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heart itself or it is of peripheral origin secondary to gastrointestinal
congestion. In this study, we investigate the dependence between
changes in redox-potential, NAD/NADH and TNF-α/NF-kB signaling
pathways on experimental cardiac hypertrophy and LQپDPPDWRU\
response in myocardium, which is regarded as a risk factor of
irreversible form of CHF, and HٹFDF\ of various therapeutic action to
reverse this deterioration in CHF caused by long-term aortic stenosis
in rabbits.

0DWHULDO�DQG�0HWKRGV
All animal experiments and procedures received institutional

approval and were conducted in conformity with the “Guiding
Principles in the Care and Use of Animals” of the American Physiology
Society and the “Guide for the Care and Use of Laboratory Animals”
published by the National Institutes of Health (NIH publication No.
85-23, revised, 1985.

All animals were secured under VSHFLٽF pathogen free conditions
according to the Federation of European Laboratory Animal Science
Associations guidelines in humidity- and temperature-controlled
environment, with a 12 h light and 12 h dark cycle. Chinchilla rabbits
(2.5-3.0 kg) had free access to food and water ad libitum. $іHU 7 days
of adaptation, all animals randomized into two groups: control and
main. НH rabbits were kept in a daylit environment, in specially
designed housed (animal room) at a mean temperature 20°C, humidity
40-70%, lighting 12 h per day for at least 1 week before the
experiments. Animals were fed commercial laboratory rabbit food
pellet and allowed drink tap water ad libitum before the experiments.
НUHH month DіHU induced cardiac hypertrophy by 



Parameters/Group Control I CHF

Control II +Traditional Therapy +AdenocinÈ

IL-1Ç, pg/mg protein 3.4 Ñ 0.8 24.5 Ñ 1.8*** 20.3 Ñ 1.7***# 5.8 Ñ 1.4##xx

IL--̾ 243xɁÑ 1. 20.3xɁÑ 1
5

.

8

IL--̾ 243xɁÑ 1.ľ 20.3xɁÑ 1₀ľ

5.8 243xɁÑ 1 20.3xɁÑ 1Ѡ***#5.8 243x́Ñ 1Ѡ***20.3x́Ñ 1Ḥ*ʹ

5.8 IL-1Ç, pg/MžŎ 24.5! Ñ 1.ľךּ 20.3 5.8Ŀ̾ 243xђÑ 1₀ľ

20.3xҪ5.8Ŀ 243xђÑ 1ľ20.3xҪ5.8Ŀ Ñ 1₀ľךּ 243 Ñ 1ľךּ 20.3



Carvedilol, a beta-blocker and particularly α-1 receptor blockers
containing an antioxidative property, inhibits T cell activation via
downregulating NF-kB activity. Chronic administration of metoprolol
during three years slows the progression of intima media thickness in
humans and alters the grey scale of carotid plaques and decrease serum
levels of SURLQپDPPDWRU\ cytokines [22,23]. On the chronic canine
model of multivessel ischemic cardiomyopathy with OHі ventricular
dysfunction, was shown that myocardial interstitial پXLG occurred
greater attenuation of leukocytosis and had higher IL-10 level with
carvedilol compared to metoprolol, DіHU 3 months of treatment
resulted in better resting global and regional function as well as better
regional function at stress compared to metoprolol. ACE- inhibitors,

https://dx.doi.org/10.1016%2Fj.yjmcc.2011.09.018
https://dx.doi.org/10.1016%2Fj.yjmcc.2011.09.018
https://dx.doi.org/10.1016%2Fj.yjmcc.2011.09.018
http://dx.doi.org/10.1007/s10517-008-0268-2
http://dx.doi.org/10.1007/s10517-008-0268-2
http://dx.doi.org/10.1007/s10517-008-0268-2
http://dx.doi.org/10.1007/s10517-005-0208-3
http://dx.doi.org/10.1007/s10517-005-0208-3
http://dx.doi.org/10.1007/s10517-005-0208-3
http://dx.doi.org/10.1007/s10517-005-0208-3
http://dx.doi.org/10.1074/jbc.M109.077271
http://dx.doi.org/10.1074/jbc.M109.077271
http://dx.doi.org/10.1074/jbc.M109.077271
http://dx.doi.org/10.1074/jbc.M109.077271
http://dx.doi.org/10.1016/j.atherosclerosis.2014.05.466
http://dx.doi.org/10.1016/j.atherosclerosis.2014.05.466
http://dx.doi.org/10.1016/j.atherosclerosis.2014.05.466
http://dx.doi.org/10.1038/cdd.2015.60
http://dx.doi.org/10.1038/cdd.2015.60
http://dx.doi.org/10.1038/cdd.2015.60
http://dx.doi.org/10.1038/nm.1906
http://dx.doi.org/10.1038/nm.1906
http://dx.doi.org/10.1038/nm.1906
http://dx.doi.org/10.1038/srep22325
http://dx.doi.org/10.1038/srep22325
http://dx.doi.org/10.1038/srep22325
http://dx.doi.org/10.1038/srep22325


11. Fujita-Sato S, Ito S, Isobe T, Ohyama T, Wakabayashi K, et al. (2011)
Structural basis of digoxin that antagonizes RORgamma t receptor

http://dx.doi.org/10.1074/jbc.M111.254003
http://dx.doi.org/10.1074/jbc.M111.254003
http://dx.doi.org/10.1074/jbc.M111.254003
http://dx.doi.org/10.1074/jbc.M111.254003
https://doi.org/10.1073/pnas.0504097102
https://doi.org/10.1073/pnas.0504097102
https://doi.org/10.1073/pnas.0504097102
https://doi.org/10.1073/pnas.0504097102
https://doi.org/10.1002/ejhf.64
https://doi.org/10.1002/ejhf.64
https://doi.org/10.1002/ejhf.64
https://doi.org/10.1002/ejhf.64
https://doi.org/10.1002/ejhf.64
https://doi.org/10.1016/j.intimp.2015.03.017
https://doi.org/10.1016/j.intimp.2015.03.017
https://doi.org/10.1016/j.intimp.2015.03.017
http://dx.doi.org/10.1016/j.clinthera.2013.07.127
http://dx.doi.org/10.1016/j.clinthera.2013.07.127
http://dx.doi.org/10.1016/j.clinthera.2013.07.127

