2019 2021

EMT

Development of therapeutics for lung cancer that target factors stabilizing
epithelial-to-mesenchymal transition
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Epithelial to mesenchymal transition (EMT) is a phenomenon where cancer
cells convert from the epithelial to the mesenchymal cells, leading to enhanced the malignancy. The
purpose of this study was to elucidate the role of the GRHL2 gene, which is known as an EMT
inhibitor and stabilizer. GRHL2 expression correlates with the epithelial properties of lung cancer
cells and is highly expressed in tumor tissues of adenocarcinoma and squamous cell carcinoma
compared to normal lung tissue. GRHL2 knockdown by RNA interference in lung cancer cell lines and
immortalized normal bronchial epithelial cell lines resulted in promotion and suppression of
proliferation. These results suggest that GRHL2 functions as an EMT inhibitor but also has a
cancer-promoting effect.
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Variable HR 95% CI pe HR 95% CI P* Variable HR 95% CI pe HR 95% CI p*
Gender Gender
Female Reference Reference Female Reference Reference
Male 091 0.63-13 0.59 0.82 054-123 0326 Male 11 0.73-1.5 0.794 1 0.68-1.5 0.982
Age Age
>63 years Reference Reference >635 years Reference Reference
<63 years 0.77 0.54-1.1 0.158 0.66 044097 0.036 <65 years 0.79 0.56-1.1 0.184 0.71 0.50-1.0 0.059
Smoking status Smoking status
Never Reference Reference Never Reference Reference
Former 0.92 051-17 0.786 121 0.64-2.30 0.556 Former 046 0.17-12 0.125 041 0.15-12 0.092
Current 0.72 037-14 0333 0.77 0.38-1.57 0473 Current 0.63 022-18 0373 0.57 0.20-1.6 0.291
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I Reference Reference I Reference Reference
I 25 1640 <0.0001 3.06 1.86-3.06 <0001 I 12 0.80-1.7 0411 112 0.75-1.7 0.57
m 44 2871 <0.0001 48 292-7.90 <0001 IO 15 09722 0.071 155 1.02-23 0.039
v i3 1764 0.001 446 220-9.05 <0001 IV 2 0.63-6.4 0.241 18 0.56-5.8 0324
GRHL2 mRNA GRHL2 mRNA

0.76 0.62-0.93 0.008 04 0.20-0.81 0.01 12 0.6-2.6 0.551 12 0.57-2.3 0.629
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