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The effect of general transcription factor GTF || F2 expression on the
proliferation and migration of esophageal cancer cells

Chen Dandan Geng Huiwu Pan Linxin et al

( Dept of Biology Anhui Medical University Hefei

To investigate the effect of general transcription factor GTF II F2 expression on the prolifera—

Abstract Objective

tion and migration of esophageal cancer cells. Methods

230032)

Synthesized siRNA targeted to GTF Il F2 gene or negative

control siRNA and plasmid pcDNA3. 1-GTF Il F2-FLLAG were transfected to esophageal cancer cells respectively by

using Lipofectamine™ 2000. Colony formation assay and wound-healing assay were performed to study the effect of

knockdown and overexpression of GTF II F2 expression on the proliferation and migration of esophageal cancer cells

respectively. Results

Knockdown of GTF II F2 inhibited the proliferation and migration in TE4 ECA-09 cells

but overexpression of GTF I F2 had no significant effect on cell proliferation and migration. Conclusion GTF Il F2

gene plays an important role in the proliferation and migration of TE4 ECA-09 cells. It is useful for further un—
derstanding of the mechanism that GTF Il F2 inhibits the proliferation and migration of TE4 ECA-09 cells.
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inal results were divided into 7 groups. The effects of different degree of analytic variation in sCr measurement on
eGFR and classification of CKD using eGFR were evaluated. Results When sCr was in the range of URL +12%

x URL creatintine increased with age on the contrary eGFR decreased with age ( P <0.05) . The mean bias of
the results of eGFR compared with the original results of eGFR was increased with the analytic variation of sCr.

When the results of sCr had a reverse analytic bias of 12%  the results of eGFR had a forward bias of 16. 73% .

When sCr results had a forward analytic bias of 12% the male patients in stage G3 ( eGFR in 30 ~59 ml/min/
1.73 m®) according to the classification of CKD using eGFR increased about 20% ; while women in this stage
could increase by nearly 30% . When sCr results had a reverse analytic bias of 12% the percentage of female pa—
tients in stage G3 could decrease from 38. 65% to 10.42% ; while male patients could decrease by 7% . Conclu—
sion The analytic variation of creatinine change in laboratory testing tolerance range can cause large shift in the
distribution of eGFR which can cause change in the classification of patients. The correct eGFR report relies on
the accurate detection of sCr. Routine reporting of eGFR alongside creatintine should pay attention to the detection
accuracy of sCr.

Key words eGFR; creatinine; analytic variation, CKD
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Effect of Telmisartan on mice macrophage M1/M2 polarization
Xing Yiming Hu Zeping Wang Bangning et al
( Dept of Cardiology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the effect of Telmisartan on the M1/M2 polarization of mice macrophage.

Methods Mice macrophage was induced to M1/M2 polarization by LPS + IFN—y and IL-4 respectively and tested
by immunofluorescence. Meanwhile cells were treated with 0. 1 1 10 pmol/L Telmisartan blank control group and
vehicle control group were established at the same time. The biomarkers iNOS and Arg [ were tested by Western
blot and the cytokines IL-6 and ILH0 were tested by ELISA assay. Results The biomarker iNOS and 116 secre—
ted by M1 macrophage were apparently increased in the macrophages induced by LPS + IFN—-y. However after be—
ing treated with Telmisartan the expressions of iNOS and IL-6 were obviously decreased( P <0.05) as the concen—
tration higher the expression lower. While the expression of Arg I and IL40 which represented the M2 macro—
phage increased ( P < 0.05) . Conclusion  Telmisartan can inhibit the M1 polarization of mice macrophage
RAW264. 7 induced by LPS and IFN—y and transform M1 macrophage polarization to M2 macrophage polarization.

Key words Telmisartan; macrophage M1/M2 polarization; inflammation



