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Abstract

Cancer or carcinoma is abnormal and excessive growth of respective tissues or parts of the body, which begins with nodules 
and latter formation extends to the nearby areas of the affected organ through metastasis. It affects the vast population of 
the world, including Asia. Various studies and data show increasing incidence and prevalence of gastrointestinal carcinoma 
globally. This article reviews gastrointestinal carcinoma's prevalence, clinical features, and risk factors.         
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Introduction

The gastrointestinal tract is the most common site of 
cancer in Homosapiens. There is wide variation in incidences 
of the sites from mouth to anus, and the prognosis also 
depends upon the site of the tumor. The ratio for the invasive 
squamous cell carcinoma of the gastrointestinal tract in 
both males and females from 1983 to 1987 was 2.7:1, and 
of adenocarcinoma was more than 7:1.The incidence for the 
squamous cell carcinoma of the esophagus for blacks was 
four times higher than for whites. While adenocarcinoma 
was 3 times highest in white males than black males [1]. 
According to Bakkila BF, et al. [2], in the US, the majority 
of patients in surgical care GI (83.3%) were from the white 
population. According to the World Health Organization, 
cancer is the second principal reason of death worldwide 
and is accountable for an expected 9.6 million deaths in 
2018. Globally, around 1 in 6 demises are due to cancer. Just 
about 70% of fatalities from cancer occur in low and middle 

earnings nations. While according to global cancer facts and 
figures, by the end of the year 2040, the global load is likely 
to increase up to 27.5 million fresh cancer cases and 16.3 
million deaths by cancer basically due to the expansion and 
aging of the people. The overall yearly economic expenditure 
of cancer in 2010 was projected at approximately 1.16 
trillion US$. Gastrointestinal carcinoma (oral, esophageal, 
gastric, liver, and colorectal) is common worldwide and is 
one of the leading causes of death globally. The prevalence 
and risk factors of carcinoma in the gastrointestinal tract and 
its morbidity were discussed one by one in this article, which 
is as follows:

Oral Cancer

Globally, 405,000 new cases of oral carcinoma are 
estimated each year, and the countries with the maximum 
rates are India, Bangladesh, Pakistan, Sri Lanka, France, 
and Hungary [3,4]. Tobacco and alcohol seem to have 
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a synergistic outcome in the development of oral and 
oropharyngeal Squamous cell carcinoma [5]. Other causes 
may include poor oral hygiene [6], exposure to wood and ash 
dust [7], deficiencies of certain things in diet [8], over-salted 
meat or red meat overconsumption have been accounted 
as causative factors [9]. Many types of cancers occur in the 
oral cavity, amongst which 90% of these are squamous cell 
carcinoma. The most common associated factor with oral 
carcinoma is tobacco. The most common signs and symptoms 
of oral cancer are: mass in the neck or the maxillary region, 
Difficulty in speaking, canker sores, bleeding and ulceration 
in the mouth, cellular growth can be found in the hard palate, 
soft palate, or in lips, pain may found in the areas that have 
similar nerve supply such as the ear.

The treatment and prognosis of oral carcinoma depend 
upon the location, size, and stage of the cancer. However, the 
worldwide statistics estimated 263900 new cases with 128000 
deaths found per year globally. 58% of cases of oral cancer 
were found in South Asia [10]. Oral cancer is amongst the 
10th most common cancers globally, and in underdeveloped 
countries, it is the 3rd most common cancer in men and 
the fourth most common cancer in women. Tobacco, paan, 
naswaar, and betel nuts are extensively used in Pakistan 
and are the potent causes of oral squamous cell carcinoma. 
Nearly 40% of men in Pakistan above 15 years of age smoke 
cigarettes. According to a study that had been performed, the 
most common site for oral cancer was the buccal mucosa and 
tongue in approximately 50% of the cases.

