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ABSTRACT Objective: To observe the influence of Tumor Necrosis Factor (TNF) antagonist on the expression levels of IL-6,
IL-17, IL-21, IL-23, TNF-a and TGF-B1 in blood serum of patients with ankylosing spondylitis (AS), and to investigate the mechanism
and efficacy of TNF antagonist on treatment of AS on the basis of clinical data. Methods: The treatment group were given the etanercept
combined with celebrex, etanercept was 25 mg by subcutaneous for 8 weeks, then the morning stiffness VAS score, back pain VAS
score, bath Ankylosing Spondylitis Functional Index (BASFI) were assessed and the adverse reactions were recorded. The IL-6, IL-17,
IL-21, IL-23, TNF-a and TGF-B1 expression in serum of 25 cases with AS who were treated by the TNF antagonist combined with
COX-2 inhibitors were detected by enzyme-linked immunosorbent assay before and after the treatment for 4 and 8 weeks. And the
cytokine levels another 20 patients who were only given the COX-2 inhibitors were also detected before and after treatment. Results: The
IL-6, IL-17, IL-23 and TNF-«a expression in serum of TNF antagonist group and the control group obviously decreased after the treatment
for 4 and 8 weeks than before (P<0.05); IL-21 and TGF-B1 expression of patients in the treatment group had no significant decreased
(P>0.05); IL-6, IL-17, IL-21, IL-23, TNF-a and TGF-B1 in serum of control group had no significant decreased (P>0.05); The morning
stiffness VAS score, back pain VAS score, BASFI and erythrocyte sedimentation rate obviously improved, the excellent clinical rate was
88.0%, while the control group was 50.0%, which had obviously significance (P<0.05), and the adverse reaction of treatment group was
mild. Conclusion: TNF antagonist could decrease the cytokine expression levels of AS patients, improve the immune function and
clinical symptoms, delay the disease progression. However, the efficacy of TNF antagonist combined with COX-2 inhibitors in treatment
of AS patients should be further observed.
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Table 1 Comparison of the partial clinical indicators between the TNF antagonist group and the control group before and after the treatment

Morning stiffness VAS score

Back pain VAS score

Groups After treatment After treatment
Before treatment t Before treatment t
for 8 weeks for 8 weeks
TNF antagonist group 8.9+ 3.01 3.0 1.87% 12.136 8.8+ 2.56 2.2+ 0.89% 12.134
Control group 8.4+ 2.89 6.7+ 2.443% 4.964 8.3+ 1.82 6.4+ 2.913% 3.713

i HA LB X P<0.05, A1E b P<0.05,

Note: Compared within each group, »* P<0.05,Compared between two groups, P<0.05.
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Table 2 Comparison of the partial clinical and laboratory indicators between the TNF antagonist group and the control group before and after treatment

Bath Ankylosing Spondylitis Functional Index ) )
Erythrocyte sedimentation rate

(BASFI)
Groups
After treatment for After treatment for
Before treatment t Before treatment t
8 weeks 8 weeks
TNF antagonist group 8.9+ 2.48 3.2+ 1.66% 9.962 61.8+ 1043 23.2+ 4.85% 10.628
Control group 8.2+ 3.19 5.7+ 3.09% 5.116 573t 9.84 444+ 7.39% 4.116

7 AR L3R X P<0.05, 18] Eb 8k P<0.05,
Note: Compared within each group, »* P<0.05,Compared between two groups, P<0.05.
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Table 3 Comparison of the partial expression levels of Cytokines between the TNF antagonist group and the control group before and after the treatment

After treatment  After treatment P Value
Cytokines Groups Before treatment
for4 weeks for §week Groups Time Groupxtime
TNF antagonist
IL-6(ng/L) 43.8+ 2.64 224+ 7 6.8+ 0.78 0.001
group 0.031 0.005
Control group 42.7+ 3.51 38.4+ 3.17 34.38+ 2.82 0.285
TNF antagonist
group
Control group 103.8+ 19.12 76.7+ 11.38 56.2+ 3.81 0.001
IL-17(pg/L) TNF antagonist 0.001 0.000
111.2+ 23.79 98.3+ 20.14 81.3+ 17.92 0.191
group
Control group
TNF antagonist
IL-21(pg/L) 73.6x 538 71.8+ 7.93 80.2+ 7.85 0.272
group 0.038 0.018
Control group 77.6x 4.92 73.3+ 8.84 74.4+ 6.18 0.385
TNF antagonist
group
IL-23(pg/L) Control group 233.6x 17.74 86.1+ 3.84 40.2+ 2.12 0.001
TNF antagonist 0.001 0.003
221.2+ 15.90 176.7+ 20.62 141.8+ 11.92 0.035
group
Control group
TNF antagonist
TNF-a(ng/L) 264.1x 22.45 48.9+ 4.41 6.2+ 0.25 0.001
group 0.002 0.004
Control group 278.4%+ 20.79 262.6+ 18.12 257.8+ 17.98 0.483
TNF antagonist
group
TGF-B1(ng/L) Control group 118.6%+ 9.43 112.2+ 7.56 114.5% 10.20 0.288
TNF antagonist 0.001 0.018
106.2+ 8.69 107.7+ 10.62 141.8+ 11.92 0.357

group

FEEMBIARIE, X P<0.05;1L-6: AN E -6;1L-17: ANE -17; TGF-B1: B EKEF B,
Note: Liner fit test, % P<0.05;11-6: interleukin-6; I1-17: interleukin-17; TGF-B1: Transforming growth factor-g1.
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