hehd helsl A | Al47H A 35 1994

FAAAFFTe A4

Aghsta o shefet o ohatAl

OfZI&} - WM - A H - ME
dyp-dEI-dx3

M B

ol a HArHd S3Aizle] ARHFNE B3

I dgdess 284 AgRoE Tl A

grFolt AAfALE ER LR e YAANRSTIT
_Cé_

Aot el AF

FAHE o} HEF I 22 o] AlAHA HE ¥
ADRAFE Fuksle, dAHorE Fxa $§
el anticardiolipin 9] £A7} EAeln, &
VDRL &84 7lok4d db-g-& BolAvt a3
7} okAdal 797k g,
1952 Conley 52-& AAA TG FRlol A
aelRbe] ZhA glo] el §aA|7kst ZEEEH 4
bol A#ElE EAHaql A4E dorie g3 oA
148 A8 ®38l9ln, Feinsteindl Rapaport¥:
olg{gt g F¥£ FFnalAet Wgsigct A
1980'd=Holl Boey %Yol HAl4QEHAd Aol A BHF
I FEs FFacixiete] ddAdE BAHIHAL,
Harris 5¥0] wlab=iod 24 wl-§ o] 8-3}lod anticardioli-
pin Aol & Ha& WAEA FH olE A
o] olA= Fa Aol gt ATyt st A=
t},

el sl cardioliping T g o8 <lxA
of gt dalet FF 2 giaclAE TR, T
ol Awlel FAYAo| sl Hoz UdEA 9l

\‘O‘O

O

A 419929 124 234
5 9019949 44 269
2 R 19909 E Aeoittagd £ ATule X
ZE o]Fof FE,

oh, el gale AL lole WHEIFEHA
(Standard Tests for Syphilis) ,
A} (solid phase anticardiolipin test), -—12]n FFA
32 7912 7 A} (lupus anticoagulant test) 2] 3713
7 9ie®, geix A Wdgn H3HF proth-
rombinase2] QlA} Aol gl epitopedl Z§ste] oy
S Hgg weige iy daign A7HE 437
o,

Harris 892 19874 #@AFo} 534 fFake) ¥
Ho) glemiy gaixAAr} Frid B+E A
AZEFFolal HE& AL Alarstgct, daxAd Azt
kAol AT BAF 30% AhEellA "
Fol EutElgleny, 53] IgGrt & 7Fo] Bs}
Ak, e PAAEFTeR FHEHE FAEF
et AAAAEFAG Y] B A7 E BolA
gom o] E8 A4 YRR AFFFolet FHIUH,

ol Aol A abg Sl%o] FIAAFFFol HE A+
£ 19807 Fubel Eeoisl sl m, M=
el Al A 2EFol wldle] We H4le] FET 3l
o g o ol ofe] Mn!%We| oldlel FqlA
AZFFe ¥AleAds e, oladd, o ¥
2ol 2 wigsing, AAAFTFT] FE4Y A
I H4g A5E Aoy AFH 34 4
o] A 8o ge o] slzlel Azl

AAEE B =8 o] Fulold wAE §alA
AZ3T WAL dides €AFH ARy d4
A EAE dolym, FANA A& 23 A &
Aeha AAEE dad sigew, =3 o Ft
AAZFTe Hafoer Bay FAAASEE, o}
38, nela g&a ey i ANE Yol
37t skl

anticardiolipin 73

o

U
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2 FAANAZAE FH5 FAAAFFTTY EAod
5 Asbsich. dRIAASF T At d4H &
A5t A FAo] 25 v AFE dgler, o
A EAoze AgAFToldt S Yol gAY 1

3 oj4ke] AAfAE HAHe] Y& Afoln, A
Ao 2+ anticardiolipin A} BF4& §Laex
7t FAdel AR ok @8 AHAAFAd A el
FubE R o AE APy PARAAFFEL R, F
e ASE oAk YA HFEFoE X
wf, A4

f

2.4 ¥

Z2xx glepsale] ZAl: tissue thromboplatin
inhibition (TTD4 *& wel kel MAakal Ajole]
Bl go] 1.3 e]4oz F7dl AH$E ez Agst
Ax, ala]a &A= Diagnostica Stago Ale] ASS
ERACHROM APA kitE A}83}e] citrate plasma
Woll FelAld g9l EAod¥E  enzyme-linked
immunosorbent assay (ELISA)Yl e 2 #4319 on],
U Frlol| A= anticardiolipin &H4|9] o}&-g A=t
So] 2ud Wyl wel A, ASSE
RACHROM APA kit§ o] 83 d<lxd e o
& Aol alA]Ao] = Z X micro-ELISA plateoi
citrate plasma& ‘do] Ao+ HIEA]Z] F anti
-IgGAM peroxidase 2+ ortho phenylene diamine
substrate/H,0, % d&H ez H-$4# ELISA
reader® 492 nmell 4| optical density & &3}
AR o] o4 At 71FE ARl 50l A
Z4% oqrhel A rel IXEFHA o4 Fohd
73-%-2 38lgich Anti-ds-DNA+ ualmigdagdule s
deFsto] 259} o] 4 Ao 2 st

