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[ Abstract] Objective: To investigate the expressions of IL-17 and IL-23 proteins in the serum of pa-
tients with recurrent aphthous ulcers (RAU) and elucidate the possible role of IL-17 and IL-23 in the
pathogenesis of RAU. Methods: 40 patients with RAU (30 cases of minor aphthous ulcer named Mi-
AU and 10 cases of major aphthous ulcer named MjAU) were enrolled in research group and 20
healthy people served as control. The expressions of IL-17 and IL-23 proteins in peripheral blood were
investigated by using ELISA and their clinical significance in RAU was analyzed by SPSS11.5. Re-
sults;: The CD4, CD4/CD8, CD16 +56 and C3 levels in patients with RAU were significantly lower
than those in healthy control, and IgM and CHS50 levels in patients with RAU were significantly higher
than those in healthy control (P <0.05) ; The levels of IL-17 and 1L.-23 proteins in the serum of pa-
tients with RAU were significantly higher than those in healthy control (P <0.01) , while there was no
significant difference between MiAU and MjAU(P >0.05). Conclusions: There are immune dysfunc-
tions in patients with RAU. IL-17 and IL-23 up-regulating may play some role in the immune patho-
genesis of RAU.
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Tab.1 Test results of cellular immunity of the patients in the two groups
Gaih n CD3 CDh4 CD8 CD19 CD16 +56 CDh4/8
papiizEz) 20 70.85 +6.23 38.46 +5.77 30.40 £5.59 9.42 £3.04 22.37 +7.90 1.38 £0.34
RAU 4] 40 68.84£9.04  32.88+7.09'" 33.45+10.07 8.93+3.59  19.26+8.36” 1.10x0.48"

W 5B A P <0.01, Y HRF R AL P <0.05
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Tab.2 Test results of humoral immunity of the patients in the two groups

Gaaik n IsG (mg/L) IgA (mg/L) IeM (mg/L) C3(mg/L) CH50( kU/L)
X HE 2 20 12 870 £1 350 2 350 =340 1 080 =240 1 140 £270 75 £25
RAU £ 40 135 301 +4 936 2051 +1 221 1598 +770" 1009 +331% 99 +22V

W 5B A P <0.01, Y HRF AL AL P <0.05
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