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ABSTRACT Objective: To investigate the expression of serum interleukin 17 (IL-17), interleukin 18 (IL-18) and vascular endothe-
lial growth factor (VEGF) in patients with psoriasis vulgaris and its correlation study with the severity of the disease. Methods: 86 pa-
tients with psoriasis vulgaris treated in our hospital from August 2015 to April 2017 were selected as the study group. In addition, 40
healthy volunteers in our hospital were selected as the healthy control group during the same period. The patients in the study group were
grouped according to the clinical symptoms and the changes of their condition, they were divided into progressive stage psoriasis group
(n=32), quiescent stage psoriasis group (n=24) and degenerative stage psoriasis group (n=30). The levels of serum IL-17, IL-18 and
VEGF were compared between the study group and the healthy control group. The levels of serum IL-17, IL-18, VEGFand PASI score
were compared in patients with different subgroups in study group. Analyzed the correlation between the expression of IL-17, IL-18,
VEGF and PASI score by Spearman correlation analysis. Results: The levels of serum IL-17, IL-18 and VEGEF in the study group were
significantly higher than those in the healthy control group (P<0.05). The levels of serum IL-17, IL-18, VEGF and PASI score in the pro-
gressive stage psoriasis grope were significantly higher than those in the quiescent stage psoriasis group and the degenerative stage psori-
asis group. The levels of serum IL-17, IL-18, VEGF and PASI score in the quiescent stage psoriasis group were significantly higher than
those in the degenerative stage psoriasis group (P<0.05). Spearman correlation analysis showed that, the levels of serum IL-17, IL-18 and
VEGEF in the study group were positively correlated with the PASI score (P<0.05). Conclusion: The levels of serum IL-17, IL-18 and
VEGEF are abnormally elevate in patients with psoriasis vulgaris,and their levels are related to the severity of the disease. Monitoring the
above three indicators is helpful for the clinical treatment of psoriasis vulgaris.
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Table 1 Comparison of levels of serum IL-17, IL-18 and VEGF in the study group and healthy control group

Groups n IL-17(ng/L) IL-18(ng/L) VEGF(pg/mL)
Study Group 86 30.14% 12.26 29.17+ 12.98 336.2+ 145.3
Healthy control group 40 19.67+ 2.42 18.64+ 2.73 183.09+ 90.2
t - 6.267 6.812 7.559
P - 0.000 0.000 0.000
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Table 2 Comparison of levels of serum IL-17, IL-18, VEGF and PASI score in patients with different subgroups in study group

Groups n IL-17(ng/L) IL-18(ng/L) VEGF(pg/mL) PASI score(scores )
Degenerative stage psoriasis group 30 17.56 3.09* 17.54+ 4.36® 242.22+ 103.05® 733+ 341®
Quiescent stage psoriasis group 24 26.23+ 2.83° 25.07+ 3.42° 270.31%+ 107.04* 12.68+ 3.69°
Progressive stage psoriasis group 32 44.17+ 7.38 46.67+ 8.45 372.42+ 160.36 21.36% 6.98
F - 15.368 18.240 8.392 12.368
P - 0.000 0.000 0.000 0.000

Note: Compared with the progressive stage psoriasis group, ‘P<0.05; Compared with the quiescent stage psoriasis group, "P<0.05.
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