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Abstract 
Peptic ulcer disease (PUD) which existed around the world has shown a decline both in developed and developing countries in the current 

decade due to improvement in sanitary conditions and availability of specific treatment along with proton pump inhibitors. PUD has been 

linked to H. pylori infection and rampant use of NSAIDs. Gastric Carcinoma is a fatal outcome of PUD which takes long time to develop 

providing a valuable window for prevention. Gastric Carcinoma is the fifth most common malignancy and third leading cause of cancer 

fatality. 80% of gastric carcinoma has been incriminated to H. pylori infection. Chronic H. pylori induced gastritis is preventable through 

observance of domestic, food and personal hygiene thereby averting faecal-oral and oral-oral transmission of the organism among family 

and community members. Informative awareness program supported with screening, surveillance, treatment and community outreach 

schedule has been recommended to reduce the morbidity and mortality burden of PUD. 
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Peptic ulcer disease (PUD) has demonstrated a variable 

trend in the past. In the West, the incidence of duodenal 

ulcer intensified sharply at the turn of the 19
th

 to 20
th
 

century but exhibited a perceptible decline later during the 

last three decades.
1,2

 In the East, the surge was equally 

notable to begin with, the decline appeared to have been 

delayed; started waning in the past decade only.
3, 4

 The drift 

has been imputed to an enhancement in sanitary condition, 

better water supply and personal hygiene associated with 

widespread use of proton pump inhibitors (PPI) resulting in 

a declining trend of PUD.
5, 6

 A global overview of 2018 

recounted the highest annual incidence of all PUD as 141.8 

per 100,000 population in Spain and the lowest 23.9 in UK. 

Highest annual incidence of bleeding PUD was 72.5 per 

100,000 persons in Greece as compared to lowest of 8.3 in 

UK. Highest yearly incidence of perforated PUD has been 

4.4 per 100,000 individuals in South Korea in contrast to 

lowest of 2.2 in UK.
7
 This indicates that the disease entity 

remains common around the world; however, existing 

regional data gap calls for further studies to grasp the 

insight.  

Etiology of PUD includes H. pylori infection, NSAIDS, 

pepsin, smoking, alcohol, bile-acids, steroids, stress, 

changes in gastric mucin consistency and Crohn disease.
8, 9

 

However, the pathogenic role of H. pylori in chronic active 

gastritis and its association with duodenal ulcer in 95 to 

99% of patients has been well established.
10

 Prevalence of H 

pylori is higher in developing countries that estimated to 

have infected about 70% of the population, as compared to 

40% in the developed countries.
11

 In developing countries, 

where most children become infected by the age 10, gastric 

cancer rates are very high.
12

 Despite use of eradication 

therapy for H. pylori infection along with PPIs and 

advanced endoscopic intervention during recent decades, 

mortality associated with PUD has not decreased 

concurrently with the fall in incidence.
13

 Worldwide, gastric 

cancer is the fifth most common cancer and third leading 

cause of cancer-related death.
14

 It has been estimated that 

80% of all gastric cancer cases can be attributed to chronic 

H. pylori infection.
15

 The development of gastric cancer 

from H. pylori, which involves a multistep process from 

chronic to atrophic gastritis to mucosal metaplasia to 

dysplasia to gastric carcinoma, can take decades to 

develop.
16

 This slow progression provides an opportunity 

for early detection and treatment of H. pylori that may result 

in prevention of gastric cancer. 

Risk factors of H. pylori infection in children are allied 

to ethnicities, geographic location, living conditions, 

personal hygiene, drinking water sources, type of housing, 

sewage system and garbage collection within the living 

environment. These risk factors are usually associated with 

socioeconomic status (SES) of the family.
17

 Specifically, 

lower SES, consumption of restaurant food, meat, fish, non-

filtered water, smoking and family history of PUD are risk 

factors for H. pylori infection.
18

 Since mother-child and sib-

sib transmission are most significant, the best way to 

avert H. pylori infection is to educate women about personal 

hygienic measures that can protect themselves and their 

offspring. Considering high morbidity and mortality load, 

significant infectivity, large population at risk, long disease 

progression period and simple preventive measures, it is felt 

pertinent that dissemination of awareness about PUD would 

benefit population at risk and prevent occurrence of gastric 

carcinoma at large. Awareness program needs to be 

buttressed by screening, surveillance, treatment and 

outreach schedule for the community.  

 

Conflict of Interest: None. 

 

References 
1. Sonnenberg A. Temporal trends and geographical variations of 

peptic ulcer disease. Aliment Pharmacol Ther 1995;9:3-12 

2. Baron JH, Sonnenberg A. Hospital admissions for peptic ulcer 

and indigestion in London and New York in the 19th and early 

20th centuries. Gut 2002;50:568–70. 

