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[Abstract] Objective: Based on the screening differential genes of liver tissue in patients with hydatid, to further evaluate the
expression of EGR1 and TGF— 3 1 genes. Methods: EG95 antigen was used to act on THP—1 cells to establish a cell model of hydatid
infection. The two genes were verified by gqRT—PCR and Western—blot experiments. ELISA was used to detect the expression changes of
cytokines. Results: In the cell model, after the THP—1 cells were treated with EG95, the secretion of EGR1 and TGF—1 levels at
mRNA and protein aspects were also statistically significant (<0.05), respectively. The expression of inflammatory cytokines was also
significantly increased. Conclusion: The expression levels of EGR1 and TGF— 3 1 genes in hydatid immune cell model were significantly
higher than those in control group. It provides a basis for further detection and evaluation of the correlation between EGR1 gene and
TGF— 3 1/ Smad signaling pathway.
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Fig.1 Cell viability of THP-1 macrophage was detected by
CCK-8 when used different concentrations of EG95
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Fig. 2 mRNA expression of EGR1 and TGF- 1 in
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Fig.6 Expression of EGR1 #1 TGF-B 1 gene proteins in
THP-1 cells stimulated by EG95 at different time ,compared with
Oh, *P<0. 05, **P<0. Ol.
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