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*Renal co-morbidity is common in patients with 

rheumatic disease based on regular assessment of 

serum and urine parameters of renal function. 

*When patients present with both arthritis and renal 

abnormalities the following questions have to be 

addressed.  

1. Is kidney disease a complication of rheumatic 

disease or its management, or are they both 

manifestations of a single systemic autoimmune 

disease? 

2.  Is rheumatic disease a complication of kidney 

disease and its management?  (Mineral bone 

disorder CKD –MBD) 

3.  How do rheumatic disease and kidney disease 

affect each other even when they are unrelated?. 



Renal co-morbidity may not be apparent in terms of 

signs and symptoms, so functional parameters must be 

routinely measured 

1. Serum creatinine 

2. Estimated GFR or Creatinine clearance 

3. 24 hour urine protein 

4. A/C ratio 
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*Rheumatoid arthritis 

Owing to their high prevalence, RA and renal disease 
often coincide. 

 

     Causes of renal problems in patient with RA         

1. The renal toxicity of antirheumatic drugs (for 
example, NSAID or cyclosporine toxicity)  

 

1. Secondary renal disease induced by the chronic      
inflammatory process (especially renal amyloidosis)  

 

2. Renal manifestations of the primary disease 
process. 
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*Implications of unrelated chronic kidney 

disease in the rheumatic patient 

*Patients with impaired renal function have a 

substantial increase in cardiovascular risk that 

can be explained only in part by an increase in 

traditional risk factors such as hypertension 

and diabetes .So International guidelines stress 

the need for preventing and treating 

cardiovascular risk factors in patients with 

CKD, especially RA or SLE patients 



*Several DMARDs cannot be used in CKD patients, 

due to their inherent nephrotoxicity. 

*For example, NSAIDs (including cyclooxy genase-2 

inhibitors) can cause acute deterioration of renal 

function, which is more common particularly in 

older patients, in CKD patients or in heart failure 

patients, and in states of volume depletion, 

because renal blood flow is dependent on renal 

prostaglandin synthesis. 

*Glucocorticoids, acetaminophen  or opioids can 

replace NSAIDs in CKD patients.  

*Cyclosporine A is another potentially nephrotoxic 

DMARD. Cyclosporine causes vasoconstriction of the 

afferent and efferent glomerular arterioles, which 

leads to reductions in renal blood flow and the GFR. 

Cyclosporine is hence contraindicated in RA patients 

with renal dysfunction according to international 

guidelines 

 



*Renal insufficiency also impairs the excretion of 
some DMARDs, which increases (non renal) 
toxicity. For example, methotrexate is not 
nephrotoxic per se but it is excreted via the 
kidneys, and therefore accumulates andnis 
increasingly toxic along the stages of CKD . 

*Some authors advocate dose reductions in CKD 
patients, but this can be dangerous because 
declines in the GFR can always happen with 
incident fluid loss – for example, through vomiting, 
diarrhea, use of diuretics or NSAIDS, sweating or 
fever – which further impair methotrexate 
clearance without a physician even being consulted. 
In view of the potential lethal side effects and 
usually available alternative treatment regimens 
(for example, leflunomide or biologicals), 
methotrexate should generally be avoided in CKD 
patients. 

*Antimalarials, sulfasalazine, and azathioprine are 
only partially excreted by the kidneys, and 
therefore dose reductions were proposed at GFR 
<50 ml/minute 


