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ABSTRACT: Objective To investigate the role of TXNDCS in serum starvation-induced proliferation in-
hibition of HeLa cell. Methods TXNDC5 was either over-expressed or knocked down by small interfering RNA
(siRNA) in Hel.a cells which were then cultured in conventional medium or serum starvation medium. The pro-
tein level of TXNDCS was evaluated by Western blot analysis. The mRNA level of TXNDC5 was measured by
quantitative real-time PCR. Cell growth rate was determined by cell proliferation assay kit ( MTS method) . Cell
cycle distribution and apoptosis were detected by flow cytometry. Results Serum starvation mildly reduced the
mRNA level of TXNDC5 (P <0.05), but dramatically increased the protein level of TXNDC5 in Hel.a cells.
The stability of TXNDC5 mRNA remained unchanged. Cycloheximide abolished the serum starvation-induced up-
regulation of TXNDCS protein. Over-expression of TXNDCS had no effect on cell proliferation. However, sup-
pression of TXNDC5 attenuated the proliferation inhibition of Hela cell induced by serum starvation (P <
0.05), increased the proportion of cells in S phase (P <0.05), but had no effect on cell apoptosis. Conclu-
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sion TXNDCS mediates serum starvation-induced proliferation inhibition of HeLa cell.
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A. Western blot detects the over-expression of TXNDCS5 in HeLa cell;
B. MTS assay evaluates the effect of over-expressed TXNDC5 on He-
La cell proliferation; C. Western blot detects the inhibition efficiency
of siTX-1, 2, 3 expressing pCM-H1U6-siTXNDC5 plasmids for TX-
NDC5; D. MTS assay evaluates the effect of TXNDCS knockdown on
Hela cell proliferation
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Fig4 Effect of TXNDCS expression level on Hela cell proliferation
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A. Western blot detects the inhibition efficiency of siTX-1, 2, 3 for TXNDCS upon serum starvation; B. MTS assay evaluates the effect of TX-
NDC5 knockdown on serum starvation-induced Hela cell proliferation inhibition; C. flow cytometry analyzes the effect of TXNDCS knockdown on
cell cycle upon serum starvation; D. flow cytometry analyzes the effect of TXNDCS knockdown on cell apoptosis upon serum starvation
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Fig 5 Effect of TXNDC5 knockdown on serum starvation-induced HeLa cell proliferation inhibition
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