Esophageal Carcinoma

Carcinoma of the esophagus is the 2ndmostusualcancer 
and the 6th leading cause of cancer-associated death 
worldwide [11]. From 2016 to 2023, the GI cancer rate 
increased 4 times [12]. Its incidence is three times more in 
men than women, and around 80% of cases are found in 
underdeveloped countries. It has been estimated globally 
that the annual incidence of esophageal carcinoma is 
456,000. According to an evaluation, every year 17,290 cases 
of esophageal carcinoma are diagnosed in the United States, 
among which nearly 16000 deaths are expected from cancer 
[13]. Concerning a report presented by cancer research 
centers in Pakistan, esophageal carcinoma accounted 
for almost 2 %of overall cancers recorded or detected 
from 1994 to 2004 at hospitals. Amongst those 335 cases 
chosen for this survey, 54.9 %were males, and 45.1% were 
females. In contrast, 77.6% of cases were diagnosed with 
squamous cell carcinoma and 22.4% with adenocarcinoma 
of the esophagus. According to various studies that have 
been conducted in Pakistan, chewing paan, eating naswaar, 
and inhaling snuff are high-risk factors in patients with 
esophageal carcinoma [14].

On Histological Grounds, Esophageal Carcinoma 
has Two Subtypes

Esophageal adenocarcinoma and (2) esophageal 
squamous cell carcinoma [15]. Though squamous cell 
carcinoma has been the most frequent type of esophageal 
cancer for an extended time, and there is a stable rise in 
the incidence of adenocarcinoma, especially in industrial or 
developed countries [16]. Local rates of occurrence are low 
in regions such as Africa, Asia, and South America, where the 
frequency of squamous cell carcinoma is elevated for both 
types of subtype; as it’s already mentioned above, esophageal 
carcinoma is higher in males than in females, with atypical 
squamous cell carcinoma and adenocarcinoma ratio of 2.5 
and 4.4, correspondingly [17]. The frequency of squamous 
cell carcinoma in China is considerably higher than in other 
Asian countries [18].

The occurrence of adenocarcinoma esophagus (AC) in 
several Western countries is getting noticeably higher due 
to amplified risk factors, such as obesity. In contrast, the 
frequency of squamous cell cancer (SCC) in these countries 
is progressively diminishing due to reduced consumption of 
alcohol and tobacco. However, the incidence of squamous 
cell carcinoma in definite Asian countries is possibly to rise 
due to amplified alcohol and tobacco consumption [19].

Risk Factors of Esophageal Carcinoma

For Squamous Cell Carcinoma of the Esophagus

In underprivileged countries, the risk of developing 
squamous cell carcinoma is high because they take hot 
beverages more frequently [20], they lack certain vitamins, 
minerals, and antioxidants in their body consequential from 
little consumption of fruits and vegetables, findings from 
several studies demonstrate that there is a considerable 
relationship between reduction of squamous cell carcinoma 
risk and increased consumption of diet rich in all essential 
vitamins and minerals [21,22]. Furthermore, excess 
consumption of tobacco, areca nut, and alcohol are other 
well-known risk factors in the development of squamous 
cell carcinoma of the esophagus [23], as smokers are 5 times 
more prone to develop squamous cell esophageal carcinoma 
in comparison with nonsmokers [24].

Another possible source of carcinogen that inclines 
people towards squamous cell carcinoma of the esophagus 
is acetaldehyde, which is an organic compound usually 
established in cheese, bread, coffee, yogurt, ripe fruits, 
alcoholic beverages, and tobacco smoke [25] alcoholic drinks 
such as distilled alcohols contain particularly increased 
quantity of acetaldehyde, and everyday consumption of 
these drinks is linked with an augmented risk of squamous 
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cell carcinoma of the esophagus. It can also be produced 
in the oral cavity of individuals by microorganisms such as 
bacteria and yeasts. Hence, acetaldehyde either from foods, 
oral commensals, and alcoholic drinks, could provide a 
prospective basis for carcinogens that predispose people to 
squamous cell carcinoma of the esophagus [26,27].

