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Abstract Objective: To analyze the expression level of Toll like receptor 2(TLLR2) in peripheral blood mono-
nuclear cells of children with Henoch-Schonlein purpura(HSP) and its correlation with plasma gamma-interferon
(INF-7) and interleukin-4(IL.-4). Methods: The clinical data of 78 children with HSP were collected by retrospec-
tive study. According to whether there was renal damage, they were divided into renal damage group(35 cases)
and non renal damage group(43 cases). At the same time, 40 healthy children were selected as the control group.
The levels of plasma INF-y and IL-4 were compared at admission, and the expression of TLR2 protein and mRNA
in peripheral blood monocytes were detected. Pearson correlation was used to analyze the relationship between the
expression of TLR2 protein in peripheral blood monocytes and the ratio of INF-y / IL.-4 in plasma. Results: Com-
pared with the control group, the plasma INF-y and the ratio of INF-y/IL-4 in HSP group were significantly de-
creased, and the content of 11.-4 was significantly increased(P<C0. 05). Compared with the control group, the ex-
pression of TLR2 protein and mRNA in peripheral blood mononuclear cells of HSP group were significantly in-
creased(P<C0. 05). Compared with the group without renal damage, the expression of TLLR2 protein and mRNA
in peripheral blood mononuclear cells of HSP children in renal damage group were significantly increased ( P <<
0.05). Pearson correlation analysis showed that TLLR2 protein in peripheral blood mononuclear cells was negative-
ly correlated with the ratio of plasma INF-y/IL.-4 in children with HSP and renal damage(P<C0. 05). Conclusion:
The expression of TLR2 protein and mRNA in peripheral blood mononuclear cells were up-regulated in children
with HSP, especially in children with renal damage, which suggested that there was imbalance of immune expres-
sion in the body and TLLR2 might participate in the immune pathogenesis of HSP.
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patients and its effect on colon cancer cell migration and invasion
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Abstract Objective: To analyze the relationship between the level of IncRNA LUCATI in colon cancer and
the prognosis of patients and its impact on colon cancer cell migration and invasion. Methods: A total of 53 pa-
tients with colon cancer who underwent surgical treatment between January 2016 and December 2017 in our hospi-
tal were selected as the research object. The expression level of IncRNA LUCATT in the lesion tissue and adjacent
tissue of the subject was detected. LoVo cell detection was divided into blank group. negative control group and
intervention group, which were tested for cell proliferation, migration and invasion activity. Results: The level of
IncRNA LUCAT]I in tumor tissue was significantly higher than that in adjacent tissues, and the difference was
statistically significant(P<C0. 05). The level of IncRNA LUCATI in tumor tissue was an independent threat fac-
tor that affected the overall survival and progression-free survival of patients(P<C0. 05). The overall survival and
progression-free survival of the patients with low IncRNA LUCATTI expression were significantly lower than those
with high IncRNA LUCATI expression, and the difference was statistically significant (P <Z0. 05). There were
significant differences in the proliferation activity of LoVo cells among the blank group. negative control group and

intervention group at 24 h and 48 h, among which the blank group was the highest and the intervention group was
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