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Abstract:

Objective. SLE is an autoimmune disease characterized by sixees
autoantibody production against ‘self’ antigens amgmunocomplex
formation, resulting in frequent widespread inflaatory damage to target
multiple organ systemsThe aim of this study was to determine the
association of lymphopenia with the clinical mastfgions, serologic
abnormalities, disease activity and disease damsgeell as drug intake in
SLE patients.

Methods: thirty female SLE patients with lymphopenia, fifteéemale
SLE patients without lymphopenia, and ten healdgmdles with matched
age group served as control. All the patients alféling the ACR criteria
of SLE. Disease activity was assessed using SLIDAdease damage was
assessed with SLICC/DI

Results: Lymphopenia in SLE was found to be associated wWifhus
nephritis (P=0.023), leucopenia (P=0.004), diseadevity (P=0.03) and
organ damage (P=0.02) but was not associated wdlological

abnormalities or with drug intake (P>0.05).

Conclusion: lymphopenia was associated with lupus nephreiscdpenia,

disease activity and organ damage.
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I ntroduction

| ntroduction

SLE is an autoimmune disease characterized by sixees
autoantibody production against ‘self’ antigens amgmunocomplex
formation, resulting in frequent widespread inflaatary damage to target
multiple organ systems. It may affect any organ @noduce a broad

spectrum of clinical manifestatioifgeh et al, 2007).

Lymphopenia is a common clinical manifestation atwd clinical
usefulness has been limited mainly to aid in tlegdosis of SLE because
lymphopenia is one of the hematologic criteria adow to American
College of Rheumatology (ACRMHEchberg, 1997).

Lymphopenia in patients with active SLE is commaowl anay be of
pathognomonic significance. However, it may be edulsy factors other
than SLE. Medications including corticosteroids arndotoxic agents,
infections, and hospital setting can also contgbubd reduction in
lymphocyte count, which may not be a direct reftactof disease activity
(Casteleno et al, 1997).

Some studies have shown lymphopenia to be assdciadth
particular clinical manifestations of SLE, diseaaetivity and organ
damaggVila et al, 2006) (Yu et al, 2007).

Aim of Work

The aim of this study was to determine the assoaiaif lymphopenia
with the clinical manifestations, serologic abnolitres, disease activity
(SLEDI) and disease damage (SLICC-DI) as well agydntake in SLE
patients.
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Review of Literature

Clinical Featuresof SLE

Constitutional manifestations:

Constitutional symptoms such as malaise, fatigueyerf and
unintentional weight loss are common presentingpgms of SLE. These
symptoms are not specific to just SLE, and diligerstiould be given to
discerning other etiologies such as fibromyalgiapréssion, infection,
malignancy, endocrinopathy or other connectiveugssliseases on initial
presentatiorfLam and Petri, 2005).

M ucocutaneous manifestations:

The skin provides one of the best windows throudicivto view the
activity of lupus, both from the patient’s perspeetin recalling specific
features and from the clinician’s in establishiing tdiagnosis or assessing
disease activityEdworthy, 2005).

The skin lesions seen in patients with lupus casclassified into those
that are lupus-specific histologically, and thobattare lupus non-specific.
The lupus-specific lesions may be further dividatbithose that are acute,

subacute and chron{Gladman and Urowitz, 2003).



