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Study on CEA Transcriptioned Regulation in Lung Cancer Cells by Electrophoretic Mobility Shift Assay
XU Pingl, TONGDa*yueI, LI Fangl, wu Xin*yaoz. (1. Department of Biochemistry, 2. Faculty of Forensic Medicine, Sun
Yat-sen University of Medical Sciences, Guangzhou 510089, China)

Abstract [Objective]l To study CEA transcriptioned regulation in lung cancer cells with different CEA expressing level and ob-
serve the changes in CEA and its transcription factors after A 549 cell induced by RA (retinoic acid). [Methods] DN A-binding pro-
teins that bind specifically to three probes of positive footprinting area of CEA promoter were detected by electrophoretic mobility shift
assay (EMSA). A549 cells were induced by RA, the change of transcription factors were determined by EMSA. [ Results] The bind-
ing signal intensities of cells produced high CEA were stronger than that of cells produced low CEA, whereas weak signals could be
found in non CEA producing cells. The intensities and numbers of the binding bands showed difference betw een A549 cells treated
with RA for4 daysand the control cells.[Conclusion] The various concentration or affinity of transcription factors to the cis-acting el-
ements make changeable CEA expression. The quantity of transcription factors is related with the level of CEA expression. The RA
induction acts on the CEA trascription level.
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Fig. 3 Binding effect of the FP3 probe with cells
nuclear extracts (EMSA)
1. A549; 2. GLC-82; 3. L-78; < Complex of the FP3 probe

and two different molecular nuclear extracts
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1 A 549
Table 1 Cell cycles of A 549 cells after treated with RA (%)
Day  Go/ G1 (%) G2 (%) S (%)

0 58.7 3.2 38.2

3 76.6 0.5 22.8

4 76.0 4.0 20.0

6 73.9 5.8 20.3
2.3
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3 . FP1 )
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Fig. 4 Binding effect of the FP1 probe with nuclear
extracts of AS549 cell
1: FPI1 probe bound with differentiated A549 cell after using RA
for 4 days; 2: FP1 probe bound with nuckar ex tracts of undifferentiat-
ed A549 celt <—: Complex of the FP1 probe and nuclear extracts
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