Furthermore, a relationship between the development 
of esophageal carcinoma and Human Papillomavirus 
infection has been established in a few regions alongside 
China; moreover, its exposure rates are highest in Africa and 
China. Human papillomavirus may be infected in the etiology 
of squamous cell carcinoma in synergism with other aspects 
but not alone [28]. The only known viral cause of esophageal 
carcinoma is the human papillomavirus. More than the past 
20 years, lots of studies have been carried out using different 
methods. Several serological research established a positive 
relationship between genotype 16 of human papillomavirus 
and squamous cell carcinoma [29,30].

Howell-Evans syndrome, also known as tylosis, is a rare 
disorder that is usually associated with hyperkeratosis of 
heels and palms, and hyperkeratosis, especially its hereditary 
type, increases the risk of squamous cell carcinoma [31].

For Adenocarcinoma of the Esophagus

The incidence of esophageal adenocarcinoma has been 
increasing over the past few years and is seen more in white 
males. Barrett’s esophagus, gastroesophageal reflux disease, 
and obesity are the most common risk factors for developing 
adenocarcinoma of the esophagus. The frequency of GERD 
in Western people is approximately 10%, and millions suffer 
from it in the United States. As the stomach contains highly 
acidic content, recurrent reflux of that content can harm the 
esophagus and make it complicated to gulp down the bolus 
of food. In further severe conditions, gastroesophageal reflux 
disease causes the development or growth of irregular cells 
that can further lead to unnecessary esophageal carcinoma 
cells [32]; its symptoms are frequently insignificant, which 
is why it is overlooked, however, if the inflammation of 
the esophagus is chronic then it can lead to irreversible 
complication. Among these, one of the most severe problems 
is (BE). In the case of Barrett’s esophagus, the typical 
covering of the esophagus demonstrates adaptive responses 
and transforms into the membrane, which resembles an 
intestinal membranous cover. Over the past 30 years, an 
increase in the frequency of Barrett’s esophagus has been 
associated with a rise in the incidence of adenocarcinoma 
over a similar period [33].

The initial reports about the likely relationship between 
esophageal adenocarcinoma and obesity were published 
in the 1990s [34]. This result was confirmed in research 

on huge populations; case studies in Australia, Europe, and 
the United States signify a strong association between the 
increased risk of EA and BMI [35]. Results from various 
epidemiological studies point towards the fact that obesity 
is among the main causes of adenocarcinoma. One of the 
main risk factors for adenocarcinoma of the esophagus is 
GERD, and people who are suffering from obesity experience 
symptoms of gastroesophageal reflux disease frequently 
[36,37].

Gastric Carcinoma

Though the incidence of stomach carcinoma or gastric 
carcinoma is waning in most of the globe, it is still considered 
as one of the major health concerns and one of the main 
sources of morbidity and death all over the world. It is the 
4th most common cancer and 2nd leading cause of cancer-
associated death worldwide; while it is the most frequent 
cancer in East Asia, its occurrence is 2 to 3 times more in 
males than females [38]. Males are more prone or have 
a high risk of developing gastric carcinoma of both types 
(noncardia or cardia) as compared to females. The rationale 
for such variations is unclear. However, ecological or job-
related exposures may be part of the cause. For instance, 
traditionally, males are more prone to consume tobacco 
products; on the other hand, variations in sex may be a sign 
of physiological divergences. Female dominant hormone 
i.e. estrogen may give protection and guard against the 
growth of gastric carcinoma during the proliferative phase 
of a woman’s life; however, its effects begin to reduce after 
cessation of the menstrual cycle, and that is the reason why 
the fertile and menstruating women have fewer chances 
to develop carcinoma of the stomach while the drugs that 
work against estrogen or have anti-estrogen properties such 
as tamoxifen may enhance the chances to develop gastric 
cancer [39]. It has been estimated that around 990,000 
cases of gastric cancers are recorded per year, with around 
738,000 fatalities from the diseases recorded worldwide. 
The incidence rates of gastric cancer seem highest in East 
Europe, Asian countries, and South America; however, in 
the northern region of America and most parts of Africa, the 
lowest incidence rates are observed [40]. While the whole 
world, Japan and Korea have the highest incidences of gastric 
carcinoma, boosting the highest incidence in East Asia [41].

