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Case report

Refractory massive pleural effusion in systemic lupus
erythematosus treated with talc poudrage
JEFFREY L KAINE

From the Division of Rheumatology, Washington University School of Medicine, St Louis, Missouri, USA

SUMMARY The case of a 31-year-old black male is presented with recurrent pleural effusions
secondary to active SLE. Treatment with
tetracycline pleural sclerosis was unsuccessful.
talc poudrage.

Pleural disease is common in systemic lupus erythe-
matosus (SLE). Episodic pleuritis occurs in half of
all SLE patients and pleural effusions may be seen in
up to one-fourth. They are typically bilateral, clear
to light yellow, and small to moderate sized. The
fluid is usually exudative, although transudates and
frankly haemorrhagic effusions are occasionally
seen. Laboratory analyses of the fluid may demon-
strate immune complexes, high levels of immuno-
globulins, and low complement values.' Pleural
thickening with areas of fibrosis and adhesions is
common at necropsy. Mononuclear and polymor-
phonuclear interstitial infiltrates in addition to
perivascular fibrinoid necrosis have been observed.
Immunofluorescence studies demonstrate focal nu-
clear staining with immunoglobulin and complement
of pleural mesothelium and/or alveolar lining
cells.2-4 Interstitial deposits of immunoglobulin and
complement are not commonly seen.

Corticosteroid therapy is the mainstay of therapy
for symptomatic pleural effusions in SLE. Clinically,
patients respond promptly to moderate daily doses
of corticosteroids, although occasionally a patient
requires several weeks of therapy before radio-
graphic improvement is noted. The purpose of this
communication is to report the case of a patient with
recurrent massive pleural effusions secondary to
active SLE which were unresponsive to corticoster-
oids, immunosuppressive therapy, and tetracycline
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corticosteroids, azathioprine, plaquenil, and
Disease control was finally achieved by pleural

pleural sclerosis. The pleural effusions were event-
ually successfully treated with talc poudrage.

Case report

A 31-year-old black male was admitted to Barnes
Hospital in May 1982 for examination of penile
discharge, diffuse arthralgias, and microscopic
haematuria. Prior treatment of presumed non-
gonococcal urethritis had been unsuccessful. While
he was in hospital, an extensive urological examina-
tion proved unremarkable, but laboratory testing
was significant for a mild normochromic normocytic
anaemia (haemoglobin 12-8 g/dl) and a serum
creatinine of 1-3 mg/dl (115 ,umolIl). Antinuclear
antibody (ANA) testing was remarkable for 3+
homogeneous and rimmed nuclear fluorescence
(titre 1:5120) and 60% binding of antibodies to
native DNA was noted by the Farr assay (normal
<4% binding). Systemic lupus erythematosus (SLE)
was diagnosed, and the patient was started on oral
prednisone. 40 mg twice daily.
Over the next five months the SLE remained

clinically active. The patient developed episodic
pleurisy, arthritis, and bilateral carpal tunnel syn-
drome. He had a persistently active urinary sedi-
ment and 6 g of proteinuria in a 24-hour urine
collection. The serum creatinine was 1 7 mg/dl (150
Rmol/1) in October 1982. Further examination re-
vealed polyclonal cryoglobulins (78 ,ug/ml=78 mg/l),
hypocomplementaemia (total haemolytic comple-
ment, 32 (normal 150-250) units/ml; C4, 100,
(105-305 mg/l); C3, 420 (690-1470 mg/l) and
circulating immune complexes detected by the Raji

 on M
ay 19, 2023 by guest. P

rotected by copyright.
http://ard.bm

j.com
/

A
nn R

heum
 D

is: first published as 10.1136/ard.44.1.61 on 1 January 1985. D
ow

nloaded from
 

http://ard.bmj.com/


62 Kaine

cell assay (5450 mg/I, normal <500). Antibodies to
native DNA remained strongly positive with 60 to
90% binding; high dose prednisone therapy was
continued.

In November 1982 the patient developed a mod-
erate sized right pleural effusion. The fluid was

drained by thoracentesis and appeared to be a

transudate (Table 1). Cultures for bacteria, fungi,
and mycobacteria were negative. Cytology was
negative. At this time renal function had improved
slightly: the serum creatinine was 1X4 mg/dl (90
,umol/1) with 1-8 g protein in a 24-hour urine
collection. Prednisone 60 mg/day was continued.

