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Supplementary Figure 8. Abrogating RARRES2 signaling components leads to elevated
ATGL, that is responsible for the changes in the lipid metabolism.

A: mRNA level of HSL and ATGL in response to receptor knockout.

B: Western blot probing of ATGL in 769-P/UOK101 with RARRES2 knockout.

C: ORO staining of receptor knockout cells treated with 2 uM of Atglistatin.



