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ADULT RESPIRATORY DISTRESS SYNDROME IN KOREAN PATIENTS WITH SLE
: CAUSES AND PROGNOTIC FACTORS.
Wan-Uk Kim*, Seong IL Kim, Jun-Ki Min, *Seok-Chan Kim, Sang-Heon Lee, Sung-Hwan Park, Yeon-Sik
Hong, Chul-Sco Che & Ho-Youn Kim.
Division of Rheumatology,*Division of Pulmonclogy, Department of Internal Medicine,
The Catholic University of Korea.

To determine the causes and prognostic factors of Adult Respiratory Distress Syndrome (ARDS) in patients
with systemic lupus erythematosus (SLE), we investigated 544 Korean SLE patients who were followed in
the Lupus clinic of the Catholic Medical Center from 1993 to 1997. Nineteen patients were revealed to have
history of ARDS (3.5%) and thirteen patients (68.4%) among these patients died. Death related to ARDS was
34.99% of total death (n=37) from SLE. The frequency and causes of ARDS were as follows ; 9 sepsis or
bacteremia (47.4%), 2 miliary tuberculosis (105%), 2 invasive pulmonary aspergillosis (10.5%), 2 acute
putmonary alveolar hemorrhage syndrome (105%), | acute lupus pneumonitis (5.3%), 1 massive hemorrhage
duc to placenta previa (5.3%), 1 aspiration pneumonitis (5.3%), 1 disseminated intravascular coagulation
associated with systemic vasculitis (5.3%). The main organisms in sepsis were gram negative baciili (61.5%).
To determine the prognostic factors in ARDS, the survivers (n=6) from ARDS were compared to the
deceased (n=13). The survivors had a lower SLAM index at presentation and APACHE I score within 24
hour alter diagnosis of ARDS than the deceased (p<0.05) and the APACHE 1l score was positively
correlated with the SLAM index (r=0.475, p<0.05). The survivors tended to have a higher level of
complement and lower levels of anti-DNA antibody at presentation, and to have a lower dose of previous
steroid treatment, but there wasnt a statistical significance between these groups. Collectively, ARDS was
uncommon but highly fatal in patients with SLE. The most common cause of ARDS in Korean patients with
SLE was sepsis by gram negative bacteria. The SLAM index and APACHE Il score could be useful
prognostic factors of ARDS in SLE.
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