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Mechanisms of PI3KAKT Signaling Pathway Inhibitors on Invasion and Migration of Esophageal Cancer Cell TE1
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(Abstract)
of esophageal cancer cell TE1, and to discusse the possible mechanism. Methods TE1 cells were cultured and treated with
LY294002 (30 pmol/L) for 1 hour. The inhibition rate of cell proliferation was measured by MTT 24 hours later. Cell migration and
invasion were observed by cell scratch test and cell invasion test. The expression level of PY 14 Cav—1 was detected by Western blot.

Objective To investigate the effects of PI3K/AKT signaling pathway inhibitor on the invasion and migration

Results LY294002 could significantly inhibit the growth of TE1 cell and inhibit its migration and invasion ability. There was a
significant difference between LY294002 group and control group (P < 0.05). At the same time, LY294002 could down-regulate the
expression of PY14 Cav—1. Conclusion PI3K/AKT signaling pathway positively regulates the proliferation of esophageal cancer
cells and participates in cells invasion and migration. LY294002 can inhibit the growth, migration and invasion of esophageal cancer
cells. Its possible mechanism is related to down-regulation of PY14Cav—1 expression.
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The Establishment and Application of Structured Electronic Documents System for Orthopedic Nursing

SUN Qi-feng, WEI Long-li, YUAN Chun-yan
(The University of Hong Kong-Shenzhen Hospital, Guangdong Shenzhen 518028)

(Abstract)  Objective To explore the establishment and application of structured electronic medical record of orthopedic
nursing. Methods 40 orthopedic nurses in the University of Hong Kong-Shenzhen hospital were selected as the research objects,
while the time-consuming and documents quality before the establishment of orthopedic structured electronic documents system (July
to December 2019) were taken as the control group, and the time-consuming and document quality after the application of the system
(January to June 2020) were taken as the observation group. The time consumption, satisfaction and quality of nursing documents
before and after using the system were compared. Results The time consumption of the observation group was (5.82 + 0.55)
min lower than that of the control group (10.82 + 3.81) min, and the satisfaction degree was (94.85 + 1.33) higher than that of the
control group (84.44 + 3.81) , the difference were statistically significant (P < 0.05).The continuity, objectivity, professionalism, and
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