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[ Abstract ] Background and objective Epidermal growth factor receptor tyrosine kinase inhibitor (EGFR-TKI) re-
sistance significantly limits its use in clinical practice. Study found that TRIM24 was overexpressed in non-small cell lung can-
cer (NSCLC) tissues and regulate cell growth, cell cycle and apoptosis in lung cell lines. The aim of this study is to explore the
mechanism of TRIM24 to regulate resistance of Gefitinib in NSCLC cells. Methods MTI' and apoptosis were used to detect
the change of cell grow and cell apoptosis with down-expression TRIM24 and ShTRIM24 with presence of Gefitinib. Mean-
while, Western blot was used to detect the expression of protein related to apoptosis and AKT signal path. Results TRIM24
interference could improve the effect of gefitinib on cell growth inhibition and upregulate the cell apoptosis in A549 cell.
Down-regulated of endogenous TRIM24 and ShTRIM24 with Gifitinib could also reduce the protein related apoptosis, such as
p-BAD and Bcl-2, and the protein PIK3CA related AKT signal path in A549 cell. Conclusion TRIM24 could regulate required
resistance to Gefitinib via Akt pathway in NSCLC.
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ug, 12%SDS-PAGEBEIKHLTK, #4ED (60 V, 120 min )
PVDF . S%/-IML¥h F14E A = I & ]2 ho $iLP-BAD .
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Fig 1 The sensitivity of lung cancer cells to EGFR -TKI drug associated with the expression level of TRIM24. A: Tranfection of ShTRIM24 can improve

the inhibition of cell proliferation, and ShTRIM24 with Gefitinib can reduce cell proliferation obviously in A549 cell; B, C: Tranfection of ShTRIM24

can improve the cell apoptosis and ShTRIM24 with Gefitinib can improve the cell apoptosis obviously in A549 cell. EGFR-TKI: epidermal growth

factor receptor tyrosine kinase inhibitor. *: P<0.05.
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Fig 2 The expression of protein related apoptosis with tranfection of
ShTRIM24 and ShTRIM24 with Gifitinib. In the Western blot outcome:
The expression of p-BAD and BCL-2 is reduced with tranfection of
ShTRIM24, and decreased obviously with tranfection of ShTRIM24
and Gifitinib in A549 cell, total AKT have no change in the cells.
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Fig 3 The change of AKT signal pathway with tranfection of ShTRIM24
and ShTRIM24 with Gifitinib. In the In the Western blot outcome: The
expression of p-AKT is reduced with tranfection of ShTRIM24, and
decreased obviously with tranfection of ShTRIM24 and Gifitinib in
A549 cell, total AKT have no change in the cells.
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Fig 4 The change of protein related AKT signal path way with tranfection of ShTRIM24 and ShTRIM24 with Gifitinib. A: the expression of mRNA;
B: the expression of protein. The expression of PIK3CA is reduce in mRNA and protein with tranfection of ShTRIM24, and decreased obviously with
tranfection of ShTRIM24 and Gifitinib in A549 cell, the p85 and PTEN have no change. *: P<0.05.
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