Although increased awareness of people regarding the 
risk factors and causes of the disease, increased intake of 
fruits and vegetables, and increased use of anti-microbial 
to treat H. pylori infection, it still remained the 2nd leading 
cause of cancer-associated death worldwide. Usually, its 
incidence is seen more in low socio-economic groups as they 
overlook the symptoms more often. Increased incidence 
of the lesion at the cardiac end of the stomach has been 
associated with adenocarcinoma of the lower esophagus, 
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hyperacidity, reflux esophagitis, Barrett’s esophagus, and 
obesity are common risk factors. Helicobacter pylorus is an 
important cause of the development of noncardiac gastric 
adenocarcinoma. Helicobacter pylori are gram-negative 
bacteria that form colonies in the stomach. Highest incidence 
of gastric cancer has been reported in Asia [42,43]. The most 
frequent type of gastric cancer is adenocarcinoma. Around 
90% of gastric carcinoma is adenocarcinoma. According 
to Lauren’s classification (the most frequently accepted 
classification for gastric cancer), there are two histological 
types of gastric carcinoma. This histological form is seen all 
over the world, while the intestinal form takes place in areas 
with a high occurrence of gastric carcinoma and follows an 
expected stepwise sequence for the development of cancer 
from metaplasia. Gastric carcinomas of intestinal type are 
frequently described by the existence of gland-forming 
mitotically dynamic columnar cells with distended, darkly 
marked nuclei, with buildup of mucin in the lumina of 
these invasive glands, exclusive of much intracellular mucin 
accumulation [44].

Diffused Type

It is due to endogenous host factors and genetic 
predisposition but is unintroduced by known precancerous 
factors. Its cells are smaller, more homogenous in shape, and 
have less cellular division activities [45].

Intestinal Type

Related to the exogenous factors and is introduced by 
prolonging the precancerous process. The global decline in 
gastric carcinoma appears to be due to decreased intestinal 
type incidence [46,47].

Clinical Features of Gastric Carcinoma

Symptoms of gastric carcinoma appear late, which is 
responsible for delay in diagnosis and treatment. According 
to a Scandinavian study, weight loss, epigastric pain (63.3%), 
and gastrointestinal hemorrhage due to ulceration (27.3%) 
are the crucial symptoms [48,49]. Other symptoms may 
include nausea, epigastric mass, vomiting, dysphagia due to 
involvement of the cardiac orifice of the stomach, bloating, 
and other signs of metastasis such as anorexia, jaundice, liver 
enlargement etc.

Colorectal Carcinoma

Colon and rectum are ending parts of the gastrointestinal 
tract; usually, in combination, it is called the large intestine. 
It aids in the absorption of nutrients and the elimination of 
waste. The unusual growth of cells in the colon or rectum leads 
to the development of cancer. Colorectal carcinoma is one of 
the principal causes of death and diseases worldwide. It is 

the fourth leading cause of cancer-associated death globally. 
In the current era, there has been a considerable rise in the 
incidences of colorectal cancer, and the frequency of recently 
diagnosed cases has amplified to more than 1,361,000. 
Colorectal carcinoma usually begins as a polyp and gradually 
converts into true cancer after a period of around 10 to 20 
years [50]. Not all polyps are converted into cancer, though 
all of them can potentially convert into cancer. However, 
the chance of a polyp converting into colorectal carcinoma 
depends upon a few factors, such as if it is larger than 1 
cmor abnormal cellular growth found in the polyp’s lining 
preceding the cancerous stage, etc. These polyps are also 
known as adenomas (precancerous stage). Approximately 
96% of colorectal carcinomas are adenocarcinoma.

