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Introduction
In the opinion of some researchers, the section of medical science 
called "cardiology" has reached a dead end. No, of course, cardiology 
developed all these years, improved methods of diagnosis and treat-
ment, in a large percentage of cases saved people from premature 
death, but she did not take any decisive steps. In this article, we will 
not talk about the successes of cardiology in the presence of congen-
ital pathologies, with trauma to the cardiovascular system (CVS) and 
other special cases. 
Nevertheless, it can stated that the mortality of modern people from 
cardiovascular diseases (CVD) is on the first place. And this group of 
people also includes patients of young and middle age. The number of 
premature and sudden cardiac deaths (SCD) increases every ten years 
by a certain proportion. In fact, the epidemic of CVD is rampant, espe-
cially in developed and developing countries.
Since 2011, our research team has begun to study the problems of CVD. 
Articles can be found on publications [1-16].
Of course, the title of this article will cause disapproval of some. But, 
as far as the distribution of Nobel Prizes in medicine for many years, it 
really is a failure for cardiology, it is necessary to criticize cardiology. 
The fact that there are no prizes (which means absent large discov-
eries and innovations) for heart diseases is alarming to any person, 
wherever he lives in the west or the east, even in the conditions of bias 

in awarding these prizes.
And now we will start to analyze some old concepts in cardiology. 
Consider the issue of heart failure. In all cases, is the heart muscle "to 
blame" for circulatory failure in some organs? 

Let's turn to the articles of famous authors [17-21]. Researchers of such a 
disease as heart failure for several decades are at a loss: why do symp-
toms of heart failure with a preserved fraction of the ejection occur? If 
this is the case, then it is logical to assume that the heart muscle is not 
to blame in CH. But what affects? How to get out of this vicious circle, 
lasting for several decades?
Where is the mistake? What to do? Who is guilty?

Here's what's written in article [17] from the PubMed library. «Heart 
failure with preserved ejection fraction (HFpEF), a common clinical 
syndrome, is a leading cause of morbidity and mortality and currently 
represents approximately 50 % of heart failure (HF) cases. Understand-
ing the epidemiology of HFpEF has been difficult due to challenges in 
HFpEF diagnosis and the heterogeneous etiologies and pathophysiol-
ogies that underlie HFpEF. Nevertheless, several high-quality epidemi-
ologic studies, such as the Framingham Heart Study and the Rochester 
Epidemiology Project, among others, have provided important insight 
into HFpEF on a population level. These studies have shown that pa-
tients with HFpEF are predominantly elderly, more likely to be female 
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than male, and have a high prevalence of comorbidities such as hyper-
tension, coronary artery disease (CAD), diabetes mellitus (DM), obesi-
ty, anemia, chronic kidney disease (CKD), atrial fibrillation, and chronic 
obstructive pulmonary disease. These studies have also demonstrated 
that survival with HFpEF is poor, especially after hospitalization for 
HFpEF. Arguably, the most important finding from these studies and 
observational registries is that HFpEF is an emerging epidemic. The 
prevalence of HFpEF is increasing over time, and a population burden 
of aging and comorbidities predicts even higher rates of HFpEF in the 
coming decades». 

In another article from PubMed [18] the questions are more stringent. 
«Heart failure is an epidemic in the elderly and has become a leading 
cause for hospitalization and death. Heart failure with preserved ejec-
tion fraction (HFpEF) is more common than heart failure with reduced 
ejection fraction (HFrEF) but disease identification remains challeng-
ing. Current criteria rely on symptoms of poor exercise tolerance, pre-
served ejection fraction and laboratory evidence for elevated filling 
pressures. Each of these clinical parameters is difficult to evaluate in 
the elderly and reduce the certainty of diagnosis. Aging is associated 
with changes in the peripheral vasculature, pulmonary function, ox-
ygen transport and skeletal muscle function, all key determinants of 
exercise capacity. Furthermore, co-morbid conditions such as chronic 
obstructive pulmonary disease are common in the elderly and cloud 
the interpretation of symptoms. The choice of ejection fraction (EF) 
45-50% as preserved appears arbitrary as there is evidence that the 
lower limit for EF in elderly women is much higher. Regardless of the 
difficulties in diagnosis, several population studies show that HFpEF 
incidence and prevalence are on the rise especially in those >70 years 
of age. Co-morbid diseases are common in HFpEF, and these patients 
often die from non-cardiac causes. Future studies need to emphasize 
a holistic approach to HFpEF and identify whether there are diagnostic 
or therapeutic targets outside of the heart».
There are a lot of articles with similar arguments and questions, espe-
cially over the past 20-30 years. It is felt that the CVD researchers from 
different countries are at a loss for the reasons for heart failure.
We believe that my group managed to find the direction of the right 
search. Previously, we managed to find answers to the some import-
ant problems of cardiology, but the leaders of this science do not want 
these answers. Reasons: Reasons: at this time, major changes in medi-
cine can not do without losses of their image. If we recognize the New 
Theory of CVD, then we must admit and blatant errors in theoretical 
cardiology, errors that have been in medicine for more than 100 years. 
It is impossible to give the opportunity to assign success to the search 
for the causes of CVD to physicists-loners, acting without any support 
from medical specialists, and even without any financial costs.
So, it is the New Theory of CVD that answers the emerging questions 
and closes the "white spots" of official theoretical cardiology. Arterio-
venous anastomoses are to blame. They can open for a time longer 
than necessary, or remain permanently pathologically open. So, there 
is a constant leakage of arterial blood into venous pool.
It is the complex effect of blood leakage that can explain many cardio-
vascular diseases (CVD). We emphasize: leaks from the arterial system 
and, accordingly, overflow of the venous system. Almost all previous 
published works of our group, published since 2011 [1-16], are just related 
with the effect of blood leakage through large arteriovenous anasto-
moses (AVA). Proceeding from simple logic, the main purpose of large 
AVA is an emergency lowering of peak values of arterial pressure in 

