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Correspondence
C4 deficiency, SLE, and
Whipple's disease

SIR, We read with interest the report of a patient with C4
deficiency, SLE, and Whipple's disease. ' We would like to
propose an alternative to the diagnosis of Whipple's
disease in this case.
There have been several recent publications highlighting

the striking resemblance of the lesions of Mycobacterium
avium-intracellulare infection to those of Whipple's
disease.2 PAS-positive macrophages are found in tissue
infected by M. avium-intracellulare as well as in Whipple's
disease; the bacillary bodies seen by electron microscopy in
each condition are indistinguishable. 4
The authors postulate that complement deficiency, SLE

itself, and steroid therapy all rendered their patient more
susceptible to Whipple's disease. The same argument
suggests M. avium-intracellulare infection. Since the spe-
cial procedures required to culture this organism5 were not
carried out, the diagnosis of Whipple's disease remains
uncertain.
An acid-fast stain, said to be negative in Whipple's

disease and positive in M. avium-intracellulare infection,2 3
could be performed on tissues obtained at necropsy in this
case. The results would be of great interest.
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Tachyarrhythmia in yersinia
arthritis
SIR, Heart disease with abnormalities of conduction and
rhythm as well as valvular dysfunction is well known to be
an acute or even late manifestation of reactive postinfec-

tious arthritis.' 2 Involvement of the heart in yersinia
arthritis is reported in 7-14% of cases, where the features
are murmurs, friction rub, heart enlargement, premature
ventricular beats, ST segment elevation, and negative T
waves.'4 We wish to report a case with tachyarrhythmia
and atrial fibrillation during the acute course of yersinia
arthritis.
A 43-year-old male patient (height 186 cm, weight 114

kg) was admitted to hospital because of tachyarrhythmia,
atrial fibrillation, and fever (40°C). Initially the radiologi-
cal examination of the thorax showed discrete heart
enlargement. The electrocardiogram revealed tachy-
arrhythmia 140/min, atrial fibrillation, and slight ST
segment elevation in leads V2 to V4. The muscle enzyme
creatine phosphokinase was maximal 90 U/I and subse-
quently normal. The year before, during treatment for
nephrolithiasis (calcium oxalate), the electrocardiogram
had revealed a normal sinus rhythm. The day after
admission to hospital the patient developed polyarthritis
with symmetrical involvement of the large joints (ankles,
knees, elbows, and hands) except the hip. He had no
diarrhoea and no abdominal pain, blood cultures were
negative, and stool cultures were negative for yersiniae,
salmonellae, shigellae, and campylobacter. Blood titres to
Yersinia enterocolitica I rose (1:1200 to 1:2600) and
subsequently decreased (to 1:360) within eight weeks. The
HLA antigen B27 was positive, whereas tests for rheuma-
toid factor and antistreptolysin titres were negative. The
patient had no urethritis, no iritis, no radiological signs of
spondylitis, and no skin manifestations.
The echocardiogram revealed no valvular dysfunction

and a normal-sized left atrium. Hyperthyroidism was
excluded by laboratory investigation. Blood cultures for
streptococci and other causes of endocarditis were nega-
tive. Atrial fibrillation was treated for eight weeks with
digoxin 0-2 mg and quinidine 1200 mg daily, and a stable
sinus rhythm was restored. No further antiarrhythmic
medication was required, and electrocardiogram and heart
radiology were normal 12 weeks later, even after with-
drawal of digoxin and quinidine. We therefore conclude
that tachyarrhythmia due to atrial fibrillation should be
considered a manifestation of heart involvement duiring the
acute phase in postinfectious yersinia arthritis.

Freie Universitat,
Klinikum Steglitz,
Medizinische Klinik,
Hindenburgdamm 30,
D-1000 Berlin 45

UHIOMAS LFNZ
FRIEDER KELIFR

References

1 von Leitner ER, Kotter V. Schrbdcr R. Kardialc Spat-
manifestation dcs Morhus Rcitcr. Dutch Med Wochen.schr
1981: 106: 939-41.

2 Keat A. Reiter's syndromc and rcactive arthritis in perspectivc.
N Engl J Med 1983; 309: 1606-15.

 on M
ay 16, 2023 by guest. P

rotected by copyright.
http://ard.bm

j.com
/

A
nn R

heum
 D

is: first published as 10.1136/ard.43.3.535-b on 1 June 1984. D
ow

nloaded from
 

http://ard.bmj.com/


536 Correspondence

3 Laitinen 0, Leirisalo M, Skylv G. Rdlation between HLA-B27
and clinical features in patients with yersinia arthritis. Arthritis
Rheum 1977; 20: 1121-4.

