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Abstract  This review aims at throwing simple light on a huge biological symphony of cure and poison which is being 
played in great vital harmony by the wonderful ammonia produced by the bacterium Helicobacter pylori close to the gut 
mucosa and nitric oxide (NO) liberated by the micro-capillary endothelium. H. pylori colonized the stomach since an 
immemorial time, it is leading in the stomach the behavior of natural bacteria. It has got a long history of minor harm inside 
the stomach before development of the antibiotic strategy against it, it has got huge natural talents of survival within the 
strong gastric acid, its recurrence in the stomach is un-avoidable and in addition it has got highly protective vital benefits.   
H. pylori is hugely biologic, it protects the gastric wall via its juxta-mucosal ammonia from its acid if it goes in excess, it 
protects from the harmful sequels of absence of the acid during absence of food due to scattering of the ammonia at its 
immediate vicinity while searching remnants of food in gastric lumen, its constant residual gastric ammonia maintains the 
integrity of gastro-esophageal sphincter protecting against acid reflux disorders, it is mostly responsible for formation of the 
protective thick viscous gastric mucus layer via its juxta-gut mucosal ammonia and NO liberated due to the effect of shear 
stress of ammonia, its residual ammonia helps to maintain the integrity of intestinal motility protecting from delay of 
intestinal contents and it helps to support the bowel motion functions via helping formation of the soft colonic mucus that 
helps to make the motion easy while maintaining the colonic contractions helps to shape/form the bowel contents and wrap it 
with the soft mucus. In addition, residual colonic ammonia produced due to the natural existence of H. pylori is responsible to 
maintain a normal physiologic liberation of pelvic NO and hence it participates in maintaining the integrity of the natural 
physiological desire and sense of libido that allows a person normal sex drive response and satisfactory sexual performance 
during ultimate situations. Residual colonic H. pylori-produced ammonia participates to maintain a normal physiological 
level of systemic ammonia that helps to ensure the micro-capillary endothelial-induced NO liberation via the effect of shear 
stress and therefore it could be healthy for many vital organs and functions in the body. Normal levels of systemic ammonia 
was demonstrated healthy towards the symptoms and onset of Alzheimer disease. In conclusion, H. pylori accordingly is 
biologic and not pathologic or it is not essentially pathologic by its own but it is forced to any pathologic attitude related to it 
due to misbehavior in food habits or the antibiotic aggression towards it. A highly vital series of physiological benefits are 
being played by the natural existence of H. pylori, its juxta-mucosal ammonia and the NO liberation produced due to shear 
stress effect of ammonia; when these parameters exceed its natural limits then a cure turns into a poison.  
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1. Introduction 
Helicobacter pylori colonized the stomach since an 

immemorial time; as if both the gastric wall and the 
bacterium used to live together in peace harmless to each 
other [1-3]. More than 160 years before in 1852, it was 
reported that ammonia exists in the stomach. In 1930s,     
it was reported that the ammonia demonstrated in the 
stomach is due to the effect of a urease enzyme. In 1960s,   
it was confirmed that urease activity in the stomach is not a  
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property of the stomach wall but it is of a bacterial origin. 
Early in 1980s, it was clearly emphasized that the ammonia 
detected in the stomach is not toxic but it is even beneficial 
[4]. In 1985, H. pylori was re-discovered or as claimed by 
two Australian physicians; “I got it, a bacterium surviving in 
the stomach”. They accused it for causing gastritis, gastric 
ulcers and cancer; therefore, they started their antibiotic 
violence against this bacterium in 1986. Accordingly, a 
world’s medical attitude was established against H. pylori 
and that its eradication should be a necessary attempt    
due to a suggestion of its close relation to acid peptic  
disease, gastric carcinoma and lymphoma [1-3]. Thereafter, 
a lot of scientific inconvenience among researchers and 
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investigators was expressed during medical meetings and 
conferences about the story claimed by the two Australian 
doctors about H. pylori. [2] 

The last three decades have shown prevalence of 
abnormal-behavior H. pylori strains and the rising figures of 
many medical challenges related to these strains. Therefore; 
the last three decades demonstrated re-discovery or the claim 
of discovery of H. pylori, the antibiotic aggression towards it, 
the prevalence of its abnormal-behavior strains instead of 
getting rid of it and the flare up of a lot of medical challenges 
related to these H. pylori strains [1, 3]. A medical 
assessment that does not correlate between these well 
established four observational findings is definitely not 
employing a clinical sense.  

