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Background: Fasciola hepatica, a parasitic flatworm (Platyhelmin-
thes: Digenea), is the cause of one of the most important diseases 
affecting animal health all over the world, causing the so-called liver 
fluke disease (fascioliasis). As vaccinations against this parasite are 
not available yet, anthelmintic drugs, like triclabendazole (TCBZ), 
are the treatment of choice. During the last decades more and more 
flukes resistant to these drugs have been found. Molecular mechan-
isms underlying TCBZ resistance could be mediated by various 
mechanisms: (i) accelerated metabolism of drugs, (ii) mutations in 
target proteins which eliminate drug sensitivity, (iii) accelerated drug 
efflux via transmembrane transporters of the family of ABC trans-
porters. The last scenario is very common in nature and is also 
suspected to have major role in drug resistance against TCBZ in 
F. hepatica. 
Methods: Using adult flukes obtained from Northern Ireland and 
Lower Austria, next-generation sequencing (NGS) has been per-
formed to identify the mutation that confers drug resistance between 
TCBZ-resistant and susceptible flukes. In parallel, we also per-
formed RACE (rapid amplification of cDNA ends) to generate a full 
length transporter of F. hepatica which has not been cloned before. 
Results: We did preliminary work to see the difference between 
TCBZ-resistant and -susceptible flukes, if there is at all. A bio-
informatics part is the next step that we will take into consideration. 
We also have managed to go further for the sequences of trans-
porters of F. hepatica; however, we are not at that step where we 
can go for functional assays yet. 
Discussion: Using the findings of the all-experimental methods, this 
project proposes to identify genes of F. hepatica that play a crucial 
role in the life cycle and in the development of TCBZ drug resis-
tance, to characterize the encoded proteins and to screen for 
ligands which may lead to the design of new anthelmintic thera-
peutic strategies. 
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