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Abstract: [ Purpose |To investigate the association of epithelial mesenchymal transition and miR-21 in EGFR-TKI ac-
quired resistant cell line—HCC827/GR.[ Methods ] Resistant cell line HCC827/GR based on EGFR-TKI sensitive cell
line HCC827 ( exon 19 deletion in EGFR gene) was established. The expression of miR-21 was detected by RT-
PCR, meanwhile the morphological change was observed. MiR-21 was inhibited in HCC827/GR and invasion capacity
and EMT related biomarkers such as E-cadherin and Vimentin were detected by Western blot. [Results ] Compared
with HCC827 ,HCC827/GR demonstrated 100 times resistance to EGFR-TKI. Moreover,we observed that miR-21 was
more than 5 folds higher in HCC827/GR compared with HCC827 ,and HCC827/GR demonstrated mesenchymal pheno-
type. We also found that expression of Vimentin increased while expression of E-cadherin decreased compared with
HCC827. When miR-21 was inhibited in HCC827/GR ,expression of Vimentin decreased while expression of E-cadherin
increased.[ Conclusion ] MiR-21 may promote EMT in lung cancer,which contributes to EGFR-TKI acquired resistance.
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E-cadherin B9 F iAW W&, 1 Vimentin F 34
IR (Figure 4) . #2784 miR-21 #0124
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Figure 1 Resistance to gefitinib in HCC827/GR
and HCC827
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Figure 2 Expression of miR-21 in HCC827/GR
and HCCS827
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Figure 3 Invasion detection of resistant cells
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Figure 4 Expressions of E-cadherin and Vimentin
after miR-21 suppressed in resistant cells
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Figure 5 Invasion detection of resistance cells
after miR-21 suppressed
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