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Results (1)

Liver regeneration is essential for restoring hepatic function after surgical

resection or transplantation. Obesity and metabolic-driven chronic liver 1A Obesity is associated with impaired liver regeneration in mice 1B Altered functions and replenishment of hepatic macrophage populations in obese mice.
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Conclusions

) ° ° ) ° ° ° ° ° ° .Findings:
2A Resident Kupffer cells commit to tissue regeneration by shutting 2B Targeting IFNAR signaling in Kupffer cells restores liver
. . down innate and IFNAR-associated transcriptional programs regeneration in obese mice * KCs are crucial for liver regeneration in mice,
1.Experimental Animals: unlike monocyte-derived macrophages (Mo-
1. Mouse Strains: C57BL/6 mice were either bred in-house or purchased. Clec4f-cre- MO).
DTR, IFNARflox/flox Mafia, and CX3CR1-CreERT2 x confetti mice were used, with CD & vs H¥D 6h . i e
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2. Diet-Induced Obesity: Mice were fed a high-fat diet (60 kcal% fat) starting at 6-8 HFD 6hws On | Uys lwpet pathuys A CO o WFD HpX 1 15 . 255 . 845 ‘ o W & ' ¢ ::‘:‘;L(F)D compromises KC function.
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2. Kupffer Cell Depletion: Clec4f-DTR mice were injected intraperitoneally with 0.00. a3 . . . ' S . ' proliferative activity and protein translation.
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1. Antibodies: Fluorochrome-conjugated or biotinylated monoclonal antibodies (mAbs) 3 e Wl il s CD : . a functions and liver regeneration in mice.
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*Implications:
2. RNA Isolation: RNA was isolated and purified, followed by library production for 3’- " '
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1. Sample Preparation: Liver tissues were fixed, dehydrated, and snap-frozen. Sections Y MY . f . functions and tissue regeneration in ObeSIty'
were stained with antibodies and imaged using confocal microscopes. e 0 2 BD Flow cytometers are class | Laser Products. For Research Use Only.
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