The American Cancer Society had estimated that 
about 148,810 people could be diagnosed with colorectal 
carcinoma in 2008, and 49,960 would die from it. According 
to the new estimate of 2018, the key statistics for new cases 
of colon cancer is 97,220, while new cases of rectal carcinoma 
are 43,030. From 1990 to 2012, the prevalence of colorectal 
carcinomas has increased by 2 Lac, and new cases are 
reported yearly. According to a study in Pakistan, colorectal 
carcinoma was seen more in the age of 40-60 years, and its 
male-to-female ratio was 2.54:1. According to the Pakistan 
Medical Research Council, it is the 6th most common cancer 
in males with the incidence of 5.7% and in females it ranked 
as 9th common cancer [51]. According to a study, the most 
common tumor site is lower than 1/3rd of the rectum 45%. 
The patients who are suffering from inflammatory bowel 
disease are more prone to develop colorectal carcinoma as 
the risk in patients with ulcerative colitis is increased by 3.7 
%, while in the case of Crohn’s disease, it is 2.5%. Colorectal 
carcinoma is 30% more common in men than women, while 
death rates are roughly 40% elevated. The cause of these 
sex differences is not entirely understood; however, sex 
hormones and persistent exposure to risk factors may play 
a role [52]. Anatomical site of the tumor, besides the gender 
and age of the patient, plays an important role in identifying 
the survival rate. If the tumor is in the proximal colon or on 
the right side of the colon, the patient has a lower chance of 
surviving for longer than those with tumors in the distal part 
of the colon and rectum. However, a tumor in the proximal 
colon is more common in women than men and occurs more 
in old age rather than young age [53]. 65% of sufferers of 
colorectal carcinoma have a chance to survive for 5 years.

Risk Factors of Colorectal Carcinoma

The known risk factors for colorectal carcinoma are 
family history being the first-degree relatives of any person 
who is suffering from colorectal carcinoma are 2 to 4 times 
more prone to develop the disease [54], people suffering 
from inflammatory bowel disease are nearly two times at 
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risk to develop colorectal cancer [55], physical inactivity as 
researches persistently demonstrates that the risk to develop 
tumors at both ends of the colon are 25% less in individuals 
who are physically active than those who are inactive [56], 
overweight, diabetes, smoking, deficiency of vitamin D, 
unhealthy diet or reduce intake of fruits and vegetables 
on the contrary excessive consumption of animal fat and 
meat, sedentary lifestyle, alcoholism etc. [57]. Majority of 
the studies found that consumption of calcium from dairy 
products and/or supplements is related to a declining risk 
of developing colorectal carcinomas and adenomas. It is 
extremely reasonable that dietary fiber minimizes the risk 
of colorectal carcinoma for lots of reasons, including a lesser 
amount of exposure to carcinogens due to increased volume 
of stool and earlier transit time [58,59]. Using processed or 
red meat enhances the risk of both rectal and colon cancer 
[60]. The International Agency for Research of Cancer 
classified red meat and processed meat as carcinogenic for 
humans principally based on the facts related to the risk of 
colorectal carcinoma in 2015 [61]. While in November 2009, 
the Agency stated that there is adequate data to conclude that 
smoking may cause colorectal carcinoma [62]. Moderate and 
intense use of alcohol [63]; however, not light consumption 
(i.e. p<12.5 grams for each day, about one drink) is related 
to enhanced risk of colorectal carcinoma [64]. According 
to Wong SH, et al. [65] relevant prevention is systematic 
supplementation of gut microbiota with lactic acid bacteria.

Clinical Features of Colorectal Carcinoma

The symptoms associated with this carcinoma are 
bleeding per rectum (60%) as if the size of the tumor 
increases, there may be a chance of bleeding, excessive blood 
loss from the tumor can cause anemia and its associated 
symptoms such as dyspnea, fatigue, lethargy etc. Alteration 
of bowel habits or dark color stools (30%), intestinal 
obstruction (15%), and abdominal pain (30%) [66].

