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© 2 IMENAE ZE ( Acute myocardial infarction )

SRR B IR ( Systemic lupus erythematosus )
M e AR iE{=EE ( Antiphospholipid syndrome )
IM/)ViR{E T iE ( Thrombocytopenia )
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SR HULEEZE (AMI) 1F A1 ALBE 14 IR IE
( SLE) f &M A H LA ARAE KB i 15 B Jk
Y555 11 385 B B 0 O A = KK IR o LB
IRIBIE ROl Y 15 RS LB 28 (pericarditis)
L AIfE 48 ( Libman-Sacks endocarditis ) J% /UL %8
(myocarditis )" o TERIBEPEIRIE /> =+ BIPY
PR LR R o S R E) IR SR e AR

[F] FF i fg B IRAH 52 o (R RS
i o SLE BB #5E R DR S20 #id - LR
HA [T AR B £ 1, ( premature atherosclerosis)
Bk (arteritis) ~ FARBHAR M4 %4 ( aneurysms )
&ﬁﬁﬁ%ﬁﬁ)ﬁ@fﬁ ( coronary artery spasm ) ** o %k

» e AR B AR B9 SR LM AR R ((in-situ throm-
b05|s) IR 5 — FTRES RS O R ZE AR IR »
A AR s s R 1M ARRE ( hyper-coagulable ) ZI1HT
i Be b R4 E% BE ( antiphospholipid syndrome ) f1
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B o ih S IO WU 22 A RS Pl i)
K ATUgE MR < A 1+ 25 & DR R I/ MR ME B
VK B S IE IR IR - AU LAk I ASE — 2285 -
ASF (S e e B % 0 B PRI © Rl R Hi e —
R » Sl A EL BE R () B I ARR T

TR S

— L= A JUBk A R R AR SRR 1 Y
M-8 B T 0 Wi 80 )\ R B O E AR BB SR 32 » It
72 Mg 97 AR SRS #E FHOR S TTAR IR - B it
EIENRE W o M G2 5 B AE
14 2 1f E (autoimmune hemolytic anemia) i A<Hf
J5 PRI I/ BEE 1N 9 ( idiopathic thrombocytope-
nia) i AR RHTE2 (4 D AR $EE B (oral pred-
nisolone ) & H5 mgfa “FEAINFRM o (HIEABH]
T BRI B B TE A DR E R o It
MERGEERE ~ &1 ~ B - saimis
st - At - BER A RS

B REIERMNEEER > MBS HE
74 (ill-looking) » ¥ Ty EEfiE £ 120/70mmHg
OBGEAERTS N5 » [PFUGHZE RS 16 K &
oy MERSEHK36 E c HERERREREY
PR A] R EE By SETE (purpura) EdysE (pe-
techiae ) » 21O Bk AL B B HEEHRE. 4
= o HARO R v EE R I B 2 (S3gallop) » 1F
i BT 25 iR ] EE I BH SR = ( crackle ) o 1234
O BB BN B O (NSR) & OFT R HE
1E.LEEIMIIV 4-V 6 384 (1ateral leads) © AE{b A 7
fiE #E~ CK {5 385 U/L i CK-MB {E69U/L - &R
X-ray [ {5 7 H AT 15 82 11 ( pulmonary conges-
tion ) {H K5 BH T &1 AT 7K (pulmonary edema)
o U WA B I R TR A L A SO BE A R ER
ki A~ 2 ( regional hypokinesis) » global
EF=50% - fff LU & fF2HiRsJF ST ik Fitz
SO HUREZE > SRBERE - Killip 11 ANTRES &R

HE AR B e 2 O AR B T UL &8
Aspirin ~ ACEinhibitor ~ Z#IBHE i ( beta-block-
er ) Ed g I Nitroglycerin - iT# ( Unfractionated
Heparin) & #5% 77 {1 {E AR AREY 5k RIEE 4F /)il
1K ME ( platelet count=60,000/mm?*) TfifEA ° 7%

e . .

