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Expreesion of AXL and its significance in human glioma and meningioma
WU Pei—-tao, et al
(Department of Neurosurgery ,the First Affiliated Hospital , Chongging Medical University)

[Abstract]Objective: To investigate the expression of AXL in removed brain tissue of intracranial decompression, human gliomas, hu-
man meningiomas and the significance of AXL expression. Methods:31 tissue samples of glioma, 25 tissue samples of meningioma pa—
tients and 12 removed brain tissue samples of intracranial decompression were collected and expressions of AXL in these tissue were de—
tected using reverse transcriptase polymerase chain reaction (RT-PCR ). Results: The positive expressions of AXL was found in removed
brain tissue of intracranial decompression and human meningiomas tissue and there was no significant difference in expression between
them (P>0.05). The expression of AXL in human gliomas tissue was significantly higher than those in removed brain tissue of intracranial
decompression and human meningiomas tissue (P<0.05 ).Conclusion:The expression of AXL in human brain malignant tumor is higher
than in benign tumor, indicating that AXL expression may be closely related to the nature of tumor.
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Expression and significance of chemokine’s receptor CXCR7/RDC1 in human

breast carcinoma cells

WANG Yuan—yuan, et ol
(Department of General Surgery, the First Affiliated Hospital , Chongqing Medical University)
[ Abstract JObjective: To investigate the expression and significance of CXCR7/RDC1 in human breast carcinoma cells. Methods: The
mRNA and protein expressions of CXCR7 in human breast cancer cells (MCF-7, ZR-75-30, MDA-MB-435S, MDA-MB-453,
MDA-MB-231, and HBL-100) were detected with the application of RT-PCR and Western—Blot, respectively. Results: The expression
levels of CXCR7 varied significantly among six cell lines. CXCR7 mRNA can be detected in all of the six breast cancer cell lines, and

CXCR7 protein expression was statistically prominent in ER positive cell lines and couldn’t be detected in MDA-MB-231 breast cancer

cell. Conclusion: CXCR7/RDCI may play a key role in occurrence, development and prognosis of breast cancer.
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