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Supplementary methods 

 

Immunohistochemically test 

The lung tissues were extracted from experiment and entrapped with paraffin. The test 

was made on the expression of the proteins of MPO in strict accordance with the 

operating instructions inside the kit of the reagent prepared. It was found through 

observation under microscope that yellow isotropic particles appearing in plasma of 

cell was positive. The kit was purchased from multiscience (shanghai, China). 

  



Supplementary Figures and Legends 

 

 

Fig. S1. PQ induces ALI and inflammatory response. 

(A) Histological analysis of the mouse simulated with paraquat at dose of 10, 20, 30, 

40mg/kg. The results show that PQ at the dose of 40mg/kg could make good model of 

acute lung injury. (B-C) The levels of TNF-a, IL-1β, IL-6, CXCL1, and MMP-9 

production in the bronchoalveolar lavage fluid (BALF) was significantly elevated 

during paraquat (PQ)-induced acute lung injury (ALI), At 72 h after PQ or PBS 

challenge, the levels of TNF-a, IL-1β, IL-6 (B), CXCL1, and MMP-9 (C) in the 

BALF was measured by ELISA and compared between the two groups. Data were 

presented as mean ± SD. **P < 0.01; ***P < 0.001. 

 

 

 

 

 



 

 

 

Fig.S2. Blocking IL-17A attenuates PQ-induced inflammatory response in lung. 

(A) Immunohistochemical staining for MPO (200 ×).  (B-C) Administration of 

anti-IL-17A decreased the levels of TNF-a, IL-1β, IL-6 (B), CXCL1, and MMP-9 (C) 

in BALF. Data are presented as means ± SD. *P < 0.05; ***P < 0.001. 

 

 

 

 

 

 

 

 

 

  



 

Fig.S3. The percentage of Th17 cells did not significantly change in PQ-induced ALI. 

(A) Gating strategy for the detection of IL-17A-producing γδT cells by flow 

cytometry. (B) Gating strategy for IL-17A producing Th17 cells. (C) The percentage 

of Th17 cells did not significantly change in the different time points. Data are present 

as means ± SD. ns means no significant difference. 

 

 

 

 

 

 



 

 

Fig.S4. Blocking IL-23 attenuates PQ-induced inflammatory response in lung. 

Administration of anti-p19 significantly decreased the levels of TNF-a, IL-1β, IL-6 

(A), CXCL1, and MMP-9 (B) in the BALF. Data are presented as mean ± SD. *P < 

0.05. 

 

  



 

 

 

 

Fig. S5. Blocking HMGB1 attenuates PQ-induced inflammatory response in lung. 

(A-B) HMGB1 level in BALF (A) and gastric and intestinal tissues (B) at indicated 

time points after PQ lavage. (C-D) Pre-treatment of mice with Glycyrrhizin potently 

decreased the levels of TNF-a, IL-1β, IL-6 (C), CXCL1, and MMP-9 (D) in the BALF. 

Data are presented as mean ± SD. *P < 0.05; **P < 0.01; ***P < 0.001. 

 


