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Abstract:Objective To investigate the role of neutrophil extracellular traps (NETs) in renal ischemia-
reperfusion injury and the relationship between NETs and pyroptosis. Methods Thirty C57 mice were ran-
domly divided into ischemia-reperfusion injury group (IRI group),sham-operated group (Sham group) and
deoxyribonuclease | group (DNase | group),with 10 mice in each group. The IRI model was constructed by
clamping the left and right nephrectomy for 45 min followed by 24 hours reperfusion. DNase [ group was in-
jected DNase | at a dose of 2.5 mg/kg 1 hour before ischemia. The renal damage of mice was in each group
was evaluated by HE staining method. Peripheral blood levels of creatinine (Scr) and blood urea nitrogen
(BUN) of mice were measured in each group. Immunofluorescence double staining was used to detect the ex-
pression of NETs markers in the renal tissues of each group,including myeloperoxidase (MPO) and lympho-
cyte antigen 6G (LY6G) protein. Western blotting was employed to determine the levels of citrullinated his-
tone H3 (Cit-H3) ,NLRP3, gasdermin D (GSDMD) and N-terminal fragment of GSDMD (N-GSDMD) in the
renal tissues of each group. Real-time quantitative PCR was used to measure the mRNA levels of NLRP3,in-
terleukin(11.)-1B and I1.-18 in the renal tissues. Terminal deoxynucleotidyl transferase dUTP nick end labeling
(TUNEL) staining was used to detect cell pyroptosis. Results The renal tissue structure in the Sham group
was clear,with intact glomerular structure;in the IRI group,some renal tubular epithelial cells exhibited vacu-
olar degeneration and eosinophilic cytoplasm,increased immunofluorescence intensity of MPO and LY6G in
renal tissues;in the DNase [ group,vacuolar degeneration of renal tubular epithelial cells was improved, nu-
clear shedding was reduced,and the immunofluorescence intensity of MPO and LLY6G was decreased. The lev-
els of serum Scr and BUN [(292. 4002 20. 340) pmol/L, (135. 900%9. 980) mmol/L] and the protein expres-
sion levels of Cit-H3,NLRP3,GSDMD and N-GSDMD (1. 10040. 107,3. 001£0. 092,1. 12040. 089,1. 194+
0.122) in the renal tissue in the IRI group were higher than those in the Sham group [ (25. 88047, 144) umol/
L,(24.790+5.063)mmol/L,0. 3024+0. 039,0.512+0. 108,0. 538 0. 042,0. 735+0. 060, the pyroptosis in-
dex of renal cells in the IRI group [ (71.920£12. 890) %] was higher than that in the Sham group [ (1. 000+
0.433) % ], mRNA expression levels of NLRP3,I1L-1 and IL-18 (2.8410.925,1. 72540. 164,2. 081 £0. 394)
in the renal tissue were higher than those in the Sham group (1.03540.057,1.008£0. 008,1.00740.011),
with statistically significant differences (P <C0.05).In the DNase [ group,the levels of serum Scr and BUN
[(31.16043.607) umol/L, (22, 310£ 1. 897) mmol/L Jand the protein expression levels of Cit-H3,NLRP3,
GSDMD and N-GSDMD (0. 612+0.107,0. 81740. 143,0. 466+0. 077,0. 67340. 050) in the renal tissue were
lower than those in the IRI group.pyroptosis index of renal cells [ (1. 786+0. 345) % ] and the mRNA expres-
sion levels of NLRP3,1L-1f3 and 1L-18 (1.1624-0. 256,0. 998+0.093,1.0314-0. 157) in the renal tissue were
lower than those in the IRI group,with statistically significant differences (P<C0. 05). Conclusion Ischemia-
reperfusion injury can lead to upregulation of NETs expression and promote cell pyroptosis.and inhibition of
NETs can alleviate ischemia-reperfusion injury-induced renal injury and cell pyroptosis. NETs may exacerbate
renal ischemia-reperfusion injury by promoting cell pyroptosis.
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Value of combined detection of serum miR-10a,miR-20a,miR-615-3p,
CEA and CA19-9 in the diagnosis of colorectal cancer”
LI Ying . ZHANG Xiaoru ,ZHAO Honghuan , XU Jinxia s HAN Sugui®
Department of Nuclear Medicine Laboratory s Tangshan People’s Hospital s
Tangshan , Heber 063001 ,China
Abstract: Objective To analyze the diagnostic value of combined detection of serum microRNA (miR)-
10a, miR-20a, miR-615-3p, carcinoembryonic antigen (CEA) and carbohydrate antigen 19-9 (CA19-9) in color-
ectal cancer (CRC). Methods Fifty CRC patients admitted to the hospital from October 2017 to February
2019 were retrospectively collected as the CRC group,while 50 patients with intestinal benign lesions admitted
to the hospital during the same period were selected as the disease control group and 30 healthy individuals
underwent physical examination in the hospital were regarded as the healthy control group. Real-time fluores-
cence quantitative polymerase chain reaction was applied to detect serum levels of miR-10a, miR-20a and miR-
615-3p;electrochemiluminescence was applied to detect the levels of serum CEA and CA19-9. The influencing
factors of CRC were analyzed by Multivariate Logistic regression. Receiver operating characteristic (ROC)
curve was applied to analyze the diagnostic value of serum miR-10a, miR-20a, miR-615-3p, CEA and CA19-9

for CRC. Results The serum miR-10a level in the disease control group was obviously lower than that in the
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