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Synchronization of Plasmapheresis and Steroid Pulse Therapy in a
Case of CNS Lupus

Yoshihiko Tano, Jun Tanabe, Yoshihiro Kobashi and
Toshiharu Matsushima

A 23-year-old woman who was diagnosed as having systemic lupus erythematosus
based on her laboratory data about one and a half year previously was admitted to
our hospital with general fatigue and myalgia. Fever and generalized
lymphadenopathy were also present and her laboratory data revealed anemia,
leucocytopenia and low levels of complements. One month later she experienced
headache and nausea, and developed convulsion with coma. Plasmapheresis once a
day was then applied for four days, followed by steroid pulse therapy. After a fourth
course of plasmapheresis, her mental function showed a tendency to improve.
Following the plasmapheresis combined with steroid pulse therapy, she was treated
with predonisolone at a dose of 60 mg/day to prevent a rebound. Her clinical course
was good and her laboratory data improved. Plasmapheresis combined with steroid
pulse therapy was considered to be effective in a case of CNS lupus. (Accepted on
April 7, 1994) Kawasaki Igakkaishi 20 (2) : 139—144, 1994
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Table 1. Laboratory data on the first admission

<MD
WBC 4600/ 11
RBC 355X 104/l
Hb 9.4g/dl
Ht 28.6%

[/ 29.6X 104/ 1

(CRIE~®—H —>
CRP 11.00<mg/dl
ESR 80/h

<HF - BEpEL LRI

GPT 11 1U/1
GOT 20 IU/1
y-GTP 12 TU/
Al-P 154 1U/1
LDH 232 1U/1
BUN 12 mg/dl
Crn 0.6 mg/dl
UA 4.3 mg/dl
MR HELL

ETa 7Y VER

1gG 3154 mg/dl

IgA 362 mg/dl

IgM 1148 mg/dl
GIBIMERE

RA (+)

EREZARES (+)

1L DNA Hifk (=)

1 Sm ik (=)

LE 7 A b (%)

SIEE G (=)
<HEOHES

CHs, 55.1

Cs 82 mg/dl

Cy 31 mg/dl
<H7K>

= 1029

' H 4.0g/dl

LE7 X b (+)

Table 2. Laboratory data on the second admission

MR
WBC 2000/l
RBC 360 %10/l
Hb 9.6g/dl
Ht 31.1%
/Mg 30.2X10%/ul
CRRE~—H—>
CRP 11.00<mg/dl
ESR 35/h
< - BRI RE
GPT 15 1U/1
GOT 45 1U/1

y-GTP 12 TU/I
Al-P 143 TU/1

LDH 465 1U/1

BUN 8 mg/dl

Crn 0.5mg/dl

UA 4.3 mg/dl
R

E H 50 mg/gl

B HEELL

SE7a7) VER

IgG 3731 mg/dl

IgA 432 mg/dl

IgM 506 mg/dl
B MERED>

RA (+)

RTINS (+)

PLDNA JifE (+)

Pt Sm itk (=)

LE 7 A b (+)

SEE A (=)
<D

CHs, 28.5

Cs 30 mg/dl

C, 11 mg/dl

<HY U RREYUR
ANVYEY)EV IgGHiE  (+)
W=TATYFATTIVF (=)
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40
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38
37 I .\v* Lo 4 v
WBC 5700 3100 2900 2000
Hb 11.3 10.1 9.4 9.6
CRP (0.20>) 5.31 5.91 8.13 11.00<
CH,_, (30-40) 34.7 28.5 §;7
C, (54-74) 51 30 13
C, (733 23 11
Fig. 1. Clinical course (1)
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Fig. 2. Clinical course (2)
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Fig. 3-a. Before planmapheresis and steroid
pulse therapy. EEG showing diffuse
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Fig. 3-b. After plasmapheresis and steroid
pulse therapy. Improved EEG

slow waves.

BWThote. RIETa 7Y v Table 3. Laboratory data before and after plasmapheresis
T, IgG, IgA, IgM | i | %
EDIER LTz, Z0Mth, IET7 a7y VER

GOT, LDH 0#fE L5, & IeG 3731 2410
o - IgA 432 406
ROFEEETD . e 0 200
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SRR, N, BIEREO o Ho& + +
F 2 &, 38°C Hitk D FHEDE ﬁfNAﬁ% i B
: N N3 NENI= i‘ A

Wieh, ABENSH)ITE B IREE B E A & _ _
I BRIFCHAE L IZIZEE T Ry v IS E BB

Ho7zDT, PSL IZERT BATFY EUHUE | + | _

FEAT a4 NHRREETHT

BATCWI. L2350, ZOERERY v iz
AT 2 X531k h, PBRTEL£EY) Vo FHEER
R, HKHAHC LT I EBELLo>TE
7o, BIMEKEA L BMBSEIBIE T, #Hikd
BE L%, CRPIIEEER->T&/z. 3A1
HEEWEER L &, RO EwsdY, &
MREDARLELRY, DL THMALEEE)
WZIHIETBEL®HL L3257z, PSL 40 mg/
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