Hepatic Carcinoma

Hepatic carcinoma is the 6th most common cancer 
globally, with nearly 782,000 new cases identified in 2012 
[67]. In contrast, it is the 3rd leading cause of cancer death 
worldwide. It occurs more in men than women. Nearly 90% 
of primary liver carcinoma in the United States is liver cell 
carcinoma, while the remaining 10% is cholangiocarcinoma. 
Liver cirrhosis and fibrosis that can be caused by alcohol, 
hepatitis B, and C infection may lead to hepatocellular 
carcinoma [68]. Amongst the reasons for deprived survival 
rates, one of the reasons is that hepatic cancer symptoms are 
not marked in the early phases of the disease, which indicates 
that the cancer is usually highly developed by the time it is 
diagnosed. In European countries, the population’s standard 
5 years survival rate after disease diagnosis is around 12%.

Additionally, the quantity of new cases is on the increase. 
WHO statistics demonstrate that around 626,162 fresh cases 
of hepatic cancer were identified in 2002, but by 2012, the 
number had risen to 782,451. This figure is expected to 
enhance by 70% to almost 1,341,344 cases by 2035 [69]. 
According to a study, hepatocellular carcinoma was seen 
more in cirrhotic than non-cirrhotic patients. According to 
the World Health Organization statistics of 2000, it has been 
evaluated that there are 565000 cases of liver cell carcinoma 
per year globally, amongst which 400000 were men and 
165000 were women. It is a familiar cancer that is found 
among Asians and Africans. Its prognosis is not so good, and 
the patients who develop hepatocellular carcinoma die within 
1 year [70]. Amongst Pakistani, the prevalence of hepatitis B 
and C is moderate. Recognizing the load of hepatitis B and C, 
it is expected that the incidence of hepatocellular carcinoma 
will increase in the future. The most common HCV genotype 
in Pakistan is genotype 3 [71].

Risk Factors of Hepatocellular Carcinoma

The majority of hepatocellular carcinoma is considered 
to be linked with either chronic hepatitis B virus or C virus 
infection [72]. In the United States of America, more than 3 
million people are continually infected with the hepatitis C 
virus [73]. Long-standing infections with hepatitis B virus, a 
chief universal risk factor for hepatocellular carcinoma, are 
less frequent generally in the United States than hepatitis C 
virus infection is. Amongst a few ethnic groups in the United 
States, though, the hepatitis B virus is a more widespread risk 
factor than the hepatitis C virus. For example, a Los Angeles 
report found that around 74% of hepatocellular carcinoma 
amongst the Asian population was associated with hepatitis 
B virus infection, whereas 90% of hepatocellular carcinoma 
in whites was related to hepatitis C virus infection [74].

Clinical Features of Hepatic Carcinoma

In lots of patients, hepatocellular carcinoma is 
asymptomatic. When ailments are visible, they are generally 
associated with chronic diseases of the liver, such as skin 
and eyes turning yellow, pain in the right upper quadrant 
of the abdomen, inflammation of the abdomen, general 
weakness, weight loss, and fever [75]. Hepatomegaly and 
discomfort were found in the majority of the patients. While 
the frequency of pain was double in non-cirrhotic than in 
cirrhotic patients [76,77].

Conclusion

The prevalence and economic impact of gastrointestinal 
carcinomas is considerable and is rising worldwide due 
to increased intake of processed and canned foods. The 
increased occurrence of GI tumors can be linked to reduced 
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consumption of foods that contain vitamins, minerals, and 
antioxidants, which help the body boost and enhance the 
activities of the immunity system. While according to the 
World Health Organization, approximately one-third of 
demises from cancer are due to the five principal dietary and 
behavioral risks such as high BMI (as obesity has become 
a pandemic and most people are developing multiple 
complications of this malfunction), little consumption of 
vegetables and fruits, not having enough physical activity, 
increased use of tobacco(as tobacco is accountable for around 
22% of cancer-related deaths) and alcohol. The measures 
should have to be taken as people should know and be aware 
of the risk factors, predisposing factors of all cancers and 
how they can manage and modify their way of living and 
decrease the prevalence and incidence of gastrointestinal 
carcinoma, especially in developing countries. Only 1 in 5 
low- or middle-income countries have updated or crucial 
data to make cancer policies.

