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LUPUS CYSTITIS: REPORT OF A CASE

Yutaka Takezawa and Nobuaki Ohtake
From the Department of Urology, Tone Chuo Hospital

Katsuya Nakano and Hidetoshi Yamanaka
From the Department of Urology Gunma University School of Medicine

A 42-year-old female with a history of systemic Iupus erythematosus (SLE) visited the Depart-
ment of Internal Medicine at our hospital complaining of anorexia. Hydronephrosis was diagnosed,
and she was referred to our department for further evaluation. Intravenous pyelography (IVP)
revealed bilateral hydronephrosis and hydroureters. Computerized tomography (CT) showed
retention of ascitic fluid and thickening of the intestinal and bladder walls with contrast
effects in the serosa and mucosa. Lasix-loaded renography showed that both kidneys were
normal. Examination of a biopsy specimen revealed interstitial edema, fibrosis, and infiltration of
inflammatory cells. Cystometry showed normal intravesical pressure. A diagnosis of lupus cystitis
was made and administration of 40mg of predonisolone was started. The anemia was amelio-
rated, and thickening of the bladder and intestinal walls was no longer seen on CT. Hydronephrosis
of the left kidney was less prominent. However, aggrevation of the right ureteral stenosis was
noted, and a stent was inserted in the stenosed ureter. Stenosis was successfully relieved by the
stent, and internal drainage was established. The patient is still receiving steroids and is being

followed at our department.

Twenty-two reported cases of lupus cystitis in Japan are reviewed.

(Acta Urol. Jpn. 40: 717-720, 1994)
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INTRODUCTION

SLE is well known for its pathological
involvement of multiple organs and for its
varying clinical symptoms?. However,
bladder disease is a rare complication of
SLE. We describe a patient with SLE in
whom interstitial cystitis with accompany-
ing gastrointestinal symptoms and bilater-
al hydronephrosis developed. In addition
the literature with regard to previously
reported cases of lupus cystitis in Japan is
reviewed.

CASE REPORT

Patient: 42-year-old female

Chief complaint: Anorexia, evaluation
of hydronephrosis

Medical history and family history: un-
remarkable

Present illness: A butterfly lesion first
appeared in 1988. The patient visited a
local physician, and a diagnosis of SLE
was made. Treatment was begun, and the

patient responded well. She decided to
discontinue treatment in April 1992 be-
cause her general condition had improved.
In April 1993, she became anorexic, and
she visited her physician again. CT dem-
onstrated hydronephrosis, and the pa-
tient was referred to our department for
further evaluation.

Physical examination on admission:
There was no evidence of a butterfly
lesion. The patient appeared thin. The
abdomen was distended, and abdominal
fluctuations were observed. Laboratory
studies revealed anemia, leucocytopenia
(red blood cell count 312 x104/mm?, hemo
globin 8.6g/dl, hematocrit 26.6%, white
blood cell count 3,500/mms3, platelet 26 X
10¢/mm?). The erythrocyte sedimentation
rate (26 mm/hour) was slightly elevated.
Urinalysis, blood urea nitrogen (14 mg/dl)
and creatinine (0.49mg/dl) were within
normal limits. The titer of anti-nucleus
antibody (x80) was elevated. Cj (33 mg/
dl) C4 (8 mg/dl) and CH50 (16.4U) levels

were decreased.



718 Acta Urol. Jpn. Vol. 40, No. 8, 1994

Fig. 1. IVP showed bilateral hydronephrosis
and hydroureters

Fig. 2. Retention of ascitic fluid and thickening
of the intestinal walls were visualized
on CT. Contrast effects in the serosa
and mucosa were also observed

Chest radiographs revealed retention of
pleural fluid. IVP showed bilateral hydro-
nephrosis and hydroureters (Fig. 1). No
retroperitoneal tumor was visible by CT.
Retention of ascitic fluid and thickening of
the intestinal walls and urinary bladder
were visualized on CT. Contrast effects in
the serosa and mucosa were also observed
(Fig. 2, 3). Examination of bladder tissue
obtained from biopsy revealed interstitial
edema, fibrosis, and infiltration of inflam-

Fig. 3. Thicking of urinary bladder and contract
effects in the serosa and mucosa were
shown on CT

Fig. 4. Bladder tissue biopsy revealed interstitial
edema, fibrosis, and infiltration of inflam-
matory cells

matory cells (Fig. 4). Lasix-loaded renog-
raphy showed that both kidneys were nor-
mal. The intravesical pressure was mea-
sured. The first desire to void was exper-
ienced when the bladder was filled to a
volume of 146 ml. The maximum desire
to void was seen at 302 ml. The intravesi-
cal pressure (excretory pressure) at this
point was 57 cm H;O which was almost
within normal limits.

