Liver spheroids: arobust human in vitro system for testing the therapeutic
options of cyclooxygenase 2 in NAFLD/NASH
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Cyclooxygenase (COX) is a key enzyme in the biosynthesis of prostanoids. Prostaglandins are Experimental design: Star methods used:

iInvolved in multiple homeostatic processes, as well as playing an important role in the onset of
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3D spheroids with different proportions of LX-2 and Hep G2. Phase contrast (top) and green Flow cytometry of liver spheroids of Hep G2, LX-2 and H/L 10:1. ASGPR1 is used as a Hep G2 marker.
fluorescence (bottom), LX-2 are labelled with the Green Cell Tracer. The HepG2/LX-2 10:1 ASGPR1+ populations in blue, ASGPR1- populations in green.
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