3. Goh KL, Wong HT, Lim CH, Rosaida MS. Time trends in 

peptic ulcer, erosive reflux esophagitis, gastric and 



J. Mukhopadhyay  Need for public awareness: Peptic ulcer disease 

The Journal of Community Health Management, April-June, 2019;6(2):64-65 65 

oesophageal cancers in a multiracial Asian population. Aliment 

Pharmacol Ther 2009;29:774–80 

4. Goh KL. Changing trends in gastrointestinal disease in the 

Asia-Pacific region. J Dig Dis 2007;8:179–85.  

5. Sonnenberg A. Causes underlying the birth-cohort 

phenomenon of peptic ulcer: analysis of mortality data 1911–

2000, England and Wales. Int J Epidemiol 2006;35:1090-97. 

6. Pérez-Aisa MA, Del Pino D, Siles M, Lanas A. Clinical trends 

in ulcer diagnosis in a population with high prevalence of 

Helicobacter pylori infection. Aliment Pharmacol Ther 

2005;21:65-72. 

7. 7. H Azhari, F Underwood, J King, S Coward, S Shah, S Ng, G 

Ho, C Chan, W Tang, G G Kaplan. The  global incidence of 

peptic ulcer disease and its complications at the turn of the 21st 

century: A systematic review. J Can Assoc Gastroenterol 

2018;1(2):61–62. doi: https://doi.org/10.1093/jcag/gwy009.036 

8. Mynatt RP, Davis GA, Romanelli F. Peptic Ulcer Disease: 

Clinically Relevant Causes and Treatment. Orthop 

2009;32(2):104 

9. Niv Y. H. pylori/NSAIDS - Negative Peptic Ulcer the Mucin 

Theory. Med Hypotheses 2010;75(5):433-5 

10. Wirth H, Yang M, Peek R, Tham K, Blaser M. Helicobacter 

pylori Lewis expression is related to the host Lewis phenotype. 

Gastroenterol 1997;113:1091-8 

11. Brown LM. Helicobacter Pylori: Epidemiology and Routes of 

Transmission. Epidemiol Rev 2000;22(2):283-97 

12. Telford J, Covacci A, Ghiara MP, Montecucco C, & Rappuoli 

R. Unravelling the pathogenic role of Helicobacter pylori in 

peptic ulcer: Potential new therapies and vaccines. Trends 

Biotech 1994;12(10):420-6. 

13. Malmi H. Peptic ulcer: incidence, associated morbidity and 

mortality (PhD). University of Helsinki, 2018 

https://helda.helsinki.fi/bitstream/handle/10138/232277/PEPTI

CUL.pdf 

14. Torre LA, Bray F, Siegel RL, Ferlay J, Lortet-Tieulent J, Jemal 

A. Global Cancer Statistics, 2012. CA Cancer J Clin 

2015;65(2):87–108. doi:10.3322/caac.212623 

15. IARC Helicobacter pylori Working Group. Helicobacter Pylori 

Eradication as a Strategy for Preventing Gastric Cancer. Lyon: 

International Agency for Research on Cancer 2014. Available 

from: https://www.iarc.fr/wp-

content/uploads/2018/07/pr227_E.pdf 

16. Correa P. Human gastric carcinogenesis: a multistep and 

multifactorial process – First American Cancer Society Award 

Lecture on Cancer Epidemiology and Prevention. Cancer Res 

1992;52(24):6735–40. PMID: 1458460 

17. Ozbey G, Hanafiah A. Epidemiology, Diagnosis, and Risk 

Factors of Helicobacter pylori Infection in Children. Eurasian 

J Hepatogastroenterol 2017;7(1):34-9. doi: 10.5005/jp-

journals-10018-1208 

18. Mhaskar RS, Ricardo I, Azliyati A, Laxminarayan R, Amol B, 

Santosh W, Boo K. Assessment of Risk Factors 

of Helicobacter Pylori Infection and Peptic Ulcer Disease. J 

Glob Infect Dis 2013;5(2):60–67. doi: 10.4103/0974-

777X.112288 

 
How to cite this article: Mukhopadhyay J. Need for public 

awareness: Peptic ulcer disease. J Community Health Manag 

2019;6(2):64-5. 

 

 
 

 

 

  

 

 
 

 

 

 

 

 

 

 

 

 

javascript:;
javascript:;
javascript:;
javascript:;
javascript:;
javascript:;
javascript:;
javascript:;
javascript:;
javascript:;
javascript:;
https://doi.org/10.1093/jcag/gwy009.036
https://www.ncbi.nlm.nih.gov/pubmed/25651787
https://www.iarc.fr/wp-content/uploads/2018/07/pr227_E.pdf
https://www.iarc.fr/wp-content/uploads/2018/07/pr227_E.pdf
https://www.ncbi.nlm.nih.gov/pubmed/1458460
https://dx.doi.org/10.5005%2Fjp-journals-10018-1208
https://dx.doi.org/10.5005%2Fjp-journals-10018-1208
https://dx.doi.org/10.4103%2F0974-777X.112288
https://dx.doi.org/10.4103%2F0974-777X.112288

