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Study on relation between junctional adhesion molecule family A expression level
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[ Abstract |

failure. Junctional adhesion molecule A(JAMA)is closely correlated with the tumor poor prognosis. Thus this experiment is to in-

Objective The radiotherapy resistance is one of important causes for nasopharyngeal carcinoma(NPC) treatment

vestigate the relationship between JAMA expression and the radiosensitivity of NPC. Methods To overexpress or interfere the JA-
MA expression in CNE2 and HONEI cell lines. Then different doses of X—ray were adopted to conduct irradiation. The cell clone
formation capacity and cellular apoptosis change were detected after 24 h. The role of JAMA in the NPC radiotherapy was under-
stand. The related signal pathway protein in cell lines with different JAMA expression was detected by Western blot. Results The
cell lines with low JAMA expression were more sensitive to radiotherapy: After low JAMA expression, the DO value in the CNE2
cell line was decreased from 3. 2640, 78 to 1. 92+0. 23;the Dq value was decreased from 46. 5144, 27 to 32. 12+3. 19. The radio-
therapy induced apoptosis was significantly increased in the cell lines with low JAMA expression,after low JAMA expressing, th-
cellular apoptosis was elevated from 6. 9% 0. 9% to 13. 7% 1. 3% ;the HONEI cellular apoptosis was elevated from 6. 5% =+
1.1% to 12.3% +1. 7% ; JAMA overexpression cell lines were significantly decreased. The preliminary mechanism research results
showed that JAMA played the effect via Akt signal pathway. Conclusion This research results verifiy that JAMA expression level
is closely correlated with the radiosensitivity of NPC cell line: JAMA can increase the radiotherapy resistance of NPC cell lines,
which provides a new feasible research direction for NPC enhancing radiosensitivity.
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