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ABSTRACT 
Background: Helicobacter pylori (H. pylori) is a major cause of peptic ulcer disease (PUD) and gastric cancer, with emerging 
associations with metabolic, cardiovascular, neurological, and autoimmune diseases. This systematic review evaluates the 
impact of H. pylori infection and its eradication on these conditions.  
Methods: A systematic search was conducted across different databases from January 2000 to June 2023. Eligible studies 
included clinical trials, cohort studies, and meta-analyses that assessed disease progression or symptom improvement post-
eradication. 
Results: Eradication significantly reduces PUD recurrence (from 85.3% to 6.8%) and lowers gastric cancer risk by 36%, though 
its effect on intestinal metaplasia remains unclear. The impact on GERD is inconclusive. H. pylori increases insulin resistance by 
54% and metabolic syndrome risk by 31%, with eradication improving lipid profiles and glucose metabolism. The infection is 
linked to atherosclerosis, hypertension, and systemic inflammation, with eradication reducing CIMT and inflammatory markers. 
H. pylori is also associated with Alzheimer’s and Parkinson’s diseases, likely via gut-brain axis disruption, and may impair 
levodopa absorption in Parkinson’s disease. Autoimmune links include rheumatoid arthritis and Hashimoto’s thyroiditis through 
molecular mimicry and immune activation. 
Conclusion: While eradication is essential for GI diseases, its role in extra-GI conditions remains under investigation. Targeted 
eradication in high-risk populations may offer therapeutic benefits, but broad eradication requires further study. 
Keywords: Helicobacter pylori, peptic ulcer, gastric cancer, metabolic syndrome, cardiovascular disease, neurodegenerative 

disorders, autoimmune diseases, eradication therapy. 

 

INTRODUCTION 
H. pylori is a Gram-negative, spiral bacterium that colonizes gastric 
mucosa and is associated with gastrointestinal diseases. It affects 
almost half of the population worldwide, particularly in developing 
countries, where poor sanitation and overcrowding favor the 
disease1. In contrast, H. pylori infection is less common in 
developed countries2. 
 Transmission primarily occurs through oral-fecal routes 
within communities3. In addition, contaminated food and water can 
also transmit H. pylori, particularly in areas of inadequate 
sanitation4. Urease produced by the bacterium neutralizes stomach 
acids, which results in chronic infection, while adhesins allow 
adhesion to gastric cells and help induce inflammation5. 
 H. pylori causes chronic gastritis, peptic ulcer, and gastric 
cancer; it has been classified as a class I carcinogen by WHO6,7. It 
can also lead to iron deficiency and neurodegenerative diseases, 
including Parkinson’s disease8. 
 Invasive diagnosis includes histology, while noninvasive 
methods are stool antigen and serology tests9. Antibiotics 
combined with proton pump inhibitors are used to treat the 
infection, but increasing rates of antibiotic resistance can be a 
challenge10. Vaccines are currently not available, and preventive 
strategies are based on hygiene, sanitation, and access to clean 
water1. 
 

METHODS 
Study Design: This systematic review was performed according to 
guidelines of the Preferred Reporting Items for Systematic 
Reviews and Meta-Analyses (PRISMA). This review mainly 
focused on the correlation between H. pylori eradication and 
various diseases. 
Search Strategy: A systematic search was conducted within four 
major databases: Cochrane Library, Web of Science, Scopus, and 
PubMed to find the most relevant studies available. The research 
incorporated the following terms: (“H. pylori eradication” OR 
“Helicobacter pylori treatment”) AND (“gastric cancer” OR “peptic 
ulcer” OR “GERD” OR “diabetes” OR “cardiovascular diseases”  
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OR “neurological disorders” OR “autoimmune diseases”) as search 
terms. The research results were limited to studies specifically on 
H. pylori eradication through the implementation of Boolean 
operators.  
Inclusion Criteria: We considered only clinical trials based on 
RCTs, prospective and retrospective cohort studies, as well as 
meta-analyses or systematic reviews. For this purpose, studies 
had to evaluate disease progression, symptom improvement, or 
clinical outcome after H. pylori eradication for the purpose of 
comparing interventions. The studies were selected based on their 
potential to assess the impact of eradication therapy on one or 
more of the following diseases: gastric cancer, peptic ulcer 
disease, gastroesophageal reflux disease (GERD), diabetes, 
cardiovascular diseases, neurological disorders, and autoimmune 
diseases. All age groups were included in the studies involving 
human participants. Additionally, only the studies published 
between Januray 2000 and June 2023 were included. 
Exclusion Criteria: Case reports, animal studies, and studies 
published in languages other than English were not included. 
Additionally, studies failing to clearly define the eradication 
intervention of H. pylori and that did not evaluate the progression 
or relapse of disease were also excluded.  
Data Extraction and Analysis: A standardized form was used for 
data extraction for consistency and accuracy of the data. The 
outcome measures were disease progression, symptom relief, and 
time till the recurrence of the disease after H. pylori eradication.  
 

