In vitro toxicological responses in fish cells (RTgutGC) following
exposure to chemicals with different modes of actions
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Materials & Methods

@Compare toxicological profiling of cells under diverse chemical stressors.
\.,

- Exposure to

Cell Culture Workflow

\

Support New Approach Methodologies (NAMs) development for .
§ PP ppcomparative stressg re5|(oonses) P General flowchart Experiment/ Hydrogen peroxide Copper sulphate
‘ assay (H,0,) (CuS0..5H,0)
7008 Assess biomarkers like cell viability, DNA damage, apoptosis, and 7~ t . 084737
5 ecrosic oy £ P — /\ SIRHEE | cell viability
= . . . . Qe = |Culture | Passage]T Differentiation | (i} mgﬁ? (alamar blue assay)
I Generate baseline data for future comparison with human cell lines. Secondary o
pC E:E" El.ﬂl.l Y e D Rt e R AT 5t B e 5 I
¢ EumaaaE S C DNA damage %
R e S (Alkaline comet assay)
Background g  RigutGC
AR I il it ~-'~ :ﬁf el 2 i optosis and\
» In vitro testing: ethical alternative to animal testing. : B e P e s e Ap Ngcrosis
> Fish cell lines: ecologically relevant models | Sy
for assessing aquatic toxicology. jj | PTESEIVE s | (Annexin & PI
» Human cell toxicity biomarkers well established; fish I staining
in vitro systems still need standardised approaches. e‘@ Eell barik analysis using
» Comparing fish and human cell responses can Start ’\“\,0 N confocal '
reveal conserved toxicological pathways. ar Qo’\‘e> microscopy) 4

» Support the development of NAMs and the 3Rs principle.
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