Existence of H. pylori in the stomach is life-long unless 
eradicated but recurrence of H. pylori in the stomach is 
un-avoidable [5-7]. In children, existence of H. pylori starts 
trans-familial early during childhood and the H. pylori strain 
is often identical with that of parents. Interestingly, children 
maintain the same strain genotype even after moving to a 
different environment [8]. Frequent elimination/migration of 
H. pylori in children is probably common due to the frequent 
use of antibiotic for different reasons; yet, trans-familial 
recurrence in children is still hardly avoidable [7, 8]. 

H. pylori resides and colonizes under the layer of mucus 
overlying gastric mucosa. Although gastric acid plays an 
important role in the protection against many enteric 
organisms and H. pylori can be readily killed by a brief 
exposure to diluted hydrochloric acid solutions; survival of 
the bacterium inside the stomach is achieved through various 
defense mechanisms. The organism’s intense urease activity 
produces ammonia from organic urea of gastric juice in such 
amounts that can buffer the pH of gastric acid. The gastric 
mucus layer is relatively thick, alkaline and viscous allowing 
for H. pylori pH gradients from approximately pH 2 close to 
the gastric lumen until pH 7.4 immediately adjacent to the 
mucosa. The high motility of H. pylori via its flagellates 
even in the very viscous mucus allows the organism to swim 
freely and migrate to reach the most favorable pH gradient. 
Elaboration of ammonia from endogenous urea that buffers 
gastric acid reaching the immediate vicinity of the bacterium 
constitutes an essential mechanism for survival of H. pylori 
in its strongly acidic gastric habitat [9-13]. 

H. pylori in the stomach is leading the behavior of natural 
bacteria such as its existence since an immemorial time, its 
huge biological talents of survival inside the strongly acidic 
gastric lumen atmosphere, the extremely long history with 
minor harm before the antibiotic violence towards it, its 
recurrence in the stomach is absolutely un-avoidable and its 
documented biologic protective benefits [1-3]. 

AIM: This review aims at throwing simple flash of light 
on a huge biological symphony of cure and poison played in 
great vital harmony by the intelligent juxta-mucosal 
production of ammonia of the bacterium H. pylori and the 
smart nitric oxide (NO) liberation by the micro-capillary 
endothelium.  

2. Review 
A normal-behavior H. pylori never exists inside the 

gastric lumen during presence of food, it remains settling 
under the gastric mucus layer until travel of food from the 
stomach and drop of the gastric acid to a residual level where 
the bacterium can pick up its nutrition from remnants of food 
within the gastric lumen in a blink like momentum protected 
with a shield of ammonia around its immediate vicinity 
before it returns back to its natural secure habitat under the 
gastric mucus layer leaving behind it scattered traces of 
ammonia in the gastric lumen. This scattered ammonia 
excites the gastric wall to secrete the acid preventing in this 
way absence of the protective role of the gastric acid during 
absence of food and helping in turn to guard against low 
acidity-related complications at the cardiac end of the 
stomach such as carcinoma and accumulation of pathogens 
[1-3, 14]. 

Accordingly, H. pylori plays without real intention of its 
own two opposed vital biological functions; it protects the 
gastric wall from its acid if it goes in excess via buffering any 
acidity reaching its immediate vicinity. H. pylori is rather 20 
times sensitive to acidity than the gastric wall [1, 3, 14]; as if 
the bacterium has been created in this place in order to 
protect the gastric wall from the acid through protecting 
itself. H. pylori without intention also protects the gastric 
wall from sequels of absence of the acid during absence of 
food as gastric acid is a major defense against bacteria and 
pathogens [1, 3]; H. pylori as all living structures will seek 
its nutrition and via a natural instinct it picks up its food from 
the gastric lumen when the acid drops to a residual level 
protected by a shield of ammonia, exactly the same as the 
automatic behavior of a person hurrying up to his car when 
the heavy rain slows down to slight drops protected by a rain 
coat. The residual ammonia scattered in the lumen before H. 
pylori returns to its shelter excites the secretion of the gastric 
acid to buffer this scattered ammonia protecting in turn from 
absence of the acid during absence of food. 

