. 2418 - H iRt g E 2 2020 48 10 A% 41 %% 198 Int ] Lab Med, October 2020, Vol. 41,No. 19

%

MmAERXENEENRETEEBRPHIARER

JA PR i, IS WA
CAREBEFKRFWEMNBERALF, 2 LT RIE 150000)

 E.ARAARFERTAAE R RELRALEL A 0%, BT FBa90 & Az kIE4HF
M. KIDBREEZH DN CEA R IR R LCELAHES, I MENBHES IR P EELFZETZ/HER,
EMBHEARE P EREH LR TET T AEERO T XN BaMIER . REEHI R T INE
ML BER GRS IFMNBAEARREERGENERY R AN IE @I RIF A AT,

KW BE; MWBKIRE;, MWBES

DOI:10. 3969/j. issn. 1673-4130. 2020. 19. 028

XEHE:1673-4130(2020)19-2418-05

HFEESERS R735.2
XEkFRIRED : A

Research progress of platelet-related bioactive substances in gastric cancer metastasis”
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Abstract : Gastric cancer is the fifth most common cancer in the world, and the mortality rate of patients
with advanced gastric cancer is about 70%. Due to the late onset and non-specific symptoms of gastric cancer,
the majority of patients with gastric cancer have already developed to the advanced stage at the time of consul-
ation and the tumors have metastasized. Platelets play an important role in tumor metastasis. In the tumor mi-
croenvironment,activated platelets can interact with tumor cells through paracrine and direct contact to im-
prove the survival rate of tumor cells in the process of metastasis,and secrete a large number of bioactive sub-
stances supporting tumor growth and angiogenesis,thus creating a good pre-metastasis microenvironment for
tumor cells.
tumor microenvironment; tumor metastasis
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Application and progress of computer simulation in practice teaching of clinical laboratory medicine
CHEN Ping ,DUAN Falan ,CHEN Wu”
(Teaching and Research Office of Laboratory Medicine ,Dong feng Hospital Affiliated to
Hubei University of Medicine ,Shiyan , Hubei 442008,China)

Abstract: The computer and network technology have developed rapidly in recent years. At the same
time, the methods, techniques and scope of laboratory medicine also change dramatically. The current focus is
how to use computer simulation,including virtual reality, human-computer interaction, multi-media and inter-
net,to assist clinical practice teaching process and to stimulate students’ learning autonomy and enthusiasm,
so as to establish "students as the main body" teaching mode, improve teaching quality and efficiency, and
adapt to the rapid development of laboratory medicine technology. This review investigates the current prob-
lems in clinical practice teaching of laboratory medicine, as well as the application and progress of computer
simulation education.
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