RESULTS 
The Role of H. pylori in Gastrointestinal Diseases 
Peptic Ulcer Disease (PUD): Peptic ulcer disease (PUD) is well 
recognized as being caused by H. pylori infection. Systematic 
reviews of a number of studies demonstrate the tremendous 
impact of H. pylori eradication on preventing ulcer recurrence, 
reducing symptom severity, and decreasing the need for long-term 
proton pump inhibitors. After successful eradication, gastric ulcer 
recurrence was 11.4%, compared to 64.5% in the group that was 
unsuccessfully treated, and 6.8% versus 85.3% for duodenal ulcer 
recurrence11. In addition, eradication is considered the best way to 
prevent PUD complications, such as bleeding ulcers. In a study of 
422 patients, the rates of rebleeding after successful eradication 
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were reduced to 0.22% per patient year12. Another study 
demonstrated that dyspepsia declined from 79% to 18%, and the 
need for acid suppressive therapy decreased from 54% to 13% in 
H. pylori-treated patients who were successfully treated. In several 
studies, it has been reported that H. pylori-negative patients have a 
greater role in chronic liver disease in the ulcer pathogenesis13. 
NSAID use is also considered to be an independent risk factor for 
recurrence, even after eradication14. 
Gastric Cancer & Precancerous Conditions: Successful 
eradication of H. pylori infection can lower the risk of gastric 
cancer; successful eradication helps to reverse precancerous 
conditions such as atrophic gastritis. A meta-analysis found that 
after successful eradication, the risk of gastric cancer reduced by 
36% (RRR 0.64, 95% CI 0.48–0.85)15. For patients with gastritis, 
the benefit of successful eradication was significant, but it was less 
promising for patients with intestinal metaplasia or dysplasia. One 
study showed that H. pylori eradication improves atrophic gastritis, 
as histological scores were improved within 8.6 years16. Atrophic 
gastritis was resolved in 61% of patients17. Some studies have also 
reported a reduction in intestinal metaplasia after six years of 
successful eradication16, while other studies have rationalized it as 
the ‘point of no return’18. Gastric disease is considered a risk for 
metachronous tumors, but a decrease of up to 53% was observed 
among those who underwent endoscopic mucosal resection17. 
Nonetheless, eradication therapy drastically reduces the incidence 
of cancer in patients with gastritis and atrophic gastritis, though the 
effect is less considerable in those with more advanced 
precancerous changes19.  
Gastroesophageal Reflux Disease (GERD): There is an ongoing 
debate regarding the relationship between H. pylori eradication 
and gastroesophageal reflux disease (GERD). According to some 
studies, eradication increases the risk of GERD, while other 
studies find no relationship between GERD and H. pylori 
eradication. These inconsistencies can be attributed to variations 
in host factors, microbiome composition, and gastric acid. A 
retrospective study revealed increased incidence of GERD 
symptoms (37% vs. 13%, p=0.04) after eradication20. Another 
study found a strong link between higher levels of acid exposure in 
GERD patients21. Some studies also reported esophagitis 
recurrence, but there is a lack of evidence regarding the 
recurrence rate in treated and non-treated groups22. In antral 
gastritis, gastric acid secretion may increase after eradication and 
may decrease in corpus gastritis23. 
 Corpus gastritis caused by H. pylori influences acid 
regulation, potentially increasing the risk of hypochlorhydria, which 
in turn lowers the risk of GERD. Acid secretion may be restored or 
increased with eradication24. Finally, the alteration of gastric 
microbiota after eradication can also be a contributing factor in the 
development of GERD25. 
Functional Dyspepsia (FD): Upper abdominal pain with no clear 
origin is a common symptom of functional dyspepsia (FD). H. pylori 
eradication and its correlation with FD symptoms are debatable 
with inconsistent results reported in the studies. One study shows 
that FD patients who were successfully treated experienced 
symptom resolution in 30-50% of cases, along with a 10% relative 
risk reduction26. Another study found that patients with ulcer-like 
FD showed greater improvements compared to those with 
dysmotility-like FD27. However, researchers have not identified the 
specific mechanisms through which symptom relief happens after 
successful H. pylori eradication28. Additionally, it has been 
observed that ghrelin levels increase after H. pylori eradication29. 
Impact of H. pylori on Extra-Gastrointestinal Diseases 
Metabolic Disorders: The possible link between H. pylori infection 
and metabolic disorders (insulin resistance, type 2 diabetes 
(T2DM), obesity, and metabolic syndrome) is not completely 
understood. Some studies suggest that H. pylori contributes to 
these metabolic disorders through chronic inflammation, gut 
hormone changes, and altered lipid metabolism. Similarly, a meta-
analysis found that H. pylori infection increases the risk of insulin 
resistance by 54% (OR = 1.54, 95% CI = 1.19–1.98) and 