H. pylori via doing this double opposed function of 
protecting the gastric wall from its acid if it goes in excess 
and protecting from absence of the acid during absence of 
food is providing an integral value for the gastro-esophageal 
function. This double function of H. pylori leads to a 
continuous buffering process between ammonia and the acid 
round the clock ensuring accordingly a constant residual 
ammonia in the gastric lumen all the time, day and night. 
Ammonia is a smooth muscle tonic; therefore, this residual 
gastric ammonia helps to maintain the integrity of the 
gastro-esophageal tone protecting in this way from incidents 
of acid reflux whether a person is eating or not, lying flat or 
upright and awake or asleep [1, 3, 14]. These facts conform 
with the observational studies which have proposed a 
protective role of H. pylori against the development of 
gastro-esophageal reflux disease and suggested that H. 
pylori eradication treatment may increase the incidence of 
reflux symptoms. It was observed that prevalence of H. 
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pylori has been decreasing in developed countries while the 
prevalence of gastro-esophageal reflux disease and 
esophageal adenocarcinoma have been increasing since 
1930s [15-18]. Antibiotics force H. pylori to migrate from 
the stomach with consequent loss of its protective 
gastro-esophageal function; prevalence of the esophageal 
acid reflux disease has been demonstrated after development 
of the anti-H. pylori antibiotic strategies and hence stop 
fighting H. pylori with antibiotics has been recommended 
[19]. 

Ammonium ion was demonstrated to increase the tone of 
rat portal vein and it was suggested that ammonium 
compounds increase vascular tone by causing influx of 
extracellular calcium through the voltage-dependent calcium 
channel and intracellular alkalinisation [20]. Accordingly, 
the residual ammonia of gastric H. pylori strains that could 
travel down the intestine to reach the colon or the ammonia 
of the minor H. pylori strains migrating to the colon in 
physiological amounts and conditions could lead to an 
increased micro-vascular tone constituting a shear stress; 
stimulating in turn endothelial-induced NO liberation in 
response to the effect of this shear stress [21]. NO is a highly 
diffusible short-lived free radical gas permeating 
bio-membranes with a wide range of brilliant physiological 
functions [22]. NO has important beneficial implications for 
cardiovascular, immune and gastrointestinal functions [23]. 
In the gut, NO serves several physiological functions such as 
regulation of mucosal blood flow, intestinal mobility and 
mucus thickness [23, 24]. 

It was observed that whenever H. pylori exists, mucus is 
always there or wherever there is mucus, H. pylori exists and 
whenever H. pylori exits in high percentage mucus around is 
thick and viscous while when it exists in minor percentage 
mucus is thin and soft [2, 3, 25]. Whether H. pylori loves the 
mucus or the mucus loves it or either H. pylori is attracted to 
the mucus or the mucus is stimulated by it, it might be correct 
that both of them are having affinity towards each other. It 
was emphasized that H. pylori was behind the secret of the 
silence of the silent maxillary sinus syndrome and it could be 
a direct reason to produce the mucus or it is a factor behind 
the profuse accumulation of thick viscous mucus due to NO 
liberation by the shear stress effect of its ammonia until the 
sinus cavity is obliterated in silence. That is probably not due 
to any true pathologic attitude of the bacterium but it is 
actually its natural need of having the sinus and the mucus 
stimulated by its ammonia as a secondary shelter for the 
purpose of hiding from the antibiotic aggression towards it 
[26]. 

