MARCHG6 Promotes Paplillary Thyroid Cancer Development By Destabilizing DHX9
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4. MARCHG6 activates AKT/mTOR signaling through downregulation of DHX9
Importance
2. Lentivirus-mediated MARCHG6 knockdown and overexpression, results showed that ectopic expression of 3. MARCHG6 interacts with and destabilizes DHX9 in thyroid cancer cells though regulating the R c
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Figure 1 mRNA and protein abundance of MARCHS is increased in PTCs. (M) and TPC-1 (N) cells. **p<0.01. -
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(A) Western blot analysis of MARCHG6 in 29 pairs of PTCs and normal tissues. 62% of PTCs had
upregulated MARCHG6. 24% of PTCs had downregulated MARCHG6. 14% of PTCs had unchanged _ _ _ o
_ _ _ _ *Minghui Wei, MD, Postal address: No.113, Baohe Road, Longgang District, Shenzhen, 518116, P.R.
MARCHG6. (B) gRT-PCR analysis of MARCHG6 in 19 pairs of PTCs and normal tissues. **p<0.01. (C) _ o o
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IHC staining of MARCHG6 in 12 pairs of PTCs and normal tissues. **p<0.01.
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