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Abstract: Objective To investigate the expression and significance of S100B in peripheral blood mono-
nuclear cells (PBMC) from patients with psoriasis vulgaris. Methods Thirty-five patients with psoriasis vul-
garis (psoriasis group) cared at our hospital from March 2016 to October 2017 and 17 normal controls (normal
control group) were recruited in this research. A real-time PCR was used to detect the expressions of S100B
mRNA and STAT3 mRNA in the peripheral blood mono-nuclear cells from both of the psoriasis group and the
normal control group, meanwhile the S100B protein expression in PBMC of the two groups were detected by
flow cytometry. Pearson correlation coefficient was applied to analyze correlation between S100B and psoriasis
area and severity index (PASI). Results The relative expression of SI00B mRNA in PBMC of the psoriasis
group was (0.05720.004), and it was (0.043+0.003) in the normal control group, comparison between the

two groups showed that there was statistical difference (¢t =14. 322, P <{0. 001). The relative expression of
STAT3 mRNA in PBMC of the psoriasis group was (0. 758=+0.067), and it was (0.418=+0. 035) in the normal
control group, comparison between the two groups showed that there was statistical difference ( t =23. 954, P
<C0. 05). Pearson correlation coefficient analysis results showed that S100B had obvious association with PASI.
The S100B protein expression in PBMC of the psoriasis group was significantly higher than that of the normal
control group. Conclusion The expressions of SI00B and STAT3 in PBMC from patients with psoriasis vul-
garis are abnormally elevated. S100B may be involved in the genesis and development of psoriasis vulgaris by
regulating STAT3.
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