As juxta-mucosal ammonia of H. pylori stimulates 
endothelial-derived NO liberation via shear stress effect [19, 
21], and as NO functions in regulating intestinal motility and 
mucus thickening [23, 24]; accordingly, H. pylori is 
supporting the integral biological functions of the gut either 
through a direct irritant effect of its ammonia elaborated 
close to the mucosa or through NO liberated due to the effect 
of shear stress of ammonia. The thick viscous gastric mucus 
layer that constitutes the main natural protection of stomach 

wall from gastric acid could be related to the high existence 
of H. pylori in the immediate proximity of gastric mucosa. 
Simply, as much as H. pylori could be the reason for the 
profuse production of mucus without any pathologic attitude 
except using the maxillary sinus and mucus as a secondary 
shelter until obliteration and collapse of the sinus occurs   
in silence [26], major existence of H. pylori in the stomach 
which constitutes its commonest and main natural habitat 
could be in the same way responsible without any 
physiologic protective intention towards the gastric wall for 
the development of the protective thick and viscous gastric 
mucus layer which acts as a shield for the bacterium itself 
and for the gastric wall in turn from the aggressive gastric 
acid. In the other way, the minor existence of H. pylori in the 
colon in natural conditions or the minor amounts of ammonia 
that travels down the intestine to reach the colon in residual 
levels could be responsible for the thin soft colonic mucus 
that lubricates the formed motion contents so as to make the 
motion easy; if it is thick mucus, it would render passage of 
motion hard and difficult. Ammonia or NO through 
supporting the integrity of intestinal motility and movement 
of intestinal contents it could help therefore to prevent delay 
of intestinal contents and allow shaping/formation of colonic 
motion contents together with wrapping it with a soft 
lubricant mucus. 

Major migration of H. pylori strains to the colon that 
occurs mainly due to the influence of antibiotic abuse will 
cause accumulation of profuse toxic amounts of ammonia 
leading to pelvic congestion. Pelvic congestion is a major 
reason that badly affects erectile function and sexual desire 
in both males and females [3, 27]. In addition, profuse toxic 
amounts of ammonia, via the effect of shear stress could 
predispose to local NO toxicity sequels or undesirable effects 
of NO towards these sexual functions. These facts are 
supported by the suggestion that NO generated by gut 
bacteria in the immediate vicinity of gut mucosa may exert 
either beneficial effects or at higher levels interfere with 
mucosal functions [23]. Meanwhile, the residual ammonia of 
gastric H. pylori strains that travels down the intestine to 
reach the colon or the ammonia of the minor H. pylori strains 
migrating to the colon in minor figures or existence could 
lead to an increased arterial pelvic inflow or the residual 
colonic ammonia of H. pylori through the influence of shear 
stress will lead to liberation of NO in physiological levels 
with consequent micro-vascular dilatation in the pelvic area 
helping to maintain the integrity of the natural desire, sexual 
sensations and erectile function in turn [21, 28]. Accordingly, 
physiological levels of pelvic ammonia and NO could 
participate in maintaining the integrity of the natural 
physiological desire and sense of libido that allows a person 
normal sex drive responses and satisfactory sexual 
performance during ultimate situations. 

Residual H. pylori-produced ammonia contributes to 
maintain the normal level of systemic ammonia which is 
healthy to the brain via the endothelial-derived NO liberation 
due to the shear stress effect while accumulation of profuse 
amounts of colonic ammonia is toxic to the brain and 
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unhealthy to the onset and symptoms of Alzheimer disease 
[29]. 

3. Discussion 

It is worthy to clarify some misconceptions and sequels of 
misbehavior towards H. pylori in order to show how a cure 
could turn into a poison when it exceeds the limits of natural 
existence. H. pylori is not pathologic by its own but it is 
forced for any pathologic attitude related to it due to 
misbehavior in food habits or the antibiotic violence against 
it. H. pylori resides and colonizes under the thick gastric 
mucus layer which allows the bacterium pH gradients from 2 
close to gastric lumen to pH 7.4 adjacent to the mucosa, 
accordingly the bacterium is surviving in a neutral 
atmosphere and it can readily buffer any further acidity 
reaching its immediate vicinity [1]. Repeated misbehavior in 
food habits with over satiety and over filling of the stomach 
leading to stretching of the stomach wall and thinning up of 
the gastric mucus layer will cause excess acidity to reach the 
bacterium forcing it to get embedded within the mucosal 
folds, a behavior which is unrecognized and intolerable to 
the gastric mucosa. The mucosa reacts to this unusual 
behavior of H. pylori by pushing the bacterium with 
lymphocytic infiltration leading to lymphocytic gastritis that 
could end by atrophic gastritis and gastric ulcers. 
Lymphocytic infiltration could aggregate into a mass to form 
a gastric lymphoma while gastric carcinoma could arise from 
transformation of the lymphoma or from the edges of chronic 
gastric ulcers. All these pathologies are limited to the 
stomach and were in minor incidence among only a range  
of some filthy people, not even all of them [1, 5, 6, 30]. 
Accordingly; gastritis, gastric ulcer, lymphoma and gastric 
carcinoma are not essentially caused by a natural behavior of 
H. pylori of its own.  