B— : Thick arrowhead revealed a space-occu-
pying lesion compatible with intracoronary
thrombus in situ.

I & A I iE 7R R B PT B2aPTT {HZE &% » Lupus
anticoagulant FLASEIT T+ ELCME %2 ffE
o TR RIS FE(E o 1E I/ AERS R - R
M 2eHk 7 OB T ARB IR (& — ) B E
AR BOAIR 77 fig <A 3 B 11 87 A ] 5 — {5 ik 22
(filling defect ) 1973 M #% (in-situ thrombus) »

1T e — 20 By 70 2 e AR ] R O = BE LS TR
AR U My e~ 2= (hypokinesis) e

SRTM » TRIA] —oR%8 4 7 B B i/ K ME
( platelet count 23,000 /mm?*) 3fi H H % &4 Sk
SR H M > & AV S I VA R # 1 IR 4E
[ i ( hydrocortisone ) i FRAEAL DIk 1M1+ 1 LB
20 A T Etan PRI M MIE ( Tethal
thrombocytopenia, platelet count=8,000 /mm®) & %
T4 CHIUAE 281%: 7Y L ) (post-infarctionangina) ©
AT LA AP R e 58 2 (o P WU SR A s ) Y %k 2
Fimmunoglobulin » 7% 4 1k ifi1 36 EL{s ifi1 /) Wik
HfiE[m] 7 £ 129,000 /mm® ) it HL B8 0 g S AR
th = -

L% BAMME O ARPLEEM ] ( coumadin )
R = A ST 2ok = H 1% T8 A O8E R
otmdr (8l ) 8Os o s IRE) IR B SR I Y
AL A PARRIR 2% - 2 1% & it 0 3210 15 i 1
#L YT 3R 5 ( positive anti-nuclear antibodies, pho-
tosensitivity, immunol ogic disorder and hematol ogi-
cal disorder ) & OHPIBEIEDTABIENRETF ( anti-phos-
pholipid syndrome) ( positive anti-phospholipid an-
tibodies, arterial thrombus and thrombocytopenia )
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B : Thin arrowhead revealed the thrombus in
situ significantly disappeared after three
months anticoagulant drugs used.

BB

{1 R VERLER 1% IR B (SLE) 5| #85 IR Bk 4%
I 975 A= AR 2 20 IR 14 (multi-factorial ) » [AIifi
{5 1532 T Bl 18 3 5 8 B A A B R A o S ok
& H3E R RE I 45208 1Y) BRI B 4G - R EAa IR
BifIRfE (L ( pre-mature atherosclerosis) & fifEk A~ &
B AsE ( hyper-lipidemia) 5 &2 IMAREE (hy-
per-coagulability ) » ¥ Hl2 B P T ERE PLEE ( anti-
phospholipid antibodies) F R : 7 AAH) Ik ( coro-
nary aneurysm) ; Il 4 (vasculits)? o PRI 2
T 0 1 | B VAR IR 2 AR s Ve LA
FERSE IR R RS o G s 28 55 B Y M 45
el ( CAG ) BFaMb eI Rery il IRk 22 & —H
JI09EE T 7735 o 77 SLE fb B 8 58 Ak i 14 i
Ji (ischemic pain) 7] fE&r E.0vE 48 ( pericarditis)
RYE - FBE o O /BB Lk i i iy o
RTG53 s o] {s FH-C i 85 8¢ ( echocardio-
gram) N ERIRERL 0= OREISGIRTIEE 2 (re-
gional will motion abnormality ) 4 522 i DL 5
( myocardial ischemia ) FFFRFE(G > o TE/ A =+
N RPN FEE SLE BE H o il R B Uk 2% 9 1Y il R
FIALLZANELHAEZE (AMI) BEF R » HR59
IS8 1M1 140 B 5 9% ( congestive heart failure) ~
J#4E ( sudden death ) B23R.CE (Angina)® ©

