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Anti-fibrotic cells —
[NK, NKT?, y& T7?)

Hepatic stellate cells
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]

- Acetaldehyde tipataain

A y . ( « TGF-g1 : A
+ CYP2E1-ROS T o Retinf:id-a Pro-fibrotic cells
+ DAMPs < (Th17) J

= IL-17, Fas
+ LPS/TLR4

* CX3CL1-CX3CR1 Kupffer cells, macrophages.

: ’;R;gq neutrophils
Hepatocytes i -~

CD8* T cells, NKT cells,
MAIT celis s
- PAMPs from bacterial — /
over growth and dysbiois
after EtOH feeding

+ Pro-inflammatory mediators
(TNF-q, IL-1b, IL-6, IL-8, CCL2,
Gro-a, or ROS by NOXs efc.)

= Protective mediators (IL-6, IL-10,
IL-22, etc.)

Partal circulation /
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