In addition, migration of H. pylori from the stomach under 
the influence of antibiotics would render it a foreign 
structure to the tissues as H. pylori is only recognized by the 
stomach wall tissues. Hence, this could lead to an 
inflammatory reactions, local tissue pathology or an 
auto-immunity. Migration of H. pylori to the colon will lead 
to accumulation of ammonia in profuse toxic amounts 
leading to biologic toxic stress with development of various 
adverse toxic disorders and sequels in the body such as toxic 
myocarditis and cadrdiomyopathy, toxic nephritis, toxic 
thyroiditis and toxic pancreatitis with consequent stress 
diabetes. Accumulation of excess amounts of ammonia in 
the colon could be smooth muscle spastic leading to multiple 
colonic spasms and a high rectal spasm causing a colonic 
re-absorptive error with consequent retention of fluids and 
salts in the body, this error could be a direct reason for the 
development of a challenging hypertensive illness [2, 3, 14, 
31, 32].  

Residual pelvic ammonia and physiological levels of 
colonic NO improves erectile functions and sexual desire 
while major migration of H. pylori to the colon under the 

influence of antibiotics would lead to pelvic congestion and 
unhealthy sequences to the desire and erectile function [27, 
28]. In the same way, normal levels of systemic ammonia are 
healthy to the cerebral micro-circulation and towards the 
onset of Alzheimer while accumulation of profuse amounts 
of colonic ammonia will lead to elevated levels of systemic 
ammonia which is toxic to the brain [29]. 

Furthermore, it appears that H. pylori is a natural 
bacterium as evidenced by the scientific facts of its existence 
since an immemorial time, having huge biological talents for 
survival inside the strongly acidic gastric lumen, its 
un-avoidable recurrence in the stomach and its highly 
biologic benefits towards the human body [1-3]. A logic 
thinking might wonder; so long H. pylori can survive in the 
colon, hence what forces a weak bacterium that can not 
tolerate dilute weak acids to choose by its own this suicidal 
attempt close to the aggressive gastric acid unless it is 
obliged for a natural function there!! As long as H. pylori can 
reside in the oral cavity, why it does not decide to enjoy fun 
and company with millions of bacteria in the mouth!! 

Is H. pylori eradication necessary and possible or 
un-necessary because it is impossible!! Is H. pylori antibiotic 
eradication therapy effective or in-effective!! Obviously, it is 
not possible and eradication therapy is of no value as proved 
by the fact that H. pylori recurrence in the stomach is 
un-avoidable. It seems that H. pylori is not even eradicated 
from the stomach but forced to migrate where complications 
start to take place as proved by the scientific evidences of its 
appearance in new secondary shelters with development of 
new pathologic sequels. More-over, antibiotics are even 
seldom effective against extra-gastric H. pylori strains [1, 3, 
33]. These suggestions are supported by the finding that 
pseudo-membranous toxic colitis and toxic mega-colon have 
developed after eradication of H. pylori from the stomach by 
antibiotic therapy [34, 35]; complications related to H. pylori 
were of minor incidence and limited to the stomach while 
after the anti-H. pylori antibiotics medical challenges flared 
up and exceeded limits of the stomach [1-3, 14, 26, 31, 32, 
36]. Migration of H. pylori from the stomach will force it to 
become a poison itself by inducing auto-immunity and a 
source of poison by producing profuse toxic amounts of 
ammonia for a reason or no reason, un-opposed or buffered 
by any acidity outside the stomach [1, 3]. 

