s DA-1241, a GPR119 agonist, ameliorates fatty liver through the
upreqgulation of TFEB-mediated autophagy
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2. DA-1241 induces the expression of genes associated with
autophagy and ameliorates fat accumulation in
hepatocytes in a GPR119-dependent manner.
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 DA-1241 directly regulates autophagy and TFEB nuclear

C
translocation, and ameliorates fat accumulation in a GPR119-

3. DA-1241 induces autophagy independent of GLP-1 secretion dependent manner.
in HFD-fed mice.

A t3weeks BW B C « DA-1241 alleviates fatty liver disease by reqgulating autophagy
; | wy | and lysosomal biogenesis independently of GLP-1 secretion.
gz_‘ § + DA-1241 may be a major regulator of the reduction in hepatic
8 - o steatosis via the upregulation of TFEB-mediated autophagy in
-5; > fa‘“’ NAFLD.
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