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Pulmonary and renal
involvement in ankylosing
spondylitis

Sirs,

Ankylosing spondylitis (AS), which is pri-
marily adisease of the musculoskeletal sys
tem, can be accompanied by extraskeletal
manifestations, but renal and pulmonary
involvement arerare (1).

A 57-year-old man diagnosed with AS 30
years previously was admitted with the
symptoms of dyspnea, back pain, polyuria,
and swelling of the face. He had a spinal
deformity and hip joint involvement. A sys
temic examination was normal apart from
an increased expiration phase on ausculta
tion. Laboratory investigations revealed:
serum creatinine 1.6 mg/dl (normal 0.6-
1.3), BUN 28 mg/dl (norma 6-20), total
protein 5.8 gr/dl (normal 6.4-8.3), albumin
2.7 gr/dl (normal 3.4-5.0), erythrocyte sedi-
mentation rate 75 mm/hr, and creatinine
clearance 45 ml/min. Urinary analyses
showed a density of 1008, 500 mg protein-
urig, 8-10 leukocytes’hpf and 3 gr protein-
urial24 hr. Arterial blood gases were as fol -
lows: pH 7.46, PO, 64 mm Hg, PCO, 30
mm Hg, and oxygen saturation 94%. In pul-
monary function tests (PFT) FVC was 3.16
(66%),FEV1 2.58 (68%),FEVL/FVC 81%,
and there was a restrictive type ventilatory
pattern. On chest x-ray there were bilateral
interstitial infiltrative lesions in the middle
and lower zones of the lung parenchyma. A
Ppd test was done and found to be negative,
as was sputum cytology repeated 3 times.
High resolution computed tomography
(HRCT) reveded a bilateral ground glass
appearancein the lung parenchyma (Fig. 1).
On renal ultrasound the dimensions of the
left kidney were 144 x 64 mm,the thickness
of the parenchymawas 15 mm,and the par-
enchymal echo was interpreted to be grade
2. In flow patterns obtained from the inter-
lober arteries, Rl was 0.69 in the spectral
analysis, which was compatible with arenal
parenchymal disease. A biopsy was sched-

uled but refused by the patient. Therefore a
rectal biopsy was performed for possible
amyloidosis but was negative. Serum IgA
was 2.23 g/l (norma 0.7-4.0). The patient
was started on pulse steroid therapy and
sulphasalazine 2 gr/day.

Lung involvement occurs in 1% of AS
patients approximately 20 years after onset
of the disease. Although upper lobe fibrotic
and infiltrative lesions are characteristic, in
our patient chest x-rays showed middle and
lower lobeinfiltration (2, 3). There was no
other explanation other than AS (such as
methotrexate administration or occupation-
a lung disease) for thisfinding.

There was a dlight to moderate decrease in
the patient's PFT, specifically the vital
capacity and total lung capacity denoting a
restrictive type ventilatory defect. Despite
diminished thoracic mobility, a significant
deterioration in PFTsis not usual in AS due
to diaphragmatic compensation, as in our
patient. We detected a ground glass appear-
ance which is a strong evidence of intersti-
tial lung diseasein HRCT.

In AS, possible causes of renal dysfunction
include; secondary amyloidosis, IgA and
analgesic nephropathy (4). Regarding the
absence of gross hematuria, a normal 1gA
level and proteinuria of 3 gr/24 hr, the pos-
sibility of IgA nephropathy was ruled out in
our patient. In cases with anagesic
nephropathy, thereis usualy colic type pain
due to papillary necrosis, a sterile pyuria
and proteinuria <1 gr/24 hr, so we aso
ruled out analgesic nephropathy.

The incidence of rena amiloidosisin ASis
reported to be 1-3% (5, 6). Proteinuria or
nephrotic syndrome is the most common
clinica manifestation where a biopsy
should be performed (7), although unfortu-
nately we could not do so as our patient
refused. We were able to evaluate the rectal
biopsy specimens, which were amyloid
negative. However rectal biopsy has been

Fig. 1. Ground glass
appearance on HRCT.
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proven to be positive in only 65% of sys-
temic amyloidosis cases.

Here we present a case of AS with both
rena and pulmonary involvement, which
are rare clinical presentations. Extra-skele-
tal manifestations should be investigated in
patients with longstanding AS in the pres-
ence of new symptoms.
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