A gAaFe Agke Ak FHUs ANxde
o} whalAl AizodE g o]&ddm, FY A4
Ehzggel AFet s e o83l A

ou, AMHFe] 2l WA UL AAFaA
Yo g dtgdch

<! 2
1. o By

FAANAFETY AT YHE B BF
wolglon, oI Wast 39, oixs} 8ol o
e 1940004 54412 FobAl7k 3049tk 3ol A A
L4 dRe] ARslel oAy YAXNAFEFL
2 A9slea, s9e P4 PAALFFFeE A
E =3

P
Ae BUD YP4e AVHEAF 44, AAF
A 4%, SI4AF 19, WA 19, Hu 28 19

o]git}(Table 1),

1195 773 (63.6%) oA A4 dAFo] PABAL
5ol e Al de] dz e Fgksigin, 1ol
e % AEvol dAsiglen 19l 7HE:
o, v, aela AgzbdAgeolad Falel A
Ydo] sl o], B3| o #xleld u]7ae] o
astgl), Al-AgEAe] )|l FgF 5%HF 2ol
A @Ae| okFAo g whadigion], vl At
B0 A%y gEdedor o Fe] Hrf AWYHZFo|
2 gt 7THF 294 A YAFe] sl e, o4
A& UL ARFaMdesd Hxksadct(Table
2).

2ol FHAAZE AJAEE B o] w3}
dow, o]&F & H& £F FHEHe sHE
gev] ofg g HellMe v de] BAgsIA S, S
FolxEel AN Bodrl Sxjolla A/l #AE
Yozl uegh AgAge] AL Uz, AHEEY
Eulzod < (transfemoral carotid arteriography) 3}
A7) ZgdA(MRD) o2 Foio] #de] sAlsigict
(Table 2),

8739] ofz} FxF 6ol Apad-fAbe) HAH] A
Qeon, Adf4kel sl 1364 6312 FoASL
2.58)1c}, A fake] 21718 o & AW Al
A AdFAl 4718 JAZ|zhEE 2wl 5 oA AR
WU7)ol| 63), A W ARY 7] 63)H o g Ak
A7l glols, Apdfake] AHE] e 64F 2
e o)y gelx|AFFTolsich(Table 2).
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Table 1. Clinical Characteristics of the Patients

Patient Age Sex Initial problem Primary Associated Treatment
No disease disease

1 30 F Habitual abortion PAS* Pd, ASA

2 27 F Habitual abortion PAS ITP, MR* Pd

3 34 F  Deep vein thrombosis PAS Pd, Warfarin
4 54 F Splenic infarct PAS Pd, ASA

5 40 F Pulmonary embolism SLE* Pd, Warfarin
6 49 M  Deep vein thrombosis PAS LCc* Warfarin

7 28 F Spontaneou abortion SLE HT* Pd, ASA

8 19 M Deep vein thrombosis PAS Warfarin

9 52 M Deep vein thrombosis PAS Warfarin
10 27 F Spontaneous abortion SLE IDA* Pd, ASA
11 19 F  Cerebrovascular accident PAS HA* Pd, Warfarin

*PAS=primary antiphospholipid syndrome: SLE=gystemic lupus erythematosus: MR=mitral regurgitation: LC=
liver cirrhosis: HT =hypertension: IDA =iron deficiency anemia: HA =hemolytic anemia

Table 2. Previous Thrombotic and Ohstetric History of the Patients

Patient Venous Arerial Pregnancy Spontaneous
No thrombosis thrombosis abortion

1 DVT* - 6 6
2 - - 5 4
3 DVT, PE* - 4 3
4 PV, SMV, Splen V* Splen infarct 8 2
5 DVT, PE - - -
6 DVT - -
7 - 1 1
8 DVT - - -
9 DVT - — —_
10 — - 3 1
11 rt MCA* - -

