-

View metadata, citation and similar papers at core.ac.uk brought to you byf: CORE

provided by Yonsei University Medical Library Open Access Repository

CHstelatz(stelx] « M 193 *M 23 1999
Korean J Clin Pathol 1999; 19: 234-8

HAREUE SRON BAY) sFas Y sFas Ligand 278

ARSI - YBis - SEAL - 0|2
SIS o/ TiTHEt SIAHR| DISHIAL, LHRISHIAL"

Determinations of Soluble Fas and Soluble Fas Ligand in Patients
with Systemic Lupus Erythematosus
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Departments of Clinical Pathology and Internal Medicine*, Yonsei University College of Medicine, Seoul, Korea

Background : The Fas/Fas ligand (FasL) system plays an important role in apoptosis by involve-
ment in various immunologic functions, especially the removal of autoreactive and activated T-
cells. sFas is a variant of the Fas receptor molecule, which lacks the transmembrane domain by
alternative splicing of Fas mRNA and has an inhibitory effect in apoptosis by inhibition of the
Fas/FasL pathway. sFasL is a coverted form of FasL by metalloproteinase and is increased in vari-
ous malignant and autoimmune diseases. In this study, we investigated the expression of sFas and
sFasL in systemic lupus erythematosus (SLE) and evaluated their usefulness as markers of disease
activity.

Methods : The concentration of sFas and sFasL in sera from 43 patients with SLE, 17 with
rheumatoid arthritis (RA) and 15 normal healthy persons were measured using sFas (S) ELISA Kit
and sFas Ligand ELISA Kit (MBL Co., LTD., Nagoya, Japan), respectively. Twenty of 43 SLE sera
were paired samples of 10 patients obtained on admission and discharge.

Results : The concentration of sFas in SLE (3.12+2.28 ng/mL) was significantly higher than in
RA (2.23%0.37 ng/mL) and in the normal control (2.12+0.33 ng/mL). In particular, the concentra-
tion of sFas in sera on admission (4.35+3.68 ng/mL) was significantly higher than in the sera on
discharge (2.89+0.66 ng/mL), but, the concentration of sFasL among the 3 groups was not statisti-
cally different.

Conclusions : These results suggest that apoptosis is involved in the pathogenesis of SLE and
sFas might be a useful marker as a predictor of disease activity. Further study on the correlation
between sFas and other disease activity markers, such as CRP, CH50, CD4 cell count and autoan-
tibody titer is needed. Also, the evalution of sFas as a predictor of disease progression on follow-up
studies of these patients is needed. (Korean J Clin Pathol 1999; 19: 234-8)
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Fig. 1 The distributions of serum sFas in SLE, RA and normal
controls.

Table 1. Serum levels of sFas and sFasL in systemic lupus erythematosus (SLE), rheumatoid arthritis (RA) and normal controls (NC)

SLE
— - RA NC
on admission on discharge
sFas 4.35 + 3.68* ng/mL 2.89 + 0.66 ng/mL 2.23 + 0.37 ng/mL 2.12 + 0.33 ng/mL
sFasL 0.42 + 0.01 ng/mL 0.43 + 0.00 ng/mL 0.39 + 0.05 ng/mL 0.46 + 0.00 ng/mL

*mean + SD.
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