A lot of controversy has been shown as concerns the 
efficacy of H. pylori antibiotic eradication therapies. The 
efficacy of H. pylori eradication treatment for non-ulcer 
dyspepsia is also controversial, different randomized 
controlled trails have given conflicting results. Overall, H. 
pylori eradication treatment for non-ulcer dyspepsia had no 
significant effect on quality of life compared with placebo.  
H. pylori eradication for non-ulcer dyspepsia symptoms was 
found more costly if compared to antacid treatment. 
However, it has been of small but statistically significant 
benefit for dyspepsia symptoms of non-ulcer patients; 
patients receiving eradication treatment would benefit by an 
average of an extra 0.56 months free from dyspepsia per year 
than those given antacid. Further studies comparing between 
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H. pylori treatment and eradication for non-ulcer dyspepsia 
showed improvement of dyspeptic symptoms after treatment 
or eradication with little differences between them [14]. 

In a comparison of the efficacy of natural measures for H. 
pylori eradication Vs antibiotics, it was shown that natural 
measures were superior to antibiotic eradication therapies. It 
was found also that the definitive eradication of H. pylori 
from the colon is by employing the natural senna leaves 
extract purge [14, 37]. 

4. Summary 
In summary, H. pylori is highly biologic and protective to 

the human body functions either directly or through 
stimulation of NO liberation while its juxta-mucosal 
ammonia in turn is extensively intelligent helping integral 
mucosal properties and functions of the gut such as 1.     
H. pylori protects the gastric wall from its acid if it goes in 
excess via the buffering effect of ammonia at its immediate 
vicinity, 2. It protects the gastric wall from flare up of 
pathogens and carcinoma at its cardiac end via preventing 
absence of the acid during absence of food, 3. It helps to 
maintain the integrity of gastro-esophageal tone protecting 
against acid reflux disease, 4. It is the stimulus for gastric 
wall to secrete its thick viscous mucus layer which 
constitutes the main natural guard for the stomach wall from 
its aggressive acid, 5. It maintains the integrity of intestinal 
motility and moves of its contents preventing intestinal delay, 
6. It participates in formation of the thin soft colonic mucus 
for lubrication of motion, 7. It maintains the colonic motility 
which is responsible for the formation of the bowel motion 
contents and surrounding the formed contents with a thin 
layer of lubricant mucus, 8. It helps to maintain the integrity 
of the natural desire and sexual sensations that is in favor of 
the usual response to sexual drives, satisfactory erectile 
function and sexual performance during ultimate situations 
and 9. Normal physiological levels of ammonia of H. pylori 
contributes for the physiological levels of systemic ammonia 
and NO in turn which is integral for the cerebral 
micro-capillary circulation and is therefore healthy for the 
onset and symptoms of Alzheimer disease. As if in this way 
“the nature protects the nature” or the natural bacterial 
microbiota of the gut protects the human body natural 
physiology.          

All these biological protective values, namely the gastric 
protective benefits, the integral supportive elements for the 
bowel functions and the vital contributions to maintain the 
integrity of sexual desire and cerebral circulation are just 
examples for the huge biological benefits that could be 
achieved due to the natural existence and structure of      
H. pylori. As this natural existence could include 
maintaining a constant level of residual ammonia in the gut, 
contribution to maintain a constant level of systemic serum 
ammonia and in turn normal physiological levels of NO 
liberation through the effect of shear stress, hence this 
natural existence of H. pylori could be healthy and integral 

for the welfare of many vital structures and functions in the 
body. 

5. Conclusions 
A huge biological symphony of cure and poison is being 

played in great vital harmony by the intelligent production of 
ammonia of the bacterium H. pylori and the smart NO 
liberation by the micro-capillary endothelium due to the 
shear stress effect of ammonia. Therefore; should we fight 
and kill or save H. pylori!! It seems that we should save    
H. pylori as it is not pathologic or is not pathologic by its 
own but it is forced to any pathologic attitude related to it. 
More-over, it is a bacterium with many natural behaviors 
which are hugely biologic and protective towards the human 
body while its juxta-mucosal ammonia is highly intelligent 
and supportive at least for the integral physiological 
functions of the gut. It can be said accordingly that “the 
nature protects the nature” or the natural bacterial microbiota 
of the gut protects the human body natural physiology.       

