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[Abstract] Objective To investigate expression of TREM-1/DAP12 protein in children with respiratory syncytial
virus (RSV) bronchiolitis as well as potential relationship between this pathway and inflammation. Methods From
January 2017 to January 2019, children with RSV bronchiolitis in Guangan People’s Hospital of Sichuan Province
were selected as case group (they were divided into mild group and severe group) , healthy children who had physical
examination during the same period were selected as control group, levels of inflammatory factors in serum and ex-
pression of TREM-1 and DAP12 in peripheral blood mononuclear cells (PBMCs) were detected. In vitro cell model
of human bronchial epithelial (NHBE) cells infected by RSV was constructed, NHBE cells were divided into control
group, RSV-infected group, RSV + siRNA-Control group and RSV + siRNA-TREM-1 group. Expression of
TREM-1 and DAP12 in cells as well as level of inflammatory factors in supernatant were detected. Results Serum

levels of inflammatory factors such as interleukin-18(IL-18) and expression levels of TREM-1 and DAP12 in PBMCs
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in children in mild and severe groups were both higher than those in control group, and severe group were higher
than mild group (all P<C0.05). The expression of TREM-1 and DAP12 in RSV-infected group and RSV + siRNA-
Control group were both higher than control group and RSV + siRNA-TREM-1 group (both P<C0. 05). Levels of

inflammatory factors in supernatant of RSV + siRNA-TREM-1 group were all lower RSV-infected group and RSV +
siRNA- Control group (all P<Z0. 05). Conclusion TREM-1/DAP12 signaling pathway is highly expressed in chil-
dren with RSV bronchiolitis. RSV induces overexpression of TREM-1 in NHBE cells, and silencing TREM-1 can

down-regulate DAP12 expression and inhibit the secretion of inflammatory factors.
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Table 1 Comparison of serum levels of inflammatory factors in children of each group (pg/mlL.)

5 151 %% IL-18 1L-6 1L-8 1L-17 HMGB1
EAE 4 39 14,224 3. 65¢ 28.61% 6. 73¢ 35.09+ 8. 13¢ 71. 44 £ 15, 06° 20. 56+ 7. 33¢
R4 28 19. 40 £ 3, 57 30. 04 * 7. 25 72.60 % 14, 914 83.59+ 16, 77 28. 48 £ 6. 95
X} BB 20 35 12.48+3.00 17.92+4.88 17.46+5.28 45,38 % 10. 20 14.70 +5. 41
F 33.190 37.130 253. 400 61. 900 33.700
P <0.001 <0.001 <0.001 <0.001 <0.001
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Figure 1 Expression level of TREM-1 mRNA and protein in PBMCs of each group
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Figure 3 Expression level of TREM-1 protein in NHBE cells induced by RSV
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Figure 4 Expression level of TREM-1 mRNA transcription and protein in NHBE cells of each group
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Figure 6 Expression level of DAP12 mRNA and protein in NHBE of each group
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Table 2 Comparison of levels of inflammatory factors in cell supernatant of each group (pg/mL)

21 5] e IL-18 IL-6 IL-8 IL-17 HMGB1
RSV &y 4 10 92,30+ 10, 702 59. 67 £8.75% 224,89 20,172 42,565,207 154,82+ 13,93
RSV + siRNA-Control 41 10 89.99 £ 11. 89* 63. 45+ 10. 10* 233,87 £ 24, 402 45,05 + 4, 75 144,26 £16. 92
RSV + siRNA-TREM-1 4 10 48.17 £ 9. 50" 34,36+ 7,965 101. 81 £ 18. 952b¢ 28. 69 + 4, 17 63. 05 + 14, 66"
X BR 41 10 43.18%6. 91 33.21%5.47 66.59 +9.77 17.56 % 3. 61 48.67+7.31
F 70. 500 38.220 199. 000 82. 090 159. 100

P <0.001 <0.001 <0.001 <0.001 <0.001

Hra Fon 5B A, P<<0.05;b £/ 5 RSV B AL L4, P<<0. 05;5¢ F/” 5 RSV + siRNA-Control 4 H 44, P<<0. 05,
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