*DVT =deep vein thrombosis: PE=pulmonary embolism: PV =portal vein: SMV =superior mesenteric vein: MCA=
middle cerebral artery

o] & Faloll A FubE Ao 2 3ol HAKNETY
g4

Argat o] elell &
A wld 14, 7H7338 19,
1o, 282 £5

[
BE'L/(

[+

21#+8}  antc
= 1193 69olgler], 2holA£ anti-

of obdoln 3eldE FF& 7

NRAA AE 1, &8
AAgA H1d 16, ¥
s} s A o] 1e 9} (Table 1),

ardiolipin &7} =¥

$-aolAtute) ekdelgich FaAFAE 1195 8HolA
kA (47}>11 40) 0|2l %, ©|F 5%el4E homoge-
neous typeo}l.em, anti-ds-DNA¥ 3=iolla 254}
9 olabez Zrisjo] itk VDRL slepd AEd
7 ukg 3ol ofAelglen], 2ellA Frielx
alzbrt okdlolglm, S84 HlEe] Fukd FxlelA
A3 % 7H4 Coombs’ test7} 25 <f4eo|et, a4
gho] 150,000/mm? o]5tE Fr4® A& 69 oo
v, 19-2 50,000/mm?® o]3le] FFo Pas 4 E
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Table 3. Laboratory Profiles of the Patients

Patient ACA* LA* FANA* Anti-ds- VDRL/TPHA RA Platelet
No ;Kape DNA Factor  Count (/mm®)
1 + (IgG) + 1:40 homogen <3 + - + 159,000
2 - + - + - - 44,000
3 (IgM) + 1:40 speckled 3 - - 105,000
4 (IgM) + - <3 - - 139,000
5 + — 1:40 homogen 216 - - 123,000
6 - + - + 378,000
7 + (IgG) + 1:40 homogen 63 - - 111,000
8 - + 1:40 <3 - - 263,000
9 + + 1.40 homogen <3 - - 322,000
10 + 1:40 homogen 73.0 - 401,000
11 + + 1:40 speckle 13.0 + - - 68,000

*ACA =anticardiolipin antibody: LA =1upus anticoagulant: FANA =antinuclear antibody

2.9} (Table 3).

3. XB M3

Adfare) Jad AU 49F 3olAE 4l
HYE2 3 olasRle] FselT, 19olAE 34
JAE 2Lt Fojate] ABF 4%F 29 (A7} 63)e)
YAF 6519 AAFA 38 YAF 159 Aol
A A4 T seleh Whel A4E TAE 7
BE 3ol $ANAEZES 9erav (sstel
3 sholal) g, 3weldle SeTawte, 1ot
wla;zl;a—._e.u aRg Felstel 78 254
RGN} olFof A2, o)F 1Weld AE F2 12
Aol WAol At

a g

25k 1ad YAAAZEFS YA Asius
o4k} 4R LT 2L hish Aqon
98 A4SE 43W YAFY, AW ¥AE,
Budd-Chiari ZF79, 372bg sial, et 9o
YAFY, 2212 AAHE Aol Heige WA

F %ol Rz, FHAYe] FHH AFE Aoy o4
W, AR HEF, 4244, AH, 74, 2
2 A4 Bl gem®, el the dagezE 4
A AR, FEAD, ASATYE, AT
Fo] ge,

FAAAGAE Aol F2 AN TUA Gl
Al sl et Fetels B, e 2oy
7 (Sjbgren syndrome), 12lz A& AN 43

T34 2 At oM E dAE D Qe =E
ofdFed BoA dauztad g §3¥4 we
22 oAy, 22 AR Foldx wAsy, o
¥ oAt AFAJYAE B4 ol WA
T R3S Y, zey oledt Afele diRE
IgM ¥z orlr} wlow), Auldon FAHAS
SR el B4 £ APy AR AEA
FolA &l Ao ok Eol Y 232 Exner
Sl 47%e] ¥AHF #AE Ao slo] 19%9 oF
&€ 28 AcP. g9 IgG anticardiolipin #
o] Arirt He4E dAFe] o & e B
7b A, gl A Ayt RS dod)E )
L3+ "3 £2HE prostacycling v & o
Astel a3 FHE FIRZIAYY, AFLgas
ol oA, prekallikrein $4x9 A4 anti-
thrombin III &4 x2] 4% protein Ce 7% o
A E.2 thrombomoduling] {4}?® Eeo] 9]},

AARARE 6o x4 BT Pl AFH
Fo F WMz pge 5322 delxkelh
Asherson 59 A AR AFFFoll 4 = FAt
o} HI% % 34% & ¥ wsdlglen, Mackworth-Young
e 60% 2 vasic), AtelfAle] wAlE 94l
7He ol Aol ME F wisiel A WA AlAYel F
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YA AFFFAAE 22249 Pl 27k

gel G HE Y44

=]

