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Relationship between serum inflammatory cytokine levels and antidepressant efficacy SHEN Yonghui, CHEN Zhiyu, ZHANG
Xueping, et al. Hangzhou Mental Health Clinical College, Anhui Medical University, Hangzhou 310013, China

[ Abstract ] Objective To investigate the relationship between serum inflammatory cytokine levels and antidepressant
efficacy. Methods Ninety one patients with depression were treated with selective 5—serotonin reuptake inhibitor (SSRI) for 4
wks. The efficacy of antidepressant was evaluated by Hamiltoh Depression Scale (HAMD-17), the level of serum IL-6 and TNF- «
before and after treatment was detected by ELISA. The«relationship between serum inflammatory cytokine levels and HAMD-17
score was analyzed. Results At 4 wks of antidepressant treatment, 70 cases were apparently effective, and 21 cases were not
apparently effective (improvement + invalid). There.were no significant differences in serum IL-6, TNF- a levels before treatment
between apparently effective group and non=apparently effective group (all P >0.05), and the above indexes were significantly
lower in the apparently effective group after treatment than those in non-apparently effective group (all P<0.05). The serum IL-6
reduction rate, TNF- a reduction rate andtHAMD-17 reduction rate were positively correlated in the apparently effective group
(r=0.461, 0.397, P<<0.05), and the serum IL-6 reduction rate and TNF- a reduction rate of non—apparently effective group were
not correlated with the HAMD—=17 reduction rate (all P >0.05). Serum TNF- o reduction rate had a positive predictive effect on
HAMD-17 reduction rate. Conclusion The serum inflammatory cytokine levels after treatment are associated with the efficacy of
SSRI therapy in patients with depression.
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