


• SLE is a fluctuating multisystem disease with a
diversity of clinical presentations.

• Abnormal immunologic function and formation
of antibodies against “self” antigens underlie the
pathogenesis of SLE.

• The hallmark of SLE is the development of
autoantibodies to cellular nuclear components
that leads to a chronic inflammatory autoimmune
disease.

• The disease occurs predominantly in women,
with a reported female-to-male ratio approaching
10:1.



• SLE is reported to be less prevalent in whites than in
other ethnic groups, including blacks, Hispanics, Native
Americans, and Asians.

• The etiology of abnormal autoantibody production and
development of SLE is still unknown.

• Genetic, environmental, and hormonal factors all may
play a role in loss of “self” tolerance and expression of
disease.

• A popular theory is that autoimmune disease such as
SLE develops in genetically susceptible individuals after
exposure to a triggering agent, possibly something in
the environment.







Pathophysiology of SLE





TREATMENT:
• Desired treatment outcomes for the patient with

SLE are twofold: (a) management of symptoms
and induction of remission during times of
disease flare and (b) maintenance of remission
for as long as possible between disease flares.

• A balanced routine of rest and exercise, while
avoiding overexertion, is essential in managing
fatigue.

• Avoidance of smoking may be particularly
important because hydrazines in tobacco smoke
may be an environmental trigger of lupus and
likely contribute to accelerated CAD.





General approach in the management of SLE





• The mechanism of action of the antimalarial drugs is
uncertain.

• It has been proposed that antimalarials interfere with
T-lymphocyte activation.

• Other effects of antimalarials that may benefit patients
with SLE include inhibition of cytokines, decreased
sensitivity to ultraviolet light, antiinflammatory activity,
antiplatelet effects, and antihyperlipidemic activity.

• Response to chloroquine occurs within 1 to 3 months,
whereas the maximal effect of hydroxychloroquine
may not occur for 3 to 6 months.



• Patients with clinical manifestations that are
more serious or unresponsive to other drugs
usually require corticosteroids.

• The goal of treatment with corticosteroids in SLE
is to suppress and maintain suppression of active
disease with the lowest dose possible.

• In patients with mild disease, low-dose therapy
(prednisone 10 to 20 mg/day) is adequate.

• Azathioprine can be used as a “steroid-sparing”
agent, allowing for the reduction of corticosteroid
doses



• Cyclophosphamide may be of benefit to some patients
with other serious, refractory manifestations of lupus,
including neurologic manifestations.

• Reports of the use of other cytotoxic drugs for lupus in
recent years include methotrexate, mycophenolate
mofetil, mechlorethamine (nitrogen mustard),
chlorambucil, and cyclosporine.

• Mycophenolate mofetil is an immunosuppressive agent
that has become an established treatment of severe
renal and nonrenal lupus refractory to conventional
cytotoxic agents.

• Mycophenolate mofetil has been investigated as an
alternative to cyclophosphamide for induction of
remission.


