
Of the 14 patients classified by ultrasonography as affected
with chondrocalcinosis, 13 presented with CPPD crystals in
synovial liquid, whereas 2 of the 29 patients of the control
group were positive for CPPD crystals at microscopic analysis
(table 1). Therefore, ultrasonography demonstrated a high
specificity (equal to 96.4%) and good sensitivity (equal to
86.7%), with a positive predictive value of 92% and a negative
predictive value of 93%.

Considering that CPPD crystals could be found in synovial
fluid even when characteristic calcifications are not found in
joint tissues by traditional radiology,5 6 a sensitivity of 86.7%
must be an excellent result. The important data of this study is,
however, the high specificity of ultrasonography (96%) in
identifying CPPD calcifications.

Other studies have been carried out on the utility of
ultrasonography in knee chondrocalcinosis,7 8 but this is the
only study that has used the presence of CPPD crystals in
synovial liquid as a gold standard. The objective of this study
was to evaluate the capacity of ultrasonography to offer a
diagnosis, by identifying CPPD calcifications. For this purpose,
microscopic synovial fluid analysis, the most widely used
examination for the diagnosis of CPPD crystal deposition
disease, was used as the gold standard.

Therefore, ultrasonography, as opposed to traditional radi-
ology (ionizing radiation) and to magnetic resonance imaging
(still conflicting data),9 10 is the only innocuous examination
currently available to the physician that is able to identify CPPD
crystal deposits. Considering that CPPD crystal deposition
disease frequently has a subclinical course and the patient
does not always reach the surgery in an acute stage, it is
important for the physician to have a tool at his disposal that
permits a diagnosis even in the absence of joint effusion.
Moreover, the possibility that ultrasonography can be carried
out rapidly during a rheumatology examination places it as a
prime tool of diagnostic practice when there is suspected CPPD
arthropathy.
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CORRECTION

doi: 10.1136/ard.2006.058784.corr1

There was an error in table 1 of the article by
Micheloud D, Calderón M, Caparros M, D’Cruz
D P. Intravenous immunoglobulin therapy in
severe lupus myocarditis: good outcome in
three patients. Ann Rheum Dis 2007;66:986–7.
The units IU/ml and ug/l should refer to CK
and troponin levels, respectively. There should
also be an extra line in the table. The corrected
table is available on our website at http://
ard.bmj.com/Supplemental.
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Introduction 

Myocarditis occurs in 8–78% of autopsy studies of SLE patients (1-2) but is rare in 
clinical practice. We describe three patients with severe lupus myocarditis, who improved 
dramatically following intravenous immunoglobulin (IVIg) therapy. 

 

Case reports (Table1) 

 

A 37 year old woman was diagnosed with lupus confirmed by strongly positive anti-
DNA, low complement, and positive anti-RNP and Sm antibodies. She developed 
breathlessness and a restrictive lung function pattern and received mycophenolate.  She 
was admitted with a respiratory tract infection, neutropenia (1.6x109/l) and lymphopenia.  
Echocardiography showed dilated right and left ventricles with preserved left ventricular 
ejection fraction (LVEF), with a pulmonary pressure of 50mmHg. Severe heart failure 
did not respond to diuretics, vasoactive drugs and haemofiltration. A repeat 
echocardiogram revealed cardiomyopathy with an LVEF of 24%. Treatment for lupus 
myocarditis was started with IVIg (0.4g/kg/day for 5 days), with a dramatic improvement 
over 14 days. Immunosuppression was continued with low dose intravenous 
cyclophosphamide (3) when the sepsis had resolved. Repeat echocardiography 8 months 
later was normal. Two further patients are summarized in Table 1. 

  

Discussion. 

Myocarditis is an uncommon but severe complication of SLE. Our patients presented 
acutely with severe ventricular systolic failure with a poor LVEFs (Table 1). Although 
myocardial biopsy was not performed, normal coronary arteries ruled out the presence of 
thrombotic events in 2 cases. The global dysfunction demonstrated by echocardiography, 
the normal coronary arteries and the rapid recovery of left ventricular function after 
treatment support the diagnosis of myocarditis secondary to SLE. 

IVIg is being increasingly used for the treatment of autoimmune diseases, including SLE, 
in an attempt to control severe manifestations unresponsive to other therapies or to reduce 
the risk of infection. There are no prospective controlled trials of IVIg in SLE, but many 
published cases series have shown improvement of cutaneous, muscular, joint, 
neuropsychiatric, serositis, hematological, vasculitic and nephritic manifestations of SLE 
(3). There are few reports of lupus myocarditis treated with IVIg but all have shown rapid 
improvement in the clinical and echocardiographic abnormalities (5-6) 

Our three patients rapidly improved shortly after IVIg treatment, all being discharged 
from the Coronary Care Unit within 2 weeks and steroid treatment was rapidly reduced. 
No side-effects were noted. All 3 had suffered a major infection prior to developing acute 
myocarditis precluding immunosuppression . 



There is no consensus on the specific treatment of SLE myocarditis. Most reports 
describe treatment with high-dose corticosteroids, followed by either cyclophosphamide 
or azathioprine in addition to conventional treatment for heart failure.  Our three patients 
had received high-dose corticosteroids without improvement. IVIg has also been used for 
myocarditis secondary to Kawasaki’s disease (7).  

Our report emphasises both the complicated differential diagnosis of cardiac involvement 
in SLE, and the probable beneficial role of IVIg treatment in this disease, especially in 
severely ill patients with concomitant sepsis.  
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Table 1  

 

 Patient 1 Patient 2 Patient 3 
Age 34 50 37 
Sex Female Female Female 
Years since SLE 
diagnosis 

10 40 7 

Lupus manifestations    
    Arthritis Yes Yes Yes 
    Raynaud’s  
    phenomenon 

Yes Yes Yes 

    Photosensitivity Yes Yes No 
    Others  neurological 

involvement 
skin rashes mouth ulcers 

APS TIAs/miscarriages DVT No 
Clinical symptoms Chest pain, SoB Shortness of Breath Shortness of Breath 
CPK/Troponine 
levels() 

33.99 3.75 M 

Echocardiographic 
LVEF 

20% 30% 24% 

Coronary angiography ND Normal 6 months before Normal Arteries 
Immunological 
parameters 

   

  ANA  Weak positive Neg 1280 
  dsDNA (UI/ml) Negative Neg >100 
  C3/C4 (g/l) 0.65/0.05 0.43/0.06 0.11/.032 
  Anticardiolipin IgG  ND 175 7.4 
  Anti RNP Negative Negative Positive 
  Anti Sm Negative Negative Positive 
  Anti Ro/La Positive/positive Positive/Negative Negative 
  Lupus anticoagulant Positive Pos Positive 
Treatment    
Methylprednisolone 
pulses 

1gr/d x 3 0.5gr/d x 3 No 

IvIg i.e. 0.4g/Kg/d x 5 0.4g/Kg/d x 5 0.4g/Kg/d x 5 
Cyclophasphamide 500mg/15d x6 500mg/15d  x 6 500mg/15d  x6 
Immediate evolution Marked 

improvement 
Marked 

improvement 
Marked 

improvement 
Follow-up (months) 8 7 6 
 




