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A CASE OF SYSTEMIC LUPUS ERYTHEMATOSUS
WITH VARIOUS NEUROLOGICAL DISORDERS
RELATED TO ANTI-PHOSPHOLIPID ANTIBODIES
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Abstract : A case of systemic lupus erythematosus (SLE) with various neurological
disorders related to anti-phospholipid antibodies (aPL) is reported. The patient was a 25
-year-old female, who had been diagnosed as having idiopathic thrombocytopenic purpura
(ITP) at the age of 9, and SLE at the age of 11. A diagnosis of autoimmune hemolytic
anemia (AIHA) was made at the age of 19. Three years latér, she experienced numbness
of arms and legs. Furthermore, two years later, she had movement disorders and high titers
of aPL were revealed. Oral administration of prednisolone and cyclophosphamide was
begun. Subsequently, intravenous cyclophosphamide pulse therapy was carried out.
However, these therapies did not exert an effect on her neurological disorders and the titers
of aPL. aPL, detected often in patients with SLE, may cause various neurological disorders
through thrombus formation in cerebral vessels and/or have a direct influence on the
nervous system.
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Table 1. Laboratory findings on admission

Serology
WaR
TPHA
CRP
RA
RAHA
DNA
C3
C4
CH50
IgG
IgA
IgM
ANA

positive
negative
0.0 mg/dl
0 U/ml
<40
4.6 IU/ml
56 mg/dl
11 mg/dl
20 U/ml
1209 mg/dl
192 mg/dl
60 mg/dl

320f% (speckled)

anti-SS-A Ab positive

anti-SS-B Ab positive
anti-DNA Ab 4.6 IU/ml
anti-RNP Ab negative
anti-Sm Ab  negative
anti-cardiolipin

B2GP1 Ab 120 U/ml
IgG anti-cardiolipin Ab

2.0 U/ml
IgM anti-cardiolipin Ab
0.9 U/ml
lupus anticoaglant
positive
PAIgG 12 ng/10pl

Coagulant factor

bleeding time 4.0 min

Urinalysis
pH 6.5
protein -
glucose =
occult blood (GD)
keton (GD)
Sediments
RBC 1-4 /F
WBC 10-19 /F
epithelium 5-9 /F
ESR 40 mm/hr
Hematology
RBC 366 % 10* /1
Hb 8.8 g/dl
Ht 28.4 %
WBC 3,100 /1
Band 1 %
Seg 52 %
Fo 2 %
Baso 1 %
Lymph 34 %
Mon 9 %
Plts 5.4Xx10* /1
Blood chemistry
T-bil 0.6 mg/dl
ALP 140 1U/1
GOT 9 IU/
GPT 10 IU/1
LDH 534 1U/1
ChE 424 1U/1
v-GTP 6 IU/
amylase 159 IU/1
T-chol 215 mg/dl
T-protein 6.9 g/dl
Albumin 4.8 g/dl
al-gl. 2.3 %
a2-gl. 6.6 %
B-gl. 7.3 %
v-gl. 14.9 %
BUN 19 mg/dl
creatinine 0.7 mg/dl
Na 140 mEq/1
K 3.2 mEq/1
Cl 104 mEq/1

PT 11 sec
APTT 95  sec
TT 136 %
FDP 0.9 g/ml
ATIII 111 %
CSF fluid
protein 29 mg/dl
cell 6 /3
IgM <1 mg/dl
IgG 3.2 mg/dl

oligoclonal band

negative

myelin basic protein

1.2 ng/ml
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Fig. 1. EEG at rest shows irregular rhythm. «
wave is poor, and diffuse slow waves (6-7
Hz) are observed.
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Fig. 2. A coronal view on proton spectroscopic
magnetic resonanse image shows cortical
brain atrophy of bilateral frontal and par-
ietal lobe, and ischemic change is on bilat-
eral superior frontal gyrus.
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Fig. 3. Clinical course during the admission.
PSL : prednisolone, CY : cyclophosphamide, CY pulse: cyclo-

phosphamide pulus therapy.
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