Boosting immune surveillance by low-dose PI3K inhibitor facilitates early intervention of breast cancer
Yuan Zhang?'’, Jingyang Wang?!’, Yi Xiao'’, Xiangliang Yuan?, Ping Lit, Yimin Duan?, Victoria L. Seewaldt?, Dihua Yu?

MD Anderson

T ey Ce t * These authors contributed equally to this work
AL nier 1.Departments of Molecular and Cellular Oncology, The University of Texas M. D. Anderson Cancer Center at Houston, TX 77030, USA. Abstract No. 2592
Making Cancer History’ 2.Department of Population Sciences, City of Hope, Duarte, California.

ABSTRACT

RESULTS

Figure 4. GDC-0941 enhances T-cell migration via CCL5/CXCL10.
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