melanoma by 31% (RR = 1.31, 95% CI = 1.13–1.51)30. 
Additionally, elevated pro-inflammatory cytokines, TNF-α and IL-6, 
have been observed in H. pylori-infected patients31. Although BMI 
slightly increases in certain cases, eradication did not significantly 
influence insulin resistance and fasting glucose levels32. 
Cardiovascular Diseases: H. pylori infection can cause different 
cardiovascular complications due to systemic inflammation and 
oxidative stress phenomena. Several studies reported that H. 
pylori infection can cause atherosclerosis and hypertension. 
Carotid intima-media thickness (CIMT), a major risk indicator of 
subclinical atherosclerosis, has been linked with H. pylori infection 
in many studies. Neutrophil gelatinase-associated lipocalin (NGAL) 
and high-sensitivity C-reactive protein (hs-CRP), a major vascular 
inflammatory marker, are elevated in different chronic infections, 
including H. pylori33. Many studies have also reported that 
eradication therapy can reduce systemic inflammation and improve 
endothelial function34.  
Neurological & Neurodegenerative Disorders: H. pylori infection 
has been linked to neurodegenerative diseases. The infection 
causes chronic inflammation, alters the gut microbiome, and 
disrupts the gut-brain axis, which may contribute to the 
development of neurodegenerative diseases. Emerging evidence 
links H. pylori infection to neurodegenerative diseases like 
Alzheimer’s (AD) and Parkinson’s (PD). However, it has been 
reported that eradication therapy leads to cognitive improvement 
and slow disease progression35.  
Autoimmune Diseases: H. pylori infection is a risk factor for the 
development of autoimmune diseases. It can produce 
autoantibodies against thyroid peroxidase in Hashimoto’s 
thyroiditis36. In rheumatoid arthritis (RA), H. pylori is linked to an 
increased number of rheumatoid factors and anti-citrullinated 
protein antibodies (ACPAs), which are markers of the 
autoimmunity. Eradication therapy leads to a decrease in 
inflammatory markers in RA patients37. 
 