 

REFERENCES 
[1] Farinha P, Gascoyne RD. Helicobacter pylori and MALT 

Lymphoma. Gastroenterology 2005 May; 128 (6): 1579-605. 

[2] Nasrat AM. The world misconception and misbehavior 
towards Helicobacter pylori is leading to major spread of 
illness. The 7th Anti-Aging Medicine World Congress, 
Monte-Carlo, Monaco, 2009 Mar. Available from URL, 
www.euromedicom.com. 

[3] Nasrat AM, Nasrat SAM, Nasrat RM, et al. Misconception 
and misbehavior towards Helicobacter pylori is leading to 
major spread of illness. GM 2015; S1 (002). [Open Access] 

[4] Graham DY, Go MF, Evans DJ Jr. Review article: urease, 
gastric ammonium/ammonia, and Helicobacter pylori--the 
past, the present, and recommendations for future research. 
Aliment Pharmacol Ther 1992 Dec; 6 (6): 659-69. 

[5] Andreoli TE. Cecil Essentials of Medicine. WB Saunders 
Company. 2001; 5th Ed: 334. 

[6] Asaka M. Epidemiology of Helicobacter pylori infection in 
Japan. Nippon Rinsho 2003 Jan; 61(1): 19-24. 

[7] Cirak MY, Ozdek A, Yilmaz D, et al. Detection of 
Helicobacter pylori and its CagA gene in tonsil and adenoid 
tissues by PCR. Arch Otolaryngol Head Neck Surg. 2003 Nov; 
129 (11): 1225-9. 

[8] McColl K, Murray L, el-Omar E, et al. Symptomatic benefit 
from eradicating Helicobacter pylori infection in patients with 
nonulcer dyspepsia. N Eng J Med 1998; 339: 1869-74.  

[9] Baron S. Baron’s medical microbiology. Churchill 
Livingstone. 2000; 4th Ed: 346.  

[10] Zentilin P, Iiritano E, Vingale C, et al. Helicobacter pylori 
infection is not involved in the Pathogenesis of either erosive 
or non-erosive gastro-oesophageal reflux disease. Aliment 



286 Abdullah M. Nasrat:  Biological Benefits of Helicobacter Pylori and the Intelligence of Juxta-mucosal Ammonia  
 

 

Pharmacol Ther 2003 Apr; 17(8): 1057-64.  

[11] Volk WA, Gebhardt BM, Hammarskjold M-L, et al. Essential 
of Medical Microbiology. Lippincott – Raven. 1996; 5th Ed: 
377.  

[12] Cotran RS, Kumar V, Collins T. Robins Pathologic Basis of 
Disease. WB Saunders Company. 1999; 6th Ed: 790.  

[13] Sleigh JD, Timbury MC. Notes on Medical Microbiology. 
Churchill Livingstone. 1998; 5th Ed: 232. 

[14] Nasrat AM, Nasrat SAM, Nasrat RM, et al. An alternate 
natural remedy for symptomatic relief of Helicobacter pylori 
dyspepsia. Gen Med 2015; 3 (4). [Open Access] 

[15] Issing WJ. Gastroesophageal reflux – a common illness. 
Laryngorhinootologie 2003 Feb; 82 (2): 118-22.  

[16] Labenz J, Blum AL, Bayerdorffer E, et al. Curing 
Helicobacter pylori infection in patients with duodenal ulcer 
may provoke reflux esophagitis. Gastroenterology 1997; 112: 
1442: 47.  

[17] Sharma P, Vakil N. Review article: Helicobacter pylori and 
reflux disease. Aliment Pharmacol Ther 2003 Feb; 17 (3): 
297-305. 

[18] Vakil N. Gastroesophageal reflux disease and Helicobacter 
pylori infection. Rev Gastroenterol Disord 2003 Winter; 3 (1): 
1-7. 

[19] Nasrat AM, Nasrat RM, Nasrat MM. Stop fighting the 
stomach bacterium Helicobacter pylori; esophageal reflux 
was not as such before the anti-H. pylori antibiotics. Am J 
Med Med Sci 2017; 7 (4): 196-201. [Open Access] 

[20] Wakabayashi I, Hatake K, Sakamoto K. Ammonium ion 
increases the tone of rat portal vein. Gen Pharmacol 1992 Nov; 
23 (6): 1189-92. 