FLEAE AR Bh AR 45K BH AR 5E{E. ( pre-mature
atherosclerosis ) T %78 £ SLE B & & 4L &
IRIR T B SLE MBI ER 2 —>*° - B#F%fa
KT e 8 BUE RV - B ER TR s &

AAZ RER

IMEE ~ e ~ il ~ S bE R FIEE SLE fH
R AU s ~ RS2 1R #% ( glucocorticoid ther-
apy ) R A iR FE (immune-mediated interac-
tion) o IYMREAFRIVE %2 ( lupus-related
nephrosis ) AT 5 [#EAY =& & B2 7E ( hypercholes-
terolemia) 7R ERH » Mi— A% ARIERT ] LAY dyslipi-
demia £ 15 &5 RENE S B (VLDL ) B =f& H e
(triglyceride) #Y b7t B s A5 BB &R (HDL ) I
B® o 25SLE g &4 H i O IRAEE fE >10 mg &
LR AH A9 = 9 =% H g (triglyceride) ~ &
[ B ( cholesterol ) B2 {57 5 fE[E B (LDL-C) » %
T2 AL (5] S CLq T2 KB AR 3215 » 35 3808
TR B o T @ G LAY T-cell  FHY CD40
BLAE B R % B-cells |- CD40L {932 i 1
TR R BUR E B 82 5188 ( pathogenic autoanti-
bodies ) Rl 5 —{& ol gy /&K » of LIsfE
# H ( maondialdehyde-modified lipoprotein) |+
(7 B8 1y P 8 auto-antibodies ) B LDL & 4%
JEE - FNEE R SR B ARG { b B0 p i S IR 5
( oxidative phenomenon ) Ff#ERY M {L*>° o SLE
FE B R BN R Rt o PRI S 98 S T 7 e R By
MRIRIRAVIZ A F A EE AT - TR TR S
[l (longer duration of disease) ~ H#L @A E TS
% ( damage-index score ) #&1K) cyclophophamide
(9 15t FA B 22 anti-Smith antibodies 897 A2 8
atherosclerosis 19 plague 2Rk E BE° - ALb2 53R
RS & T H E KB ( electron-beam computed
Tomography ) AT LAf ta iR B ik 85 /b i3 LLE
SRR I R S0 TR R

H R B e R I e [ {5 DTS /o e S e IR
By Ik A G EH #E WA o (Hoo] B — FAL M miz
(thrombusin situ) 7 I b » H ) £ 5 141
FRTFE e O 2 10 P i 4 280K £ 7 O s A D
EF>40% H M) 55— & A4 LALEEZE MY &
HE AR A TR AR ORI A5 1y & B 7400 s 1
PERRIA ~ 5 e B2 B M s~ 93 EH L SLE
I FEET TR IR - IR B ke (L B 1572 I 2R 1
IR B L O WU 28 - FE R AR F R — R
Wi PEPTRE- IR AP EERE ( Lupusanti-coagulant ) ** »
VIR PSR — FHAHE S U PTaE 5% - HE %
L upus anti-coagulant or anti-cardiolipin Antibodies
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f& i (immune-enzymatic method ) £
RALATHIE o MPTBENE PIRZEAREE ( APS, Anti-
phospholipid syndrome ) HI| &% 7 bt FEHT# 5 $1T
fa o ol[AROFE B & OFSLE © i biskAE bLAE
FEAREE ( APS ) 8 & A Bk SCER Ry Iz - 1
AN NRE B B R IEE® o AR TERGE APS it
R EAVERIRRIR - fESLERVEEY » &0FAPS
A 2O N ZE R #2502 4% - H AT RERY B0
HEHHUR A A2 (intra-coronary thrombosis ) *
o —M%IME » BHARAIMAG B8 S 38 R BN b1
B AR - Fr B IRJELEESS (Lupusanticoagulant )
s MHL-OREPLRE (anti-cardiolipin antibodies) HI &
Bl IR oM B i AR R R AHRE - RN TARYE PLsERE
( Lupus anticoagulant ) <&®%3@AY 142 & K K7
289 o 111 Anti-phosphotidylserine $7 % HIJFE < B 7
BUCEMR" o fF—IB 1~ > FERZ Y (in-
fection) ~ &9 {i 1] ( medicine ) ok HAth ek FE
JEE (malignant or non-malignant ) J% @ik il &0E
ol EEMIR PO AEBiRE ((anti-cardiolipin ) EEE -
Tt o G SR E R R T PIAS B - B AR
FCHCFARA » 1 AR 4 5 e 2= B A 50%
(1 BEZR & 58 AR P XM 42 58 o (R PLBRAE PLASIE I
BRI IR NE > SRR IS 2 BT e i
/IR ETFERE - TS th S SLE &0 E O
WIUREZE RS 1 e B PRI 3 - s MBV B & - R
{1 Ery s JE O S B 2 T (R 1 o B ek ) Iy {sk
AT et AR B B % BR 88 1 (immunoglobulin)
R IR TSR AE A TET - (HB A
th Al 5 (/1] Danazol 2% x& Dapsone 1rAPS & i
I/ BB MEIRE BT LUSCRS S 91 89 7608 45 -

