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Establish Ment of CXCR2 Overexpression Human Colorectal Cancer Cell Line and Its Effect on the Bilogical Function. Liu Jinlin, Pang
Zhenzhen , Jin Weidong. Department of Clinical Laboratory, Zhejiang Provincial People's Hospital , Zhejiang 310014, China

Abstract Objective To establish the stable overexpressive human CXCR2 gene in human colorectal cancer SW1116 cells. Meth-
ods The CXCR2 ¢DNA was amplified with primers from the total RNA of the PBMC of the health person and then cloned to CDS sites of
the pLVX — IRES - ZsGreenl lentivirus shuttle vector. The lentivirus shuttle plasmid and package plasmid were con tramsfected into
HEK293T cell to produce the CXCR2 lentivirus, then the CXCR2 overexpress SW1116 cell line was established. The realtime - PCR and
westernblot wore used to detect the CXCR2 expression in the stable CXCR2 overexpress SW1116 cell line. The transwell assay were used to
evaluate the effect of overexpression of CXCR2 on the migration ability of SW1116 colorectal cancer cell line. Results We have success-

fully established CXCR2 overexpress SW1116 cell line and demonstrate that CXCR2 can facilitate the colorectal cancer migration in vitro.

Conclusion CXCR2 overexpress SW1116 cell line had established and it can facilitate the migration in wvitro.
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Changes of Pain Threshold in a SD Rat Model of Trigeminal Neuralgia.  Qin Sijia, Wang Fu. Department of Anatomy, College of Sto-
matology, Shaanxi Medical University, Shaanxi 710021, China

Abstract Objective To study the changes of the pain - related behaviours and pain threshold in Sprague Dauley rat model of tri-
geminal neuralgia — like. Methods Thirty male SD rats were randomly divided into 3 groups (operative groups, sham — operative groups
and control groups). In the operative group, a chronic constriction injury ( CCI) was produced by placing loose chromic gut ligatures a-
round the right infraorbital nerve (ION). In the sham — operative group, the right infraorbital nerve was only exposed using the same pro-
cedure without ligation. The control group was not subject to any treatment. The behavioral reactions and the pain threshold of the 3 groups
were recorded at different time after operation. Results An allodynia to mechanical stimulation in the territory of ligated ION was found

from the 2nd week after operation. The thresholds started to increase gradually from the 6th week and reached the original level on 10 —

12th week after operation. Conclusion A trigeminal neuralgia — like animal model in SD rat is successfully established using CCI - ION

method with features of simple operation and higher survival.

Key words Trigeminal neuralgia; Animal model; Pain threshold
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