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Metabolic reprogramming emerges as a new hallmark of maligna
molecular mechanisms underlying metabolic alteration in tumor cel
opportunity for cancer treatment. Our laboratory focuses on understan
regulation of lipid metabolism in tumorigenesis. Recently, we found ]

element-binding protein—1 (SREBP-1), an endoplasmic reticulum: |
factor with central roles in lipid synthesis and uptake, 1s highly u
Our data showed that oncogenic EGFR/PISK/Akt signaling 3‘ eg
and low—density lipoprotein receptor (LDLR) expression to pror
cholesterol uptake for tumor growth. More recently, we f
activating protein (SCAP), a key transporter for SR“:B D |
1S a critical glucose—responsive protein that mtegra
availability to SREBP-dependent lipogenesis. Our ¢
glycosylation of SCAP i1s a prerequisite step fql,r
SREBP activation. This process is greatly upre
Xenograft studies revealed that blocking SCA
tumor growth. Moreover, we identified a no
pathway mediated by miRNA—-29. *

In summary, our studies demonstrate
metabolism, are upregulated in hun

also showed that targeting SCAP
strategy to treat malignancies.



