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[Abstract] Objective To determine the association between acute-phase-reactants ( APR) and interleukin-6
(IL-6) in patient with dermatomysitis (DM). Methods The levels of C-reactive protein (CRP), serum amyloid A
protein (SAA) and serum ferritin (SF) in peripheral blood of 31 adult DM patients were determined by
chemiluminescence immunoassay, and compared with those of 23 patients with systemic lupus erythematosus
(SLE), 22 patients with rheumatoid arthritis (RA), and 18 patients with Sjogren syndrome (SS). The correlations
between the levels of those APR and 11.-6 were examined. We also measured dermatomyositis disease activity using
myositis disease activity assessment tool (MDAAT), and examined its association with APR levels. Results DM
patients had significantly lower level of CRP [(17. 08+ 17. 18) mg/LJ than those patients with RA [(85. 95+
60.62) mg/L, P<C0.000 1J, SLE ((51.34+52.98) mg/L, P=0.006) and SS ((47.00447. 24) mg/L, P=
0.018J. DM patients had significantly lower level of SAA ((92. 04 +98. 93) mg/LJ than those patients with RA
((311.304292. 45) mg/L, P=0. 002) and SS ((284. 31 £ 325. 30) mg/L, P=0. 025]). DM patients had
significantly higher level of SF [(510. 10£610. 73) ng/mlLJ than those patients with SS [(220. 334+164. 07) ng/
ml, P=0.02], as well as those with RA and SLE albeit without statistical significance. All of the three APRs
were positive correlated with I1L-6 level. No significant associations between APR and systemic or global disease
activities were found, although CRP was associated with constitutional disease activity and SF was associated with
pulmonary disease activity. Conclusion DM patients have lower levels of elevated APR than the other three
common connective tissue diseases, which is associated with 11.-6 but not with global disease activity.
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Table 1 Acute-phase-reactants (APR) in patients with DM, RA, SLE and SS

Variables DM group (n=31) RA group (n=22) SLE group (n=23) SS group (n=18)
CRP (mg/L) 17.08+£17.18 85.954-60. 62" 51.34452. 98" 47.00+47. 24"
SAA (mg/L) 92.04498.93 311.30£292. 45~ 149.904172. 22 284.31+£325.30"
SF (ng/ml) 510.104+610.73 395.744+406. 29 341.56+336. 46 220.33+164.07"

* P<C0.05,vs. DM group. DM: Dermatomysitis; SLE: Systemic lupus erythematosus; RA: Rheumatoid arthritis; SS: Sjégren

syndrome; CRP:C-reactive protein; SAA: Serum amyloid A protein; SF: Serum ferritin
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Table 2 The relationship between APR and disease activity in DM patients

CRP SAA SF
Disease activity
r P r P r P
Consititutional 0. 381 0.038 0.198 0. 286 —0.199 0. 496
Cutaneous 0. 140 0.462 0.268 0. 144 —0.156 0.594
Skeletal 0.123 0.517 0.153 0.410 0.136 0.643
Gastrointestinal 0.096 0.615 0. 046 0. 808 0.321 0.263
Pulmonary 0.042 0. 827 0.156 0.403 0. 340 0.048
Cardiovascular —0.002 0.991 —0.122 0.514 —0.263 0.364
Muscle —0. 206 0.275 —0.085 0. 648 0.231 0.426
Global —0. 064 0.735 0.143 0.442 —0.229 0.431
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