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Area of research interest

In our research we try to indentify novel signaling pathways in pathological myocardial hypertrophy
and gain a deeper understanding about the mechanisms that take place during the transition from
compensated hypertrophy to congestive heart failure.

Cardiac hypertrophy is a well-known response reaction of the heart to sustained pressure-overload.
Although it contains initial salutary components, in a long term it leads to chronic heart failure and
sudden death.

Despite the fact that the signaling pathways involved in pathological hypertrophy offer many
opportunities to intervene, the drugs that are currently in clinical use are not sufficiently effective.
However the nitric oxide (NO) — soluble guanylate cyclase (sGC) — cyclic guanosine monophosphate
(cGMP) - cGMP-dependent protein kinase G pathway has been increasingly identified as an effective
anti-hypertrophic signaling.

Therefore we investigate the effects of chronic activation of the cGMP producing enzyme, the soluble
guanylate cyclase (sGC) by cinaciguat in rat models of pressure overload-induced cardiac
hypertrophy.



