Miscellaneous

Correction: Loss of Setd2 promotes Kras-induced acinar-to-
ductal metaplasia and epithelia-mesenchymal transition
during pancreatic carcinogenesis

Niu N, Lu B, Yang Y, et al. Loss of Setd2 promotes Kras-induced acinar-to-ductal metaplasia
and epithelia—mesenchymal transition during pancreatic carcinogenesis. Gut 2019;69:715-26.

In figure 6M, there is an error in the dot figure for correction analysis in TCGA database.

In figure 3F, the western blot result of b-Catenin was included in error.

The correct figures should be:
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