In December 1982 the patient was readmitted to
Barnes Hospital with fevers, chills, and shortness of
breath. A chest radiograph revealed a massive right
pleural effusion, a right subpulmonary effusion, and
a small free-flowing left effusion (Fig. 1). Normal
cardiac function by physical examination, endocar-
diography, and radionuclide venticulography was

noted. 3 1 of pleural fluid was drained by thor-
acocentesis, and analysis again revealed sterile
non-inflammatory fluid (Table 1). The patient was
thought to have active SLE despite high dose
corticosteroid therapy. Azathioprine 150 mg/day
and hydroxychloroquine 200 mg/day were insti-
tuted, while prednisone 60 mg/day was continued.
By March 1983 the right pleural effusion had

reaccumulated and the patient was admitted to
hospital with identical symptoms. A Cope needle
biopsy of the pleura was performed and 4 1 of sterile
transudative fluid drained by chest tube. Examina-
tion showed non-specific acute and chronic in-
flammation, with fibrous reaction. No granulomas
were seen. Cultures and cytologies were again
negative. Azathioprine and hydroxychloroquine

Fig. 1 Refractory pleural effusion in SLE. December
1982.

were discontinued, as they were considered to be
ineffective. Chest tube thoracoscopy was per-
formed, and the pleura was sclerosed with 500 mg of
tetracycline. The urine sediment remained active,
although the serum creatinine had further decreased
to 1-2 mg/dl (106 [tmol/l) by April 1983.
By June 1983 the patient's prednisone dose had

been decreased to 10 mg twice daily without change
in clinical status or renal function. However, a

Table 1 Serial serum and pleural fluid protein determinations, complement values, and anti-DNA antibodies

Date Serum Pleural fluid

Protein THC' C42 C33 Anti-DNA Protein THC' C42 C33
(mg/dl) (Ulml) (mgldl) (mg/dl) antibodies4 (mg/dl) (U/mi) (mgldl) (mgldl)

(% binding)

11 Nov 1982 6-6 66 21 72 88 3 0 - - -
27 Dec 1982 5 8 57 9 60 72 2-2 * <8 <10
17 Mar 1983 6-0 100 24 69 36 3-2 * <8 15
21 June 1983 6-9 138 21 69 6 4-7 * <8 20
22 Sept 1983 - 153 27 89 -

12 Jan 1984 - - 154 32 - - - - -

1 Total haemolytic complement (normal, 150-250 haemolytic units/ml).
2 Normal, 10-5-30*5 mg/dl.
3 Normal, 69-147 mg/dl.
4 Normal values vary with each assay but are consistently less than 7% binding.
Too low to quantify.
--Not determined.
SI conversion: mg/dlxlO=mg/l.
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Fig. 2 August]1983,two months after talc poudrage.

massive right pleural effusion was again noted.

Chemical evaluation of the pleural fluid gave the

same results as in prior studies (Table 1). A CT scan

of the pleura failed to show pleural thickening or

plaque-like lesions. The patient underwent talc

poudrage and has not had any recurrent pulmonary
symptoms or evidence of fluid reaccumulation (Fig.
2).
From January 1984 the patient's prednisone dose

has been decreased to 10 mg daily. His creatinine is

1-6 mgldl (141 gimol/1). Urinalysis shows persistent
microscopic haematuria with 1-2 g of protein per

24-hour urine collection. Serum complement com-

ponents have become normal (Table 1), though
antibodies to native DNA are still slightly raised.

Discussion

Massive pleural effusions in SLE are rare but

described.1
5

They have characteristically responded
to glucocorticoid therapy, though several weeks to

months may be required for clinical and radio-

graphic resolution. In contrast this patient had

massive pleural effusions associated with active SLE

which failed to respond to prolonged treatment with
60 mg of prednisone daily for over six months. In

addition, it appears unlikely that the brief

course of azathioprine and hydroxychloroquine had
any effect on this patient's disease course. There

seems little doubt that these effusions were secon-
dary to active SLE. Multiple analyses of pleural
fluid and serum revealed no evidence of infection,
but there was persistent hypocomplementaemia.
Clinically and serologically the diagnosis of SLE was
well established.
Immune processes have been implicated as prob-

able aetiological factors in the serositis of SLE.4
Immune complexes and evidence of complement
consumption have been detected in pleural fluid,
while pleural immunofluorescence has revealed a
nuclear staining against IgG, IgM, and C3.3 4 9
Immunofluorescence was not performed on this
patient's pleural biopsy. However, simultaneous
comparison of serum and pleural fluid reveals
extreme reduction in pleural fluid complement
activity, suggesting local complement consumption
as opposed to the fluid being an ultrafiltrate of
plasma.

Pleural effusion refractory to moderate doses of
steroid therapy has not previously been reported to
this author's knowledge. However, chronic pleural
pain with pleural thickening has been described.
Bell and Lawrence9 described two patients treated
with surgical obliteration of the pleural space and
parietal pleurectomy. One patient had been treated
with both prednisone and cyclophosphamide with-
out response. 10 Neither patient, however, had signi-
ficant pleural effusions.

This case report suggests that massive pleural
effusions may occur in SLE and prove rather
unresponsive to conventional therapy. In the patient
reported the disease was finally controlled by
pleural sclerosis with talc poudrage.

The author gratefully acknowledges the suggestions of Dr John
Atkinson and the secretarial assistance of Mrs Lorraine Whiteley.
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