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Abstract: A 36-year-old female developed systemic lupus erythematosus (SLE)
complicated by myocarditis after delivery of her third child. Exertional dyspnea appeared
within 2 months after her third delivery. On admission, a chest x-ray showed pulmonary
congestion, bilateral pleural effusion, and enlargement of the cardiac silhouette. Urinalysis
revealed proteinuria (1.2 g/day) and gross hematuria. Laboratory examinations disclosed
leukocytopenia (2,500/41), hypoalbuminemia (2.3 g/dl), renal dysfunction (serum
creatinine, 1.7 mg/dl), hypocomplementemia (CH 50, 3 U/ml), and the presence of anti-
double-strand DNA antibodies. Endomyocardial biopsy revealed swelling of myocardial
cells, infiltration of small mononuclear cells to the interstitium, and severe interstitial
edema. SLE with myocarditis was diagnosed and the patient was treated with oral
predonisolone at a starting dose of 60 mg/day. The treatment was markedly effective for
this case.

It is reported that myocarditis is present in about 50 % of autopsy cases of SLE, with a
frequency of 1 % or below. This is a rare case of SLE presenting myocarditis at the onset
after the third delivery.
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Table. 1. Laboratory data on admission

Urinalysis TP . 4.9 g/dl
Protein 1.2 g/day Alb 2.3 g/dl
Occult blood  (3+) Alb 52.8 %
Sediment al-glb 3.9 %

RBC 50~99 /HPF
Granular cast
1/1~5 HPF
Peripheral blood
RBC 340X10*  /ul

a2-glb  10.2 %
£-glb 6.8 %

y-glb 26.3 %
Serological test

Ht 29.6 % IgA 145 mg/dl
Hb 9.7 g/dl IgG 1,507 mg/dl
WBC 2,500 /ul IgM 110 mg/dl
Plt 12.9%X10* /pul C3 22 mg/dl
LE cell -+ C4 5 mg/dl
ESR 41 mm/h CH50 3 U/ml
Blood chemistry ANA 640X
GOT 14 1U/1 (Speckled)
GPT 5 1U/1 Anti-ds-DNA
376 IU/ml

LDH 487 1U/1 Anti-SS-A 811U/ml

CK 26 IU/1 Anti-SS-B (-
BUN 54 mg/dl Anti-cardolipin (—)
Scr 1.7 mg/dl Anti-Sm (D)
Na 135 mEq/1 TPHA (-
K 4.9mEq/1 WaR (-
Cl 110 mEq/1 CRP 0.1 mg/dl

HPF : high power field
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Fig. 1. Chest roentogenogram.
Chest roentogenogram on admission
reveals pulmonary congestion, pleural effu-
sion and enlargement of cardiac silhouette.

Fig. 2. Electrocardiogram.
Electrocardiogram on admission reveals
right axis deviation, and negativeT in I,
II, aVL, V5, and V6.
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Fig. 3. M mode echocardiogram.
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Echocardiogram on admission reveals “a swinging heart” with
a moderate amount of pericardial effusion.
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Fig. 4. Light microscopic findings of endomyocardial biopsy.

The left panel : Myocardial cells are moderately swollen and
reveal ballooning degeneration (HE stain, X400).

The right panel: There are severe interstitial edema and
infiltration of small mononuclear cells (Masson stain, X100).
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Fig. 5. Light microscopic findings of renal biopsy.
A glomerulus reveals severe mesangial
proliferation.

Subendothelial  deposits are occasionally
seen (Periodic acid-Schiff stain, X400).
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Fig. 6. Clinical course.

PSL ; prednisolone, U-P; Proteinuria, Scr; Serum creatinine.
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