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Propositions 

associated with the PhD thesis 

Targeting Proteostasis in Atrial Fibrillation 

Molecular Footprints and Novel Therapeutic Strategies 

by Deli Zhang 

 

1. The characteristics of cardiac changes following tachypacing makes Drosophila a good model for 

studying cardiomyocyte remodeling in atrial fibrillation. (this thesis) 

2. Experimental and clinical atrial fibrillation increase HDAC6 activity and expression, resulting in 

disruption of the microtubule network, which underlies atrial fibrillation progression. Therefore, 

inhibition of HDAC6 represents a promising therapeutic option to conserve microtubule 

proteostasis and attenuate cardiomyocyte remodeling in atrial fibrillation. (this thesis) 

3. PARP1 over-activation and subsequent NAD
+
 depletion play an important role in atrial 

fibrillation-induced remodeling. (this thesis) 

4. Inhibition of ER-stress protects against cardiomyocyte dysfunction in experimental model 

systems for atrial fibrillation. (this thesis) 

5. The similarity of features of cardiomyocyte remodeling in various age-related cardiac diseases 

suggests that the key role of HDACs in the conservation of cardiac proteostasis may be broadly 

utilized to develop novel drug therapies. 

6. No matter how difficult and complicated an experiment is, the easiest and first solution is to start 

performing it. 

7. In research, keeping an open mind to unexpected findings is more important than just proving the 

original hypothesis. 

8. Any intelligent fool can make things bigger, more complex, and more violent. It takes a touch of 

genius and a lot of courage to move in the opposite direction. (Albert Einstein) 

9. Every battle is won or lost before it's ever fought. (Sun Tzu) 

10. 海纳百川，有容乃大；壁立千仞，无欲则刚。 (林则徐) 

Like the sea holds the water from thousands of rivers due to its large capacity, a man can be great 

because of his tolerance and forgiveness.  (Lin Zexu) 