A FEA uge] Wl Ee] WA Basa glew®
ol FA2LEF 19olM A4 o 1A 224
- oobdo] .&gu u]go] EubE el gig 715_%_9_

194% 64 (54.5%) ol 4] whAlslelev], Asherson 59

< 40%2 Raslyich, "adiztae] whadl fHAE
o HAISE 44,000/mmo4  139,000/mm®(Fet
2] 108,000/mm®) 2 7% A3 A4S wdr) B
nhe] & QlAbE 29ol A FAdeiglon] 2% wE w4y
2.2 Asheron §o| ojatdelA griy Raehs ohi
74 #od et

Feke oy RuEE & ow =2k sisA4e gl
ot BF A §&391xte} anticardiolipin 347 ¥
AEH Ad el Bale] ok AL sz &

© %ok e elEdt HEl4e oS PR
szl e gl detale] E4a 287 A
N dFr o dasteizt 4d4Re, wmg AdF4a
o] Na2 FAAASRES olagEl, I3 sisiz]
FAh, B2 KEdA g WAE A Alele) Xaa
ol wig =akg Ay HelA A FAE AP
o171 g asiel,

ol4e} Az & w FAAAFETE AAGE
AdAat vimsi A Fde A4olM ga dAFeY A
AFALE FF A4 EYor & o 4 glew,
UAA e A TR G AN ks = o)A

A WEZFI AX st WALkl dabe]
A ok U4 ARSI Tol ENEE &+
e}, dHsyow FFA guglA et anticardio-
lipin a7} FAlo| EAFHe A4 How, Aguts
o} FANAN YAt Fol Fubsln g, FeixA
FFTY ABollE FAAASRE, olAE, neln
#l5}]l 5} warfaring: o] &4 d-gmovle] s &
7t glen], B4 Agdfate] 2oz RAAAT2E
3} olasglel R aye] wig Axpdd Aoz A7
el

.

o

iy

il

2 o

UPHH | AN A FFT o %’ﬂ-"-iw‘? Fe]
Aol FAFohd 2 fralg,
& gl ant:cardlohpm Ao Zx)
o2 Fe HPge, FH

— 391 —



—Korean Journal of Medicine: Vol, 47. No. 3, 1994—

AF7F Ags|a glod Tuelale ofoll gk AlAH

A AT A sl Aol HAEL Toheld
A9 YAALZEE BAE ez YHFH A
At W BAE dolun, YA AT Z
P ol BARA Y45 v Ao, xg

B Gl AEEEe] Angon vuy ¥4

2

& oela o e kA &
g oold =} sheir)

ay A Feohd Adfas F

oA gl A FFF o XJC&?]%O!I ‘z}iit ﬂz}»ﬂ

AR AFFT o2 skt o) FolAA Ad-gAale

g 2AEEL @R Fo uﬂv& HAALE Algslel e,
g AR AFANE 2Eg FAAAQY o4& Aok

iy
Ry
EON

I
it

o
1) 94 8 d=2br) 349,

T2 194004 544 (FohA] ¢
AR AFFTE 84eldrh

2) Mg vebd AL ARANEAF] 49, A
Aate] 4%, AGHZo| 19, w|7Me] 19, mEjm
g Aol 1ot Ebd Aoz HAYTUANG
Aol 39, B4 dasdztady kel 149, A4
4 WlEe] 19, 247437l 19, zEsglo] 19, n2ln
SratH s 53] 1geldl

3) AN FHFL 7‘1401“1 YAl en, oF
49 ARG H3al glm, 2golMde ANAE
o] Fabsglon], 19elaL EWs4rl Eulsgich
FHYASE AAlste SuddE 29old dolyte
)

C & WS MAEUS, O @ We $5 UM%

oz}7} 8=folgloni,
04D A, WA &

&
4) AR f4ke Be
on
Ak kel Ald YA
3, A A AUl 6312 F2 &
AL R Y Zhef] WEAY B} o,

5) &elxjd e ¥ 2E ®wl, anticardiolipin
Ak ek el 8hAle 2, F¥A g aelRt %4
B2z 39, el F 7R 2F oF4dal e 6
YA} ok (271>1: 4009 FAE B
, anti-ds-DNA7} 25%8] o|4te2 27}
o1gic}, 3wol4 VDRLo| &84 v}

