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Possible role of TRPA1 in the animal model of chronic alcohol exposure-induced liver injury

Kulcsszavak: TRPA1, alcohol, liver injury
Introduction
Controversial literature data are available on transient receptor potential ankyrin 1 (TRPA1) ion channels expression in the liver. TRPA1 has several activators, among which acetaldehyde (the metabolite of the ethanol) has a known key role in the alcohol-induced liver injury.
We hypothesized that acetaldehyde may directly act on the TRPA1 ion channels in the liver, and thus play a role in the pathogenesis of alcohol-induced liver injury.
Methods
RNAscope in situ hybridization was used to confirm the expression of Trpa1 mRNA in the liver. Free-choice dark-phase chronic alcohol (10%) consumption model was performed involving male Trpa1 knockout (KO) and wild-type (WT) mice for 3 months. Cytochrome P450 2E1 (Cyp2e1) mRNA expression was measured by RT-qPCR and validated by gel electrophoresis to investigate the alcohol-induced liver injury.
Results
We proved the expression of the Trpa1 mRNA in the liver using the highly specific RNAscope method. The Cyp2e1 expression was downregulated upon chronic alcohol exposure in both genotypes, however it was reduced to a greater extent in WTs suggesting a more severe liver damage in the presence of TRPA1.
Conclusion
TRPA1 activation caused by acetaldehyde may play a role in alcohol-induced liver injury.



