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Correction: A Hypoxia-Inducible HIF1–
GAL3ST1–Sulfatide Axis Enhances ccRCC
Immune Evasion via Increased Tumor Cell–
Platelet Binding
In the original version of this article (1), the authors reproduced, without permission,
material that was published in a thesis (2). The thesis author generated this material in the
corresponding author's laboratory. The ﬁgures and text from that thesis have now been
removed from the latest online HTML and PDF versions of the article. The Editors have
determined that, although some of the data in the thesis serve as a molecular and
mechanistic basis for ﬁndings reported in the article, the data that remain in the article
following removal of the material from the thesis are sufﬁcient to stand independently.
Numerous citations to the thesis (2) have been provided throughout the article (1) text as
needed.
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