Introduction: The broad aim of my proposal is to study the mechanisms of unbound fatty acid binding and uptake
by cell membranes and the fatty acid- protein interactions in eliciting biological responses. This will help in
understanding how unbound NEFAs worsen severe acute pancreatitis. To conduct this, my proposal comprised
3 specific aims and the progress on each is detailed below. We worked on Aim1 and 2 and have nearly
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Accomplishments:

H ¢ i Fig 4:Initiation and progression towards severe acute pancreatitis in wild type and CD36 KO

1 ’ AbStraCt tltled The fatty ac!d mice. (A) Serum lipase levels in mice injected with IL12 & 18 + GTL in WT (dark gray bar, n=6)
translocase CD36 do not play arolein and CD36 KO mouse (light gray bar, n=6) at baseline, 24 and postmortem. (B) Bar graph

H H H comparing overall pancreatic necrosis in WT (dark gray bar, n=6) and CD36 KO mouse (light
Worsemn.g. , Of IIpOtOXIC . acute gray bar, n=6). (C) H&E stained 10X magnification images of pancreas of WT and CD36 KO
pancreatltls s gOt accepted in the mouse injected with IL12 & 18 + GTL. (D & E) Bar graphs comparing serum blood urea

H H : H nitrogen and creatinine at baseline and postmortem in wild type (dark gray bar, n=6) and CD36
upcomlng DlgeStlve Dlsease Week KO (light gray bar, n=6) mouse injected with IL12 & 18 + GTL.
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2. Research article discussing the role of CD36 in acute severe pancreatitis will be communicated shortly.