DISCUSSION 
This systematic review focuses on how H. pylori infection plays a 
role in both gastrointestinal (GI) and extra-GI diseases. Through 
eradication, the recurrence of peptic ulcers and the risk of gastric 
cancer is significantly reduced, particularly before the development 
of advanced lesions11. Some studies suggest that intestinal 
metaplasia may reverse after eradication, though more research is 
needed on atrophic gastritis16. 
 The link between H. pylori eradication and GERD remains 
open for discussion; although some studies showed worsening 
symptoms20, others reported no significant effect 22. 
 In addition to GI diseases, H. pylori can also contribute to 
metabolic disorders, increasing the risk of insulin resistance by 
54% and metabolic syndrome by 31%30. However, the effect of 
eradication on metabolism remains inconsistent38. 
 Through inflammation and oxidative stress, H. pylori can 
lead to cardiovascular implications, such as atherosclerosis and 
endothelial dysfunction33. Eradication can reduce systemic 
inflammation and improve endothelial function34.  
 Certain studies showcase the role of H. pylori in the 
development of neurodegenerative disorders, such as Alzheimer’s 
and Parkinson’s disease, with impaired levodopa absorption and 
systemic inflammation worsening PD symptoms8.  
 H. pylori is also linked with autoimmune diseases, including 
RA and Hashimoto’s thyroiditis, likely through molecular mimicry. 
Eradication may lower the inflammatory markers present in RA, 
though findings are mixed37. 
Clinical Implications: Given the strong association between H. 
pylori infection and GI diseases, current guidelines universally 
recommend eradication therapy for PUD, gastric cancer 
prevention, and MALT lymphoma. However, with an increasing 
body of research showing its involvement in the pathogenesis of 
metabolic, cardiovascular, neurological, and autoimmune 
diseases, the question arises as to whether H. pylori eradication 
should be considered beyond GI diseases. 
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 Selective eradication may be more beneficial, especially for 
those with evidence of insulin resistance. Similarly, in patients with 
cardiovascular diseases, eradication may help reduce 
inflammation, improve endothelial function, and lower the risk of 
atherosclerosis39.  
 In neurological disorders, screening and eradication may be 
considered for PD patients experiencing worsening symptoms or 
poor levodopa absorption. However, universal eradication for these 
conditions is premature and requires further validation through 
clinical trials32. 
Limitations & Future Directions: The extra-gastrointestinal 
effects of H. pylori remain a major gap for further research, aside 
from its successful eradication and treatment. The evaluation of 
cardiovascular diseases and neurodegenerative impacts requires 
extended follow-up periods, as current studies have insufficient 
tracking duration. Targeted eradication in those individuals with 
components of metabolic syndrome or Parkinson’s disease should 
be explored in randomized trials. Moreover, further study of host-
microbe interactions, changes in the gut microbiome, and genetic 
predisposition will help elucidate the systemic effects of H. pylori40. 
 

CONCLUSION  
The results from this systematic review demonstrate that H. pylori 
eradication plays an essential part in sustaining long-term 
treatment of GI diseases. Eradication therapy improved PUD 
treatment because it successfully prevents ulcer recurrence and 
simultaneously improves symptoms, as well as reduces the 
dependency on PPI usage. The recurrence risks for treated 
patients should be evaluated against possible influencing factors 
such as NSAID intake and existing medical conditions. The need 
for eradication therapy proves vital for GI diseases. The 
eradication of H. pylori in high-risk environments could improve 
therapy outcomes, yet scientists need to investigate complete 
eradication approaches for all patients. 
 

REFERENCES  
1. Kim, S. Y. (2016). Time trends in the prevalence of Helicobacter 

Pylori Infection and future Directions in Korea. The Korean Journal of 
Helicobacter and Upper Gastrointestinal Research, 16(3), 123. 
https://doi.org/10.7704/kjhugr.2016.16.3.123 

2. Bashir, S. K., & Khan, M. B. (2023). Overview of Helicobacter pylori 
Infection, Prevalence, Risk Factors, and Its Prevention. Advanced 
Gut & Microbiome Research, 2023, 1–9. 
https://doi.org/10.1155/2023/9747027 

3. Mladenova, I., & Durazzo, M. (2018). Transmission of Helicobacter 
pylori. Minerva Gastroenterologica E Dietologica, 64(3). 
https://doi.org/10.23736/s1121-421x.18.02480-7 

4. Iu a Rakhmanin, S V German. (2015). [Prevalence and routes of 
transmission of pyloric Helicobacter infection. II. Transmission 
infection from an external source (literature review)]. PubMed. 
https://pubmed.ncbi.nlm.nih.gov/26031034/ 

5. Huang, Y., Wang, Q., Cheng, D., Xu, W., & Lu, N. (2016). Adhesion 
and Invasion of Gastric Mucosa Epithelial Cells by Helicobacter 
pylori. Frontiers in Cellular and Infection Microbiology, 6. 
https://doi.org/10.3389/fcimb.2016.00159 

6. Kayali, S., Manfredi, M., Gaiani, F., Bianchi, L., Bizzarri, B., Leandro, 
G., Di Mario, F., & Angelis, G. L. D. (2018). Helicobacter pylori, 
transmission routes and recurrence of infection: state of the art. 
PubMed, 89(8-S), 72–76. https://doi.org/10.23750/abm.v89i8-s.7947 

7. Moss, S. F. (2016). The Clinical Evidence Linking Helicobacter pylori 
to Gastric Cancer. Cellular and Molecular Gastroenterology and 
Hepatology, 3(2), 183–191. 
https://doi.org/10.1016/j.jcmgh.2016.12.001 

