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Abstract

Phagocytotsis is one of immune response
aspects for that we study it in patients with
Rheumatoid Arthritis (RA) and Systematic
Lupus Erythematosus (SLE), these diseases
belong to autoimmune diseases which
characterize with defect in immune system.
We determinded phagocytic ability of
neutrophils by  use suspension  of
Staphylococcus aureus.The results showed
significant decrease in phagocytic ability
patients with R.A. compared with control
group (P<0.001), While in patients with SLE
showed very significant decrease compared
with control group (P<0.001).