[21] Sumii T, Nakano Y, Abe T, et al. The Effect of Nitric Oxide 
on Ammonia Decomposition in Co-cultures of Hepatocytes 
and Hepatic Stellate Cells. In Vitro Cell Dev Biol Anim 2016 
Jun; 52 (6): 625-31. 

[22] Ignarro LJ. Nitric Oxide: Biology and Pathobiology. San 
Diego, CA: Academic Press; 2000. 

[23] Tiso M, Schechter AN. Nitrate Reduction to Nitrite, Nitric 
Oxide and Ammonia by Gut Bacteria under Physiological 
Conditions. PloS One 2015 May 6; 10 (5): e0127490. 

[24] Sobko T, Reinders CI, Jansson E, et al. Gastrointestinal 
bacteria generate nitric oxide from nitrate and nitrite. Nitric 
Oxide 2005 Dec; 13 (4): 272-8. 

[25] Nasrat AM, Nasrat SAM, Narat RM, et al. Characteristics of 
Helicobacter pylori-related dysglycemia. Gen Med 2015; S1: 
(004). [Open Access] 

[26] Nasrat AM, Nasrat RM, Nasrat MM. The secret of the silence 
of the silent maxillary sinus syndrome. Am J Med Med Sci 
2017 Jun; 7 (6): 242-247. [Open Access] 

[27] Nasrat AM, El-Sayed SM, Shabaka AA, et al. Male pelvic 
congestion and erectile dysfunction; obscure reasons for an 
obvious phenomenon among the young. GM 2016; S1 (1). 
[Open Access] 

[28] Nasrat AM, Nasrat RM, Nasrat MM. A biologic influence on 
the integrity of the natural desire, sense of libido and sexual 
drive. Intl J Health Sci Res 2017Mar; 7 (3): 250-255. [Open 
Access] 

[29] Nasrat AM, Nasrat RM, Nasrat MM. Alzheimer and 
Helicobacter pylori; should we fight and kill or save H. 
pylori!! We should save H. pylori. Am J Med Med Sci 2017; 7 
(5): 221-228. [Open Access] 

[30] Copie-Bergman C, Locher C, Levy M, et al. Metachronous 
gastric MALT lymphoma and early gastric cancer: is residual 
lymphoma a risk factor for the development of gastric 
carcinoma? Ann Oncol 2005 May12; [ Epub ahead of print]. 

[31] Nasrat SAM, Nasrat RM, Nasrat MM, et al.  The dramatic 
spread of diabetes mellitus worldwide and influence of 
Helicobacter pylori. General Med J 2015; 3 (1): 159-62. 

[32] Nasrat RM, Nasrat MM, Nasrat AM, et al. Improvement of 
idiopathic cardiomyopathy after colon clear. J Cardiol Res 
2015. [Open Access] 

[33] Grünberger B, Wöhrer S, Streubel B, et al. Antibiotic 
treatment is not effective in patients infected with 
Helicobacter pylori suffering from extragastric MALT 
lymphoma. J Clin Oncol 2006 Mar 20; 24 (9):1370-5. 

[34] Kubo N, Kochi S, Ariyama I, et al. Pseudomembranous colitis 
after Helicobacter pylori eradication therapy. Kansenshogaku 
Zasshi 2006 Jan; 80 (1): 51-5. 

[35] Schweigart U, Franck H, Schepp W, et al. Toxic megacolon 
after Helicobacter pylori eradication therapy. Internist (Berl) 
1997 Apr; 38 (4):352-4. 

[36] Nasrat AM, Nasrat RM, Nasrat MM. Frequency of leukemia 
during late decades may indicate that the anti-Helicobacter 
pylori antibiotic strategy was a therapeutic mistake. Am J Med 
Med Sci 2017; 7 (3): 103-107. [Open Access] 

[37] Nasrat AM, Nasrat SAM, Nasrat RM, et al. The definitive 
eradication of Helicobacter pylori from the colon. Gen Med 
2015; S1: 1. [Open Access] 

 

 

 


	1. Introduction
	2. Review
	3. Discussion
	4. Summary
	5. Conclusions