8. Santos, M. L. C., De Brito, B. B., Da Silva, F. a. F., Sampaio, M. M., 
Marques, H. S., Silva, N. O. E., De Magalhães Queiroz, D. M., & De 
Melo, F. F. (2020). Helicobacter pylori infection: Beyond gastric 
manifestations. World Journal of Gastroenterology, 26(28), 4076–
4093. https://doi.org/10.3748/wjg.v26.i28.4076 

9. Mentis, A., Lehours, P., & Mégraud, F. (2015). Epidemiology and 
Diagnosis of Helicobacter pylori infection. Helicobacter, 20(S1), 1–7. 
https://doi.org/10.1111/hel.12250 

10. Savoldi, A., Carrara, E., Graham, D. Y., Conti, M., & Tacconelli, E. 
(2018). Prevalence of Antibiotic Resistance in Helicobacter pylori: A 
Systematic Review and Meta-analysis in World Health Organization 

Regions. Gastroenterology, 155(5), 1372-1382.e17. 
https://doi.org/10.1053/j.gastro.2018.07.007 

11. Asaka, M., Kato, M., Sugiyama, T., Satoh, K., Kuwayama, H., 
Fukuda, Y., Fujioka, T., Takemoto, T., Kimura, K., Shimoyama, T., 
Shimizu, K., & Kobayashi, S. (2003). Follow-up survey of a large-
scale multicenter, double-blind study of triple therapy with 
lansoprazole, amoxicillin, and clarithromycin for eradication of 
Helicobacter pylori in Japanese peptic ulcer patients. Journal of 
Gastroenterology, 38(4), 339–347. 
https://doi.org/10.1007/s005350300061 

12. Gisbert, J. P., Calvet, X., Feu, F., Bory, F., Cosme, A., Almela, P., 
Santolaria, S., Azntulárez, R., Castro‐Fernández, M., Fernández, N., 
GarcÍa‐Grávalos, R., CaÑete, N., Benages, A., Montoro, M., Borda, 

F., Pérez‐Aisa, A., & Piqué, J. M. (2008). Eradication of Helicobacter 
pylori for the prevention of peptic ulcer rebleeding. Alimentary 
Pharmacology & Therapeutics, 28(4), 499–500. 
https://doi.org/10.1111/j.1365-2036.2008.03737.x 

13. Tzathas, C., Triantafyllou, K., Mallas, E., Triantafyllou, G., & Ladas, 
S. D. (2008). Effect of Helicobacter pylori Eradication and 
Antisecretory Maintenance Therapy on Peptic Ulcer Recurrence in 
Cirrhotic Patients. Journal of Clinical Gastroenterology, 42(6), 744–
749. https://doi.org/10.1097/mcg.0b013e3180381571 

14. Watanabe, T., Higuchi, K., Tominaga, K., Fujiwara, Y., & Arakawa, T. 
(2004). [Peptic ulcer recurrence after successful eradication of 
Helicobacter pylori--clinical characteristics and management]. 
PubMed. https://pubmed.ncbi.nlm.nih.gov/15038093/ 

15. Chen, H., Wang, Z., Li, X., & Zhou, Z. (2015). Helicobacter pylori 
eradication cannot reduce the risk of gastric cancer in patients with 
intestinal metaplasia and dysplasia: evidence from a meta-analysis. 
Gastric Cancer, 19(1), 166–175. https://doi.org/10.1007/s10120-015-
0462-7 

16. Kodama, M., Murakami, K., Okimoto, T., Abe, T., Nakagawa, Y., 
Mizukami, K., Uchida, M., Inoue, K., & Fujioka, T. (2012). 
Helicobacter pylori Eradication Improves Gastric Atrophy and 
Intestinal Metaplasia in Long-Term Observation. Digestion, 85(2), 
126–130. https://doi.org/10.1159/000334684 

17. Khan, M. Y., Aslam, A., Mihali, A. B., Rawala, M. S., Dirweesh, A., 
Khan, S., Adler, D. G., & Siddiqui, A. (2020). Effectiveness of 
Helicobacter pylori eradication in preventing metachronous gastric 
cancer and preneoplastic lesions. A systematic review and meta-
analysis. European Journal of Gastroenterology & Hepatology, 32(6), 
686–694. https://doi.org/10.1097/meg.0000000000001740 

