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Why look beyond chronic exposure:
the case of short-term PFOA exposure

Perfluorooctanoic acid (PFOA) is a synthetic chemical F FF FFE F O
belonging to the class of PFAS, a highly environmentally F
persistent and bioaccumulative group of substances OH

PFOA: From environment to humaﬁ health F F F F F F F F
" Structure of perfluorooctanoic acid (PFOA)
- B % Hepatotoxicity
3 . - Resistant to degradation,
Industry I el accumulates in human tissues
| - ‘ , 7. - - - -
' * i i ) ! - Linked to immunotoxicity,
- | .. . . .
=5 = o | hepatoto?<|0|ty, gnd.ocrlne disruption,
- Endocrine disruption and carcinogenic risk
o 3 - Acute cellular effects remain unclear
Environment- polluted Carcinogenic risk
water and soil Dermal contact
| Sources ‘ | Ways of human exposure | | Adverese health effects |
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The Pipeline

‘ PFOA
1 uM, 10 uM and 100 pM

Control
(0,05% DMSO0)

short-term
exposure (48h)

Cell culture
(HepG2 cells
cultured in flasks
and assay plates)

Endpoint a

measurements - Q

Flow cytometry

Metabolic assays  Neutral lipid
accumulation

Assessed endpoints:

» Metabolic activity — alamarBlue™
assay

* Cell death pathways — Annexin
V/propidium iodide flow cytometry

* Cell cycle distribution —
Propidium iodide flow cytometry

* Intracellular reactive oxygen
species (ROS) — Dichlorofluorescein
fluorescence

 Lipid peroxidation — Thiobarbituric
acid reactive substances (TBARS)
assay

* Neutral lipid accumulation — Qil
Red O staining
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Short-term PFOA exposure does not affect metabolic activity
In HepG2 cells
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Short-term PFOA exposure reduces cell viability and
promotes necrosis in HepG2 cells
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Short-term PFOA exposure does not affect cell cycle
progression in HepG2 cells
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Short-term PFOA Exposure: Oxidative Stress and Necrosis in HepG2 Cells
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Short-term PFOA exposure elevates intracellular ROS



Short-term PFOA Exposure: Oxidative Stress and Necrosis in HepG2 Cells
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Short-term PFOA exposure does not increase lipid



Short-term PFOA exposure does not affect neutral lipid
accumulation in HepG2 cells
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Key Findings

Short-term PFOA
exposure induces
oxidative stress

l Cell fate shifts toward
necrosis rather than
apoptosis

No immediate disruption of
lipid metabolism or
proliferation observed

l

Provides a snapshot of acute
toxicity and baseline for
future long-term studies
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