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Morphological study of liver, lung, and kidney tissues.
The representative sections are shown at x 100
magnification (bar = 100 um). Inserts are shown at x 400
magnification of the boxed areas (bar = 10 um). Normal
represents normal mice without any treatment (n=3);
Control, control mice; PG, vehicle with PG pretreated
mice; 25HC3S, 25HC3S-pretreated mice.

n=4), 25HC (40 mg/kg; n = 4), 25HC3S (50 mg/kg; n = 4) or 25HCDS (50
mg/kg; n = 4) as indicated, two hours before LPS (5 mg/kg) challenge. The liver,
lung and kidney tissue were harvested after 24 hr following LPS injection for
morphological study. Tissue from age-matched mouse without any treatment
were used as normal control (Normal, n = 4). The paraffin-embedded tissue
sections were stained using H&E method and photographed for evaluation.
Representative photos are shown at x100 magnification (bar = 100 um). Inserts
are shown at x400 magnification of the boxed areas (bar = 10 um). Normal
represents normal mice without any treatment (n=4); Control, vehicle-treated
control mice; 25HC, 25HC-pretreated mice; 25HC3S, 25HC3S-pretreated mice;
B5HCDS, 25HCDS-pretreated mice.

hydroxycholesterol 3, 25-disulfate (25HCDS), have been
demonstrated to be potent regulators of lipid metabolism,
Inflammatory response, cell apoptosis, and cell survival.
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AIM: In the present study, we tested these products’

potential to treat LPS- or ATMP-induced acute liver
failure in a mouse model. A _ B
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Methods: Acute liver failure mouse model was 101
established by intravenous injection with LPS or ATMP.
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Fig.2. 25HC3S treatment regulates hepatic apoptosis-related gene Fig. 4 Fig. 4 25HC3S restores the mitochondria
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apoptosis, and cell survival in vivo.
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