18. Suna, N., Etik, D., Öcal, S., Gündüz, C., Açıkgöz, a., Bildik, İ., 
Gürsoy, a., Kaşgöz, İ., Tüleylioğlu, H., & Boyacıoğlu, A. (2020). The 
effect of helicobacter pylori eradication on atrophic gastritis and 
intestinal metaplasia: a retrospective single center research. PubMed. 
https://pubmed.ncbi.nlm.nih.gov/33094583/ 

19. Watari, J. (2014). Helicobacter pylori associated chronic gastritis, 
clinical syndromes, precancerous lesions, and pathogenesis of 
gastric cancer development. World Journal of Gastroenterology, 
20(18), 5461. https://doi.org/10.3748/wjg.v20.i18.5461 

20. Fishman, M. (2001). H Pylori Eradication and GERD. Canadian 
Journal of Gastroenterology, 15(7), 427. 
https://doi.org/10.1155/2001/684272 

21. Sarnelli, G., Caenepeel, P., Geypens, B., Janssens, J., & Tack, J. 
(2003). Symptoms associated with impaired gastric emptying of 
solids and liquids in functional dyspepsia. The American Journal of 
Gastroenterology, 98(4), 783–788. https://doi.org/10.1111/j.1572-
0241.2003.07389.x 

22. Schwizer, W., & Fox, M. (2003). Helicobacter pylori and 
Gastroesophageal Reflux Disease: A Complex Organism in a 
Complex Host. Journal of Pediatric Gastroenterology and Nutrition, 
38(1), 12–15. https://doi.org/10.1097/00005176-200401000-00006 

23. El-Omar, E. M. (2006). Mechanisms of increased acid secretion after 
eradication of Helicobacter pylori infection. Gut, 55(2), 144–146. 
https://doi.org/10.1136/gut.2005.071779 

24. Nakajima, S., & Hattori, T. (2003). Active and Inactive 
Gastroesophageal Reflux Diseases Related to Helicobacter pylori 
Therapy. Helicobacter,8(4), 279–293. https://doi.org/10.1046/j.1523-
5378.2003.00155.x 

25. Fiorani, M., Tohumcu, E., Del Vecchio, L. E., Porcari, S., Cammarota, 
G., Gasbarrini, A., & Ianiro, G. (2023). The Influence of Helicobacter 
pylori on Human Gastric and Gut Microbiota. Antibiotics, 12(4), 
765. https://doi.org/10.3390/antibiotics12040765 

26. Ierardi, E., Goni, E., Losurdo, G., & Di Mario, F. (2014). Helicobacter 
pylori and Nonmalignant Diseases. Helicobacter, 19(s1), 27–31. 
https://doi.org/10.1111/hel.12157 

27. Vasapolli, R., Malfertheiner, P., & Kandulski, A. (2016). Helicobacter 
pylori and non-malignant upper gastrointestinal diseases. 
Helicobacter, 21(S1), 30–33. https://doi.org/10.1111/hel.12337 



Impact of H. Pylori Eradication on Gastrointestinal and Systemic Diseases 

 
178   P J M H S  Vol. 17, No. 11, November, 2023 

28. Schulz, C., & Kupčinskas, J. (2020). Review ‐ Helicobacter pylori and 

non‐malignant upper gastro‐intestinal diseases. Helicobacter, 25(S1). 
https://doi.org/10.1111/hel.12738 

29. P J Thor, U Błaut. (2006). Helicobacter pylori infection in 
pathogenesis of gastroesophageal reflux disease. PubMed. 
https://pubmed.ncbi.nlm.nih.gov/17033107/ 

30. Azami, M., Baradaran, H. R., Dehghanbanadaki, H., Kohnepoushi, 
P., Saed, L., Moradkhani, A., Moradpour, F., & Moradi, Y. (2021). 
Association of Helicobacter pylori infection with the risk of metabolic 
syndrome and insulin resistance: an updated systematic review and 
meta-analysis. Diabetology & Metabolic Syndrome, 13(1). 
https://doi.org/10.1186/s13098-021-00765-x 

31. Dincă, A. L., Meliț, L. E., & Mărginean, C. O. (2022). Old and New 
Aspects of H. pylori-Associated Inflammation and Gastric Cancer. 
Children, 9(7), 1083. https://doi.org/10.3390/children9071083 

32. Upala, S., Sanguankeo, A., Saleem, S. A., & Jaruvongvanich, V. 
(2016). Effects of Helicobacter pylori eradication on insulin resistance 
and metabolic parameters: a systematic review and meta-analysis. 
European Journal of Gastroenterology & Hepatology, 29(2), 153–159. 
https://doi.org/10.1097/meg.0000000000000774 