BAEF N4 65ell A A3}
Ake] dFE 18l 63] (Fo4A 1 2.58)
Al o] AUz 6

A oh A w4

Jo
r

=)
4

At o & o
o x
Ie®
o

w2
b

ol
4o
rir
w
o8

e B, 3ol Frlela lairl okdelgle
v, 6%ollA &Asto] 150,000/mm® o]3}& 2+AEq
o},

6) zAfr4tel 2182 3wollA prednisolone® o}
9@ Fojslo] 29jollx] A4 Fatg Az, 19
ol Al prednisolonestd Bodslel ot =padSAbElY
o}, #AHFe] H8E 9+ 39oA = prednisolonet
g s (slaizlzt warfarin), ©hE 3u"olA|l = &
2 a9 (sl=gtelsl warfarin), 18ja 19oA|:
prednisolone} o}A#]2]-& Fojdled 79 w5 @A
BalE 2ot 19eld AEFE 1209 Fo AA
Fo] Aursigich

HE ol el AL FuollM Axkd glx A
T Uele) A EAS A £7S »ag
vh, 2 Fot 2ud o g dAAZFEFET Fabe]
Hlsedhy, RAlSASRE, olavd, a2ln §gw
Sxe] aelx] ’3—51?-?«1 Zlf‘z.cﬂ EnlHee o & g

ol 31
% —?s 7—%7‘:— fApEollA %‘-‘-%\E‘} 347} 9,1% Rez
A5 e,

= Abstract =

Antiphospholipid Syndrome

Jinhak Lee, M.D., Seonyang Park, M.D.
Kyung Chae Kye, M.T., Hyun Choon Shin, M.D.
Sung Hyun Yang, M.D., Byoung Kook Kim, M.D.

and Noe Kyeong Kim, M.D.

Department of Internal Medicine, Seoul National
University College of Medicine, Seoul, Korea

Background: Antiphospholipid syndrome is charac-
terized by arterial or venous thrombosis, recurrent fetal
loss, thrombocytopenia, and presence of antipho-
spholipid antibody. This study was done to know the
clinical and serological characteristics of antipho-
spholipid syndrome in Korea and to evaluate the
therapeutic efficacy of prednisolone and antithrombotic
agents in antiphospholipid syndrome.

Methods: Clinical and laboratory features of 11
patients with antiphospholipid antibodies and histories
of spontaneous abortion and thrombosis were studied.

Results: Of the 11 patients, 3 were male, and 8 were
female, and the ages ranged from 19 to 54 years (median,
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30). 3 patients had systemic lupus erythematosus, and
the other 8 fulfilled criteia for the primary antipho-
spholipid syndrome. Initial presentations were deep vein
thrombosis in 4 patients, spontaneous abortion in 4,
pulmonary embolism in 1, splenic infarct in 1, and stroke
in 1. Seven of 11 patents (63.6%) had episodes of venous
thrombosis, and in 2 these were accompanied by pulmo-
nary embolism. Arterial occlusions were present in 2
patients. These comprised splenic infarct and right
middle cerebral arterial occlusion. Splenic infarct was
accompanied by portal vein, splenic vein, and superior
mesenteric vein thrombosis. Spontaneous abortion were
present in 6 patients with wide range of episodes of fetal
loss (range 1-6, median 2.5). Six episodes of spontaneous
abortion occurred during the second trimester and 6
during the third. Combined diseases were idiopathic
thrombocytopenic purpura, liver chirrosis, iron defi-
ciency anemia, hypertension, and mitral regurgitation.
Six patients had both the lupus anticoagulant and
anticardiolipin antibodies; 2 had anticardiolipin anti-
bodies alone; and 3 had only the lupus anitcoagulant.
Antinuclear antibodies (> 1:40) were present in 8 of the
11 patients and anti-ds-DNA (>25 units) in 3. False
positive VDRLs were noted in 3 patients, and
thrombocytopenia (< 150,000/mm?® in 6. Two of three
live birth after
adminstration of prednisolone and aspirin, and all

pregnancy ended with normal

thrombotic episodes were resolved with prednisolone
plus heparine/warfarin or .prednisolone plus aspirin or
heparine/warfarin alone.

Conclusions: The clinical and serological features of
the antiphospholipid syndrome in korea were similar to
those of previous reports. Prednisolone and antithrom-
botic agents were effective in these patients, especially
in those who had been suffering from spontaneous
abortions.

Key Words: Antiphospholipid syndrome, Antiphos-
pholipid antibodies, Anticardiolipin anti-
bodies, Lupus anticoagulant, Throm-
bosis, Spontaneous abortion
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