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[Abstract] Objective 25-hydroxy vitamin D3 as a key innate immune signaling, which can promote the expression of antimi-
crobial peptide LL1.-37. This study was to explore the role of 25-hydroxy vitamin D3 and L.L.-37 in the recurrent upper respiratory
tract infection. Methods The patients with upper respiratory tract infection in our department for three consecutive years were se-
lected. The prevalence frequencies of 46 patients with upper respiratory tract infection were greater than or equal to two times one
year (20 male patients and 26 female patients). The average age was (32.3539. 10) years old. 15 cases of healthy people were re-
gards as a control group,and the average age was (31.35+10. 20) years old. The age was no significant difference between the pa-
tient with upper respiratory tract infection and control group(P>>0. 05). The level of 25-hydroxy vitamin D3 and human antimicro-
bial peptide I.1.-37 in peripheral blood serum and supernatant of induced sputum were detected with ELISA. The correlation analysis
was done with SPSS software. The effect of 25 hydroxy vitamin D3 on the level of L1.-37 in the antimicrobial peptide were analyzed
by human airway epithelial cell line. Results The levels of 25-hydroxy vitamin D3 from peripheral blood serum in patients with up-
per respiratory tract infection were significantly lower than the healthy control group(P<C0. 05). The levels of L1-37 in patients
with upper respiratory tract infection were significantly decreased,compared with healthy control group(P<C0. 05). The prevalence
frequencies of upper respiratory tract infection were negatively correlated with the levels of 25-hydroxy vitamin D3 (r= —0. 54, P<
0.05) ,and prevalence frequencies of upper respiratory tract infection were also negatively associated with levels of antimicrobial
peptide LL-37(»=—0. 65, P<(0. 05). The levels of 25-hydroxy vitamin D3 were positively correlated with levels of antimicrobial
peptide LL-37(r=0. 59, P<C0. 05). In vitro cell experiments showed that 25-hydroxy vitamin D3 upregulated the expression of LL-
37 in cells. Conclusion 25-hydroxy vitamin D3 deficiency may down-regulate antimicrobial peptide I.L1.-37 in recurrent upper respir-
atory tract infection.
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