4 Leino R, Kalliomaki JL. Yersiniosis as an internal disease. Ann
Intern Med 1974; 81: 458-61.

Department of Radiology,
VA Medical Center,
3350 La Jolla Village Drive,
San Diego, CA 92161,
USA

Arthropathy of calcium
pyrophosphate deposition
disease and of
haemochromatosis

SIR, The recent report by Bourqui et al.1 documents again
the rather specific structural joint damage seen in the hand
and the wrist in patients with calcium pyrophosphate dihy-
drate (CPPD) crystal deposition disease. I would like to
make several additional observations.
As noted in our previous article2 as well as in one by

Martel et al.,3 it is the distribution and the morphology of the
articular abnormalities, especially in the hand and wrist,
that are distinctive in radiographs in patients with CPPD
crystal deposition disease. Although Bourqui et al. are

indeed correct in their emphasis of the second and third
metacarpophalangeal joints in this disease, their description
of wrist alterations is incomplete. CPPD crystal deposition
disease demonstrates a remarkable predilection for the
radiocarpal joint in the wrist. Interosseous space narrowing
between the distal radius and the scaphoid is most charac-
teristic. Furthermore, the scaphoid moves proximally, lead-
ing to scalloped erosion of the distal radius, and the lunate
migrates distally, with joint space narrowing mainly iden-
tified between it and the capitate. Separation, or dissocia-
tion, of the scaphoid and the lunate is subsequently
observed, perhaps related to crystal deposition in the
interosseous ligament.
At these articular locations as well as the metacar-

pophalangeal joints (and elsewhere) several morphological
characteristics distinguish the arthropathy of CPPD crystal
deposition disease from osteoarthrosis: (1) multiple (and
often large) subchondral rarefactions or cysts; (2) irregular-
ity or 'crumbling' of the articular surface; (3) severe pro-

gressive alterations that resemble those occurring in
neuroarthropathy; (4) variable osteophyte formation; (5)
single or multiple intra-articular osteocartilaginous bodies.

In their article Bourqui et al. acknowledge prior reports
that indicate the similarity of the arthropathy of CPPD
crystal deposition disease to that of haemochromatosis. We
have recently compared the radiographic abnormalities
in these two diseases4 and have recognised differences
between the two. In haemochromatosis, as compared with
CPPD crystal deposition disease, findings include more

prevalent narrowing of the metacarpophalangeal joint
spaces, including those in the fourth and fifth digits, peculiar
hook-like osteophytes on the radial aspect of the metacarpal
heads, and less prominent separation of the scaphoid and
the lunate. These radiographic differences indicate that the
arthropathy of haemochromatosis is related to factors addi-
tional to the presence of CPPD crystals.

1 Bourqui M, Vischer T L, Stasse P, Docquier C, Fallet G H.
Pyrophosphate arthropathy in the carpal and metacar-
pophalangeal joints. Ann Rheum Dis 1983; 42: 626-30.

2 Resnick D, Niwayama G, Goergen T G, et al. Clinical radio-
graphic and pathologic abnormalities in calcium pyrophosphate
dihydrate deposition disease (CPPD): pseudogout. Radiology
1977; 122: 1-15.

3 Martel W, Champion C K, Thompson G R, Carter T L. A roent-
genologically distinctive arthropathy in some patients with the
pseudogout syndrome. AJR 1970; 109: 587-605.

4 Adamson R C lll. Resnik C S. Guerra J Jr. et al. Hand and wrist
arthropathies of hemochromatosis and calcium pyrophosphate
deposition disease: distinct radiographic features. Radiology
1983; 147: 377-81.

Arthritis and
angioimmunoblastic
lymphadenopathy
SIR, Angioimmunoblastic lymphadenopathy is a lympho-
proliferative condition of unknown aetiopathogenesis.'
Typical features include lymphadenopathy, hepatospleno-
megaly, cutaneous rash, pleuropulmonary lesions, and
hypergammaglobulinaemia. Both arthralgia and arthritis
have also been reported occasionally.2
A 49-year-old woman presented with fever, anorexia,

weight loss, and symmetrical polyarthritis. These symptoms
had been present for the last 11 months. There was no

former history of viral infection or drug ingestion. Physical
examination revealed a chronically ill patient with tempera-
ture of 39°C. Numerous small, movable, rubbery and non-

tender lymph nodes were palpated in the cervical region.
Synovial thickening, warmth, and tenderness of wrist,
elbow, and knee joints were noted, as well as moderate
bilateral knee effusion. The ESR was 100 mm/h. Protein
electrophoresis showed a polyclonal hypergamma-
globulinaemia. The latex test for rheumatoid factor and the
antinuclear antibody test were negative.

Aspiration of the left knee revealed a clear fluid with a

moderate number of leucocytes, 67% of which were

polymorphonuclears. Synovial fluid protein, glucose, and
C3 were within normal ranges. Culture was sterile and
crystals were not observed. A radiograph of the left wrist
showed periarticular osteoporosis and narrowing of the
radiocarpal joint space with irregular subchondral erosions.
A lymph node biopsy was performed. Histological lesions

consisted of diffuse effacement of nodal architecture with a

pleomorphic cellular proliferation in which immunoblasts,
plasma cells, histiocytes, and lymphocytes predominated. In
addition, vascular proliferation-arborising blood ves-

sels-and prominent eosinophilic PAS-positive interstitial
material were seen.
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