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[ABSTRACT] Objective: To investigate the differential expression of serum soluble TNF-related apoptosis-inducing ligand
(sTRAIL) between ankylosing spondylitis (AS) and rheumatoid arthritis patients (RA) and to discuss its clinical significance.
Methods: Sixty AS patients, including 38 HILA-B27-positive ones and 22 HIA-B27-negative ones, 20 rheumatoid arthritis
(RA) patients and 30 healthy individuals were included in the present study. The AS patients were divided into active group and
inactive group based on bath ankylosing spondylitis disease activity index (BASDAI). The concentrations of serum sTRAIL
were measured by ELISA in all groups. Erythrocyte sedimentation rate (ESR) and C-reactive protein (CRP) were detected au-
tomatically by ESR automatic analyzer and specific protein analyzer. Results: The serum sTRAIL concentration was significantly
higher in AS patients (both HLLA-B27-positive and -negative AS patients) than in RA patients and healthy controls (P<C0.01);
no significant difference was found between HLA-B27-positive and -negative AS patients. Serum sTRAIL concentration was sig-
nificantly higher in active AS group than in inactive AS group(P<0. 01). Serum sTRAIL and CRP concentrations were correla-
ted with each other in HLLA-B27-positive AS patients (r = 0. 609, P =0. 000), but not in HLA-B27-negative ones. Serum
sTRAIL concentration was not correlated with ESR in AS patients. Conclusion; Serum sTRAIL is obviously up-regulated in AS
patients, which is not associated with the status of HLLA-B27. However, the association between sTRAIL and CRP is influ-
enced by the status of HLA-B27.
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Tab 1 Serum sTRAIL and CRP concentrations and ESR in all groups
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Group N /;TRAIIIL1 ESR ] - CRP .

or/(pg+ ml™") (mm + h™") or/(mg « L1

AS 60 1514.38+261.84" " 40.73+19.76" * 31.82420.98" *

HLA-B27(+) 38 1537.66+£214.99"* 46.47+18.53* " 41.904+19.10" *
HLA-B27(—) 22 1474.574329.39"* 30.82418.16" * 6.18+3.27

RA 20 1067.014+280.93 46,01414.45" " 37.04425.74" "
Healthy controls 30 936.99+239.53 7.25+3.68 5.38+2.99

** P<20. 01 wvs healthy controls
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Tab 2 sTRAIL and CRP levels and ESR in active and inactive AS patients and healthy controls
(x£s)
Group N ) sTR/\ILi1 ESR7I ) CRP .
on/(pg + ml™h) (mm =+ h™ 1) on/(mg« L7
Active AS 41 1 600.524228.67* * AL 49.414+15.95* *4 39.174+21. 05"~
Inactive AS 19 1328.47+234.81" " 22,004+13. 15"~ 15.96+£8.38" "
Healthy controls 30 936.994239.53 7.25+3.68 5.38+2.99

* P<C0. 01 ws healthy controls; 24 P<C0. 01 vs inactive AS group
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