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Methods
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Sham-operated Ren2 hypertensive rats (TGR) + intact

ACF TGR + intact

ACF TGR + RDN
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ACF = aorto-caval fistula

RDN = renal denervation



RDN in ACF decreased hypertrophy and improved systolic function in RV.



Hemodynamic parameters

ACF/intact ACF/RDNsham/intact

RDN in ACF improved systolic function and decreased end-systolic and end-diastolic pressure in RV.

Mulpuru, S. K., & Shen, W. K. (2017).
Circulation. Arrhythmia and 
electrophysiology, 10(2), e004994. 





1. Tyrosine 
hydroxylase (TH)
Density of sympathetic 
nerves, biosynthesis of 
norepinephrine
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transporter 3 (Oct3)
Norepinephrine 
transport to 
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transport to 
cardiomyocytes

3. Monoamino-
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Degradation of 
norepinephrine, large 
producer of ROS



RDN in ACF did not decreased gene and protein expression of TH and OCT3, but decreased MAO-A.



Profibrotic transcripts

Cardiomyocyte growth 
and hypertrophy

Metabolic transcripts

Cell proloferation and 
migration

Results – RNA-Seq of right ventricular tissue

Angiogenic transcripts

migration

Sarcomeric transcripts

DNA-repair

RDN in ACF down-regulated most of profibrotic transcripts.





Conclusions
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RDN in ACF decreased gene expression of Tgm2, Myh7, Collagen I/III ratio and increased Sod2.



RDN in ACF reversed ventricular dominance from RV to LV specificity in some genes of HF markers.


