mg/dl 0.9 mg/dl
EELYLE Y (0.0-0.4mg/dl) 2.6 mg/dl Tz L
LDH (106 —211TU/) 430TU/ ALz L
ALP (104-3381U/) 660 1U/N 28710/
y-GTP (1866 1U/1) 33510/ 741U/
BUN (8.0 —20.0 mg/dl) 15.3 mg/dl 13.1 mg/dl
7 L7F = (0.40-1.10 mg/dl) 1.09 mg/dl 1.33 mg/dl
bk (~ 40) =1280 =1280
Peripheral 7 (~ 40) i fishcacy [Efishcary
Homogeneous % (~ 40) T [Vt ke
Speckled #I (~ 40) [ fishcacy [EisRcary
Discrete speckled 7! (~ 40) =1280 =1280
Nucleolar 1 (~ 40) frieg g
Cytoplasmic %! (~ 40) R [T ancy
Pt Centromere HLE (~ 10.0) A7 L <50 (=)
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(Centromere) B ORI ENAaho7z (R2)

4 8 H oM Tld, AST: 331U/, ALT : 181U/
I, ¥ 1))V E ¥ :09mgdl, ALP:2871U/, y-GTP:
TATU/L & FRE e R 5 3T L 72 PUEHLfR = 1280 (&
HAE~40) & NMMOHIMIZA LR <, oGt iy —
> 1, Peripheral !, Homogeneous %!, Speckled %,
Nucleolar #, Cytoplasmic B 1E 1 H & 1L 72 2> o 72 7%,
Discrete speckled (Centromere) I : =1280 (JL#EfH
HEME~40) KR S 7z, Py bux THiE 1 <5.0
(=) (FefEZEAEME~10.0) & UMk ME (<5.0) T
Hotz (FR2).

% g

IIF 12 X % ANARZE (fluorescent ANA : FANA) g,
HoW LGRS T A EMBTELZ LD
ANADAZ ) ==Y ZIZHELTWwh, B1Y »bb
M5B LI, ANAOFEFIIS T SE RGNy —
YERIRL, R1IOL )R/ — 2SS HHUA
SHEBAET 270 BCHKRERET 2 LI TE R
Vo T A1, ANADIiASE T ILE gt Xy — > T
SELE, S OICRISHTUAZ D A F 2 T UEBIfR
THRBEHM TS E1dH#ELR V., L2 L, Discrete
speckled D51, F1ET % H CHUAEA L Centromere

PUEIZTTH DT, ZOJIfliA ET 11T SSe D —F
Al L CHEIR S U5 CRESTREMEHE T d 2 T REMEASE <
%% (F70~80%IZFBHHINL),

4 ENZANADTIMEAHI (=21280) L, ZDFetass
% — 73 Discrete speckled Bl (=1280) TH - 7212 b 2
A4 & 3 HL Centromere LA D Il L& (<5.0) TH -
72 PiCentromere HLAIE, Hetifk CentromerelZFF1ES %
Centromere & [ (CENP) 7SAHISHUR Td 2 &M S Y,
1980 4% Moroi & 12 & o THI& T#iis S, CENP-A,
CENP-B, CENP-C, CENP-H, CENP-I, hMisl2, 7% #F
T %%

Y BEDOYMBRFLR A X 5 L Centromere FLiK I, ¥
F5EMED: (Enzyme-Linked Immuno Sorbent Assay :
ELISA) Tl Ot CENP-BHiUR ZHI5E L T 5",
Lo THMOMREBITRMHRS 5 &, KL,
XIS H CHUR IS 2 EESUE (BUCENP-BHULE) %
BEIMEE L T wnEiEmitT s,

¥ & 8

PUEHUERDIRAIZ BT, Discrete speckled o Jli
2555 < T b i Centromere FLADEE DMK S FIET 5
CEWGd;oTze SO EIE, IDOTEIIUAD
RY =IOV THVNZ LI ETHY, MAEICHES
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A Case Showing a Mismatch of the Pattern of the Positive
Antinuclear Antibody with Negative Compatible Autoantibodies

Minami Ochiai’, Makoto Fujihara”, Kyoko Tamegail), Keiko Yamamoto",
Kohei Tsunematsu”, Junko Wakatsuki’, and Shuzo Hattori’

Abstract: We encountered a patient with liver dysfunction whose laboratory data showed a mismatch of the
pattern of the positive antinuclear antibody (ANA) detected by indirect immunofluorescence (IIF) with the
negative compatible autoantibodies, anti-centromere antibody, detected by enzyme-linked immunosorbent assay
(ELISA). It was suspected that the patient did not have CENP-B, which was the main compatible autoantigen
for anti-centromere antibody. Our case indicated the need for the careful interpretation of the results of a
fluorescent ANA test and compatible autoantibodies in ELISA.

Key words: anti-nuclear antibody; anti-Centromere antibody; Discrete Speckled type; anti-CENP-B antibody
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