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Relationship between S2 Polymorphism of ADAM33 Gene and COPD - related Inflammation. ZHANG Sen,LIU Hua,YAN Liping et al.
The First Clinical Medical College of Gansu University of Traditional Chinese Medicine( Gansu Provincial Hospital) ,Gansu 730000 ,china

Abstract Objective To investigate the relationship between single nucleotide polymorphism ( SNP) at S2 site of ADAM33 gene
and COPD - related inflammation. Methods A total of 100 patients with COPD of Han nationality who were treated in Gansu Provincial
People’s Hospital from July 2020 to August 2021 were selected, and another 100 patients were selected for physical examination at Gansu
Provincial People’s Hospital during the same period ( COPD has been clearly excluded). ADAM33 Gene S2 site SNP was detected by
SnaPshot SNP typing technology. All subjects were tested for blood neutrophils, eosinophils, lymphocytes and serum interleukin -6, C -
reactive protein content and recorded general data for statistical analysis at the same time. Results Compared with the control group, the
proportion of CG + GG genotype at the S2 locus in the COPD group was higher than that in the control group (P <0.05). The levels of
blood neutrophils, eosinophils, lymphocytes and serum interleukin — 6 and C - reactive protein in the COPD group were higher than those
in the control group (P <0.05). The levels of blood neutrophils, serum interleukin — 6 and C - reactive protein in the CG + GG gene car-
riers at the S2 site of ADAM33 gene in COPD group were higher than those in CC gene carriers (P <0.05). Conclusion The S2 poly-
morphism of ADAM33 gene can promote the occurrence and development of COPD - related inflammation.
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XA 100 78 22 174 26 ) L
CoPD A 100 s 0 156 4 CG + GG AL COPD 8 2 IfiL bk B2 41 i | 1fin 8 AR 1k
X 9.191 5.610 B AN KSF-5 CC FEH AL COPD Kt , 2 5 K4t
P 0.002 0.018 g (P >0.05), 1 ELFE6,
5 COPD ASXMBAKRMEMMEMMETFLILE (v +s)
20 5 n rh R 4N (% ) WA (% ) IR T M 40 I (% ) IL - 6(pg/ml) CRP(mg/L)
if BE 24 100 54.54 £4.04 18.92 +10.06 1.36 £+0.78 3.52 £1.06 2.36 £1.32
COPD 2 100 74.80 £10.55 24.40 £3.70 1.90 £1.70 16.42 £12.94 33.66 £23.76
1 17.944 5.114 2.871 9.939 13.152
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Expression and Clinical Significance of IFIT5 in Endometrial Carcinoma and Its Effect on Biological Behavior of Endometrial Carcinoma
HEC -1 -A Cells. ZHU Xiuyu, LU Sichu, MA Chenglei, et al. Affiliated Hospital of Xuzhou Medical University, Jiangsu 221002, China

Abstract Objective To explore the expression and clinical significance of interferon — induced protein with tetratricopeptide re-
peats 5 (IFIT5) in endometrial carcinoma and its effect on the biological behavior of HEC — 1 — A endometrial adenocarcinoma cells.
Methods Immunohistochemical staining was used to detect the expression of IFITS in 30 cases of normal endometrial tissues and 60 cases
of endometrial carcinoma tissues, and the correlation between its overexpression and the clinicopathological features of endometrial carcino-
ma was analyzed. Liposome transfection method was used to transfect specific siRNA into endometrial cancer cells, and the expression of
IFITS was targeted to inhibit. The changes in the proliferation, invasion and migration of HEC — 1 — A cells before and after interference
were detected by CCK - 8 method, Transwell chamber and scratch test. Results Compared with normal endometrial tissues, the expres-
sion of IFIT5 was higher in endometrial carcinoma tissues (P <0.05). The high expression of IFIT5 was correlated with the clinical stage

of endometrial carcinoma, the depth of muscular invasion and lymph node metastasis (P <0.05), but not with age (P >0.05). After
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