the system.
The AVA is opened – the blood pressure (BP) falls rapidly, the AVA 
closed - the pressure rises again. Thus there are so-called "jumps of 
blood pressure". The BP jumps are the syndrome of  "Ermoshkin-Luk-
yanchenko" [2]. 

According to the New Arrhythmia Theory [2-16], the overcrowded hol-
low veins (vena cava) can lead to the fullness of the liver and spleen. 
In addition, congested hollow veins can serve as a "conductor" of me-
chanical impulses that suddenly begin to run many times in the same 
circle: the left ventricle, the aorta, the artery, the AVA, the liver, the 
vein, the hollow vein, the heart and trigger the mechano-induced ex-
citation of the cardiomyocytes either from the atria or from the ven-
tricles. As a result, either atrial or ventricular paroxysmal tachycardias 
are possible with equal QQ intervals on the ECG, respectively with nar-
row or wide QRS dents. Intervals are equal to each other because the 
traveling times of a mechanical wave along the same vessels are al-
most the same. Note that under other conditions, there are only single 
extrasystoles, or other types of arrhythmia.
Further study of the effect of open AVA or AVA with a violation of their 
functionality showed that these small connective vessels may be in-
volved not only in arrhythmia, but in other diseases [1,2,4,15,16]: for pelvic 
organs, metabolic disorders, to systemic inflammation, to venous in-
sufficiency of the brain, to heart failure and many others.
Briefly. Overflowed hollow veins lead to an increase in venous pres-
sure not only in the vein and at the right atrium, but in time, according 
to the laws of hydrodynamics, in almost all small veins. Some venous 
valves with a sedentary lifestyle, i.e. without respiratory and physical 
training, fail in a small number of years. After valves damage, increased 
venous pressure may spread to the smallest veins and venules. The 
forces of gravity helps it. So there is a blockage of capillary circula-
tion, increased vascular permeability: increased permeability of veins 
and arteries. Blocking leads to an increase in intercellular fluid, to sta-
sis, thrombosis, necrosis, to blockage of lymphatic vessels. With this 
development of damage, a person quickly grows old, many diseases 
occur almost simultaneously. In the predominant sitting and standing 
positions, the organs of the small pelvis and legs first fall ill. With the 
predominant lying position, blood stasis can spread to the upper half 
of the body and this is more dangerous.
Well and now it is possible to give answers to some put questions in 
articles from PubMed (Look the citations above).

Why is the poor tolerance of physical activity with HFpEF [17,18]? Answer. 
A certain part of the arterial blood because of the blockages does not 
reach the cells. Part of the flow goes through the open ABA. The heart 
pumps blood to full power, but part of the heart's work is useless. 
Some cells of some organs do not receive nutrition and oxygen. Man 
lacks strength.
Why aging of the peripheral vasculature occurs, why is oxygen trans-
port disturbed [17,18]? Answer. A certain part of the arterial blood be-
cause of the blockages does not reach the cells. There is stagnation 
and micro thrombosis due to increased venous pressure in both small 
arteries and small veins. This is physics. Official medicine for many 
years, on the contrary, believes that first thrombosis, embolus, ob-
struction, and then an increase in venous pressure in small veins and 
venules. This is a gross mistake. Venules, taking dirty blood from the 
capillaries, can not push this liquid into the veins, creating a pressure 
of up to 20-50 mm Hg! And after all such venous pressure it is possible 
to observe in organs of a small pelvic and legs at a venous plethora.
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Why with HFpEF a certain part of people die from non-cardiac causes 
[17,18]? Answer. Abnormally functioning AVA are the cause of many 
diseases [1-16], such as systemic inflammation, kidney injury, endometri-
osis, colon cancer ... Therefore, death is possible for a variety of rea-
sons, including non-cardiac causes.
The future of medicine is already near!
Conclusion
1. It is necessary to carry out checks and proofs of the provisions of the 
New Theory of Arrhythmia and some CVD.
2. On the question: "Why does not the science of cardiology have a 
single Nobel Prize for 118 years?", it must be answered like this: cardi-
ology has made too many mistakes in its theoretical studies in recent 
years. There was a dead end.
3. Strictly speaking, the New Theory is a hypothesis, therefore it is too 
early to be guided in practices by the ideas of the New Theory.
Our group still offer cooperation in research on the promotion and re-
finement of the New Theory. But nobody needs it. What do you think? 
What is reason?
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