33. Karadag, Z., Sehitoglu, T., Cure, M. C., Rakici, H., Ayvaz, M. A., 
Bedir, R., Kizilkaya, B., Şahin, O. Z., & Cure, E. (2018). Helicobacter 
pylori can be related to carotid intima-media thickness, epicardial 
adipose tissue thickness and serum neutrophil gelatinase-associated 
lipocalin (NGAL) levels. Bratislavské LekáRske Listy/Bratislava 
Medical Journal, 119(05), 302–307. 
https://doi.org/10.4149/bll_2018_057 

34. Blum, A., Tamir, S., Mualem, K., Ben-Shushan, R. S., Keinan-Boker, 
L., & Paritsky, M. (2011). Endothelial dysfunction is reversible in 
Helicobacter Pylori-Positive subjects. The American Journal of 
Medicine, 124(12), 1171–1174. 
https://doi.org/10.1016/j.amjmed.2011.08.015 

35. Cuomo, P., Papaianni, M., Sansone, C., Iannelli, A., Iannelli, D., 
Medaglia, C., Paris, D., Motta, A., & Capparelli, R. (2020). An In Vitro 

Model to Investigate the Role of Helicobacter pylori in Type 2 
Diabetes, Obesity, Alzheimer’s Disease and Cardiometabolic 
Disease. International Journal of Molecular Sciences, 21(21), 8369. 
https://doi.org/10.3390/ijms21218369 

36. Wang, L., Cao, Z., Zhang, L., Dai, X., Liu, Z., Zeng, Y., Li, X., Wu, Q., 
& Lv, W. (2022). Helicobacter pylori and autoimmune diseases: 
involving multiple systems. Frontiers in Immunology, 13. 
https://doi.org/10.3389/fimmu.2022.833424 

37. Etchegaray-Morales, I., Jiménez-Herrera, E. A., Mendoza-Pinto, C., 
Rojas-Villarraga, A., Macías-Díaz, S., Osorio-Peña, Á. D., Munguía-
Realpozo, P., & García-Carrasco, M. (2021). Helicobacter pylori and 
its association with autoimmune diseases: systemic lupus 
erythematosus, rheumatoid arthritis and Sjögren syndrome. Journal 
of Translational Autoimmunity, 4, 100135. 
https://doi.org/10.1016/j.jtauto.2021.100135 

38. Alavinejad, P., Hajiani, E., Parsi, A., Satari, A., Rezaei, M. J., Nayebi, 
M., Hormati, A., Eslami, O., Ahmed, M. H., Tran, Q. T., Arshadzadeh, 
M., Baghaei, S., Mohammadi, S., Hashemi, S. J., & Sedaghat, A. 
(2022). Effect of Helicobacter pylori eradication on metabolic profile: 
an international, multicenter, case-control study. BMC 
Gastroenterology, 22(1). https://doi.org/10.1186/s12876-022-02604-3 

39. Kountouras, J., Polyzos, S. A., Katsinelos, P., Zeglinas, C., Artemaki, 
F., Tzivras, D., Vardaka, E., Gavalas, E., Romiopoulos, I., 
Simeonidou, C., Grigoriadis, N., Kountouras, C., Dardiotis, E., & 
Deretzi, G. (2016). Cardio-cerebrovascular disease and Helicobacter 
pylori-related metabolic syndrome: We consider eradication therapy 
as a potential cardio-cerebrovascular prevention strategy. 
International Journal of Cardiology, 229, 17–18. 
https://doi.org/10.1016/j.ijcard.2016.11.265 

40. Chen, C., Liou, J., Lee, Y., Hong, T., El-Omar, E. M., & Wu, M. 
(2021). The interplay between Helicobacter pylori and gastrointestinal 
microbiota. Gut Microbes, 13(1). 
https://doi.org/10.1080/19490976.2021.1909459

------------------------------------------------------------------------------------------------------------------------------------------------------------------------------------------ 
This article may be cited as: Shah M, Shah B, Shah K, Shah S: A Systematic Review on the Impact of Helicobacter Pylori Eradication on Gastrointestinal and 
Extra-Gastrointestinal Diseases. Pak J Med Health Sci, 2023;18(11): 175-178. 
 

https://doi.org/10.1080/19490976.2021.1909459