PATIENTS COURSE

Intravenous hyperalimentation using a
central vein was started to improve the
nutritional status. A diagnosis of lupus
cystitis was made, and the patient was
given 40 mg/day of prednisolone. Her ap-
petite started to improve after 2 weeks of
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steroid administration. Three weeks after
the initiation of treatment, intravenous
hyperalimentation was discontinued. CT
findings of thickening of the intestinal and
bladder walls became less prominent, as
well as the anemia. Hydronephrosis of the
left kidney was ameliorated, but that in
the right kidney was aggravated. Retro-
grade pyelography demonstrated stenosis
in the lower portion of the right ureter.
A CT scan in the same region showed ure-
teral thickening, but there was no lesion
causing extrinsic compression of the ure-
ter. Ureteroscopic examination disclosed
a submucosal protuberance. A biopsy speci-
men was obtained from the stenosed por-
tion of the right ureter which revealed
findings similar to those of the bladder
biopsy (interstitial edema, fibrosis, and
infiltration of inflammatory cells). Inser-
tion of a ureteral stent effectively ameliora-
ted the hydronephrosis on the affected

side with establishment of internal drainage.

Presently, the patient is receiving steroids
and is being followed at our department.

DISCUSSION

SLE is an automimmune disease charac
-terized by the appearance of autoantibo-
dies in the serum and multiple organ in-
volvement. The most common manifesta-
tion of the disease in the urinary system
is lupus nephritis?®. Reports of bladder
disease associated with SLE are rare. Or-
th et al.2> reported the clinical characteris-
tics of 6 cases of interstitial cystitis which
complicated SLE. Iio et al.® described 19
Japanese patients with lupus cystitis, and
in total, 22 such patients have been report-
ed in Japan including the cases reported
by lju et al.®, Watanabe et al.®, and our
own. SLE occurs more frequently in fama-
les?. Of the 21 patients reported so far,
19 were female. The age of onset ranged
from 19 to 51 years. The mean age of the
patients was 31 years.

Lupus cystitis in characterized by reduc-
tion of urinary bladder volume, hydrone-
phrosis, and gastrointestinal as well as cen-
tral nervous system (CNS) symptoms®.
Gastrointestinal symptoms were seen in all

22 patients reported in Japan, but GNS
symptoms were manifested in only 2 pa-
tients. The pathological features of lupus
cystitis are interstitial edema, fibrosis, and
infiltration of inflammatory cells®. Tissue
deposition of immune complexes has also
been reported®. Since similar pathological
findings have been observed in the gastro-
intestinal system?, the production of a
common autoantibody which reacts with
both the bladder and the digestive tract is
speculated to be the main pathogenetic
mechanism in lupus cystitis.

Although bilateral hydronephrosis was
observed in an IVP, lasix-loaded renogra-
phy showed that both kidneys were normal.
These findings suggest that the hydroneph-
rosis in lupus cystitis is caused not only
by stenosis in the ureterovesical junction
but also by intrinsic dilatational changes
in the pelves and ureters. There were no
symptoms due to bladder irritability, and
cystometry  revealed  almost normal
fidings. However, a CT scan showed thick-
ening of the bladder wall, and pathological
examination showed interstitial edema,
fibrosis, and infiltration of inflammatory
cells. Segovia et al® found evidence of
interstitial cystitis in 11 of 35 autopsies of
SLE patients. It is probable that many
cases of lupus cystitis remain undiagnosed,
but are nevertheless present in SLE pa-
tients at a subclinical level.

Nineteen patients including
ceived steroid therapy. Most patients were
treated with an initial dose of 40 mg~60
mg of predonisolone. Three patients un-
derwent pulse therapy. Nephrostomy was
performed in 9 patients. Surgical creation
of an ureterocutaneostomy and incision of
the ureteral orifice were each performed in
1 patient. One patient was successfully
treated by intravesical infusion of dime-
thyl sufoxide alone which effectively ame-
liorated hydronephrosis®.  Four patients
were unresponsive to treatment, and 2 died
of serious damage to the digestive tract.
Surgical dilatation of the bladder using an
intestinal patch and total cystectomy +
ureterosigmoid anastomosis were each per-
formed in 1 patient. Prognosis was gener-
ally more favorable in those patients in

ours re-
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whom steroids were given during the ear-
lier stages of SLE®,

CT scan clearly delineated the thick-
ening of the bladder and intestinal walls in
our patient. Qur case was interesting in
that on the one hand, the general condi-
tion, intestinal symptoms, thickness of blad-
der wall and intestinal wall and impair-
ment due to the pyeloureteral lesion were
ameliorated by steroid therapy, while on
the other hand, stenosis of a portion of the
right ureter progressed simultaneously.
Since a biopsy specimen of the stenosed
ureter revealed findings of chronic inflam-
mation similar to those the bladder tissue,
the patient is at present maintained on
steroids and is being followed at our de-
partment.
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