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score ( P =0.011) had statistical significance. Multivariate Logistic regression analysis showed that the severity of
burn ( moderate burn: OR =0. 103 P =0. 009; severe burn: OR =0.351 P =0.223; extremely severe burn: OR
=0.103 P =0.095) and HAMA score (OR=1.136 P =0.007) were independent influencing factors for burn
patients with suicidal ideation. The Logistic regression prediction model was established by two independent influ—

encing factors. ROC analysis results showed that the model had good differentiation ( AUC =0.880 95% CI:

0.808 - 0.952 P <0.001) and the internal verification accuracy was 79.38% . Conclusion

The prediction

model built on the basis of two independent influencing factors burn severity and HAMA score has a good predic—

tion accuracy which is helpful for clinicians to intervene as soon as possible for burn patients with suicidal ideation

in hospital in order to reduce the incidence and enrich clinical psychological research.
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Function and clinical significance of SATB1 and EGFR in gastric cancer
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Abstract Objective To investigate the function and clinical significance of nuclear matrix binding region binding
protein 1 ( SATB1) and epidermal growth factor receptor ( EGFR) in gastric cancer. Methods The expression of
SATB1 and EGFR was detected by immunohistochemistry in 60 cases of paraffin-embedded gastric cancer and 39
cases of gastric mucosal inflammation. Small interfering RNA ( siRNA) was transfected into gastric cancer cells.

The expression of SATB1 and EGFR after transfection was detected by real-time fluorescence quantitative reverse
transcription polymerase chain reaction ( RT-qPCR) and Western blot. The cell migration and invasion changes of
MGC803 after transfection were detected by cell scratch test and Transwell test. The prognosis of gastric cancer pa—
tients with different SATB1 and EGFR expression was analyzed by KM survival analysis. Results The expression
of SATBI and EGFR in gastric cancer tissues was higher than that in gastric mucosa inflammation tissues and the
difference was statistically significant ( P <0.05) . The expression of SATB1 was correlated with lymph node metas—
tasis and distant metastasis of gastric cancer and the difference was statistically significant ( P <0. 05) . EGFR ex—
pression was also associated with distant metastasis and the difference was statistically significant ( P < 0. 05) .

There was a positive correlation between the expression of SATB1 and EGFR in gastric cancer tissues (r=0.49 P
<0.05) . RT-gPCR and Western blot showed that siRNA could effectively knock down the expression of SATB1

and EGFR in gastric cancer cells. The results of cell scratch and Transwell experiments showed that the migration
and invasion of gastric cancer cells were inhibited by knocking down SATB1 and EGFR. The results of KM survival
curve showed that gastric cancer patients with low expression of SATB1 had a better prognosis while those with low
expression of EGFR had a better prognosis. Conclusion The expression levels of SATB1 and EGFR are closely re—
lated to lymph node metastasis and distant metastasis of gastric cancer and decreasing the expression levels of
SATBI and EGFR can inhibit the migration and invasion of gastric cancer.
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