SLE B & & Ot Hiki e HUERSE 4 it 2Rk 4
By O WUEE 22 /Y F ERHE U7 20 Bk 7
(anti-coagulants)® o st A BAR e ] LAPE (s 1k
T CE I 8 RIS B R 8 S IR I - kG 18
LR TR AR 8 B9 L BB AT ] A 5 BASIA Bh
Ak A5 b5 BA SR E AR R 38U - (R TRES
BATAG A0 s o (SRR i PEsl - s
IR A et ~ T B o i % 4 i B A fe IO BT
(9 o 22 > SLE FHERMY e R R 2015 (] A (s 22
) BB U (LAY sEAR BRI ) o ifi
#HEISLE By #9¢ I ERylel - Bl A HEE 7Y

#: [l = Hydroxychloroquine & B RiAR PUIRA
g0 - [AIWEIRE] NI E R T o W ey
BT PIE LY (anti-oxidants) 7F3F B BAR JEHT B
73 19 TR 550K B AR L R B3 o TEBATE AR
W VUEE 511 P 5 SLE #R Tk T LATHBAMARIZ BK -

M4 re 28 %4 4242 2E (thrombo-embolic events)
MR ANFERE A Rk B UEE 7] (anti-coagulant)
- RE GRS -
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Acute Myocardial Infarction in Systemic Lupus
Erythematosus with Antiphospholipid Syndrome
and Severe Thrombocytopenia -

A Case Report and Literature Review

Chih-Hsuan Yen, Ping-Ying Lee’, Charles Jia-Yin Hou, Yu-San Chou, and Cheng-Ho Tsai

'Division of Cardiology, Department of Internal Medicine,
Mackay Memorial Hospital, Mackay Junior College of Nursing,
Graduated Institute of Medical Science, Taipei Medical University, Taipei, Taiwan

Traditional pharmacological therapy for non-ST elevation acute myocardial infarction (AMI) relies on the use
of anticoagulants or glycoprotein Il b lila antagonists. However, in patients with systemic lupus erythematosus
combined with life-threatening idiopathic thrombocytopenia and antiphospholipid syndrome will make the acute
myocardial infarction treatment more difficult. We report a 39 year-old female with SLE who had acute myocar-
dial infarction and profound thrombocytopenia. She survived after emergent intravenous immunoglobulin infusion
and the intracoronary thrombus significantly disappeared after treatment with three months oral anticoagulants.
(J Intern Med Taiwan 2005; 16: 246-250 )