References

1. Thomas RM, Sobin LH (1995) Gastrointestinal cancer. 
Cancer 75(S1): 154-170.

2. Bakkila BF, Kerekes D, Nunez SM, Billingsley KG, Ahuja 
N, et al. (2022) Evaluation of racial disparities in quality 
of care for patients with gastrointestinal tract cancer 
treated with surgery. Jama Netw Open 5(4): e225664.

3. Ferlay J, Shin HR, Bray F, Forman D, Mathers C, et al. 
(2010) Estimates of worldwide burden of cancer in 
2008: GLOBOCAN 2008. Int J of Cancer 127(12): 2893-
2917.

4. Brugere J, Guenel P, Leclerc A, Rodriguez J (1986) 
Differential effects of tobacco and alcohol in cancer of 
the larynx, pharynx, and mouth. Cancer 57(2): 391-395.

5. McCoy GD, Wynder EL (1979) Etiological and preventive 
implications in alcohol carcinogenesis. Cancer Res 39(7 
Part 2): 2844-2850.

6. Maier H, Zoller J, Herrmann A, Kreiss M, Heller WD 
(1993) Dental status and oral hygiene in patients with 
head and neck cancer. Otolaryngol Head Neck Surg 
108(6): 655-661.

7. Schildt E, Eriksson M, Hardell L, Magnuson A (1999) 
Occupational exposures as risk factors for oral cancer 
evaluated in a Swedish case-control study. Oncol Rep 
6(2) 317-337.

8. La Vecchia C, Tavani A, Franceschi S, Levi F, Corrao G, et 
al. (1997) Epidemiology and prevention of oral cancer. 
Oral Oncol 33(5): 302-312.

9. Tavani A, Gallus S, La Vecchia C, Talamini R, Barbone F, et 
al. (2001) Diet and risk of oral and pharyngeal cancer. An 
Italian case–control study. European Journal of Cancer 
Prevention 10(2): 191-195.

10. Sathyanarayanan R, Karthigeyan R, Dinesh D (2012) 
Awareness about oral cancer among Non medical 
university students of Puducherry. JIDENT 1(1): 1-5.

11. Smet A, Kupcinskas J, Link A, Hold GL, Bornschein J 
(2022) The role of microbiota in gastrointestinal cancer 
and cancer treatment: chance or curse? Cellular and 
Molecular Gastroenterology and Hepatology 13(3): 857-
874.

12. Hyejee O, Abdel RO (2023) Impact of Patient 
Characteristics on the Outcomes of Patients with 
Gastrointestinal Cancers Treated with Immune 
Checkpoint Inhibitors. Current Oncology 30(1): 786-
802.

13. Siegel RL, Miller K D, Jemal A (2016) Cancer statistics, 
2016. CA: Cancer J for Clin 66(1): 7-30.

14. Badar F, Anwar N, Mahmood S (2005) Geographical 
variation in the epidemiology of esophageal cancer in 
Pakistan. Asian Pac J Cancer Prev 6(2): 139-142.

15. Rustgi A, El-Serag H (2014) Esophageal carcinoma. N 
Engl J Med 371(26): 2499-2509.

16. Rafiemanesh H, Maleki F, Mohammadian-Hafshejani A, 
Salemi M, Salehiniya H (2016) The trend in histological 
changes and the incidence of esophagus cancer in Iran 
(2003–2008). Int J Prev Med 7: 31.

17. Rice T W, Rusch VW, Ishwaran H, Blackstone EH, 
Collaboration WEC (2010) Cancer of the esophagus 
and esophagogastric junction: data-driven staging for 
the seventh edition of the American Joint Committee 
on Cancer/International Union Against Cancer Cancer 
Staging Manuals. Cancer 116(16): 3763-3773.

18. Zhang HZ, Jin GF, Shen HB (2012) Epidemiologic 
differences in esophageal cancer between Asian and 
Western populations. Chinese Journal of Cancer 31(6): 
281-286.

19. Lu CL, Lang HC, Luo JC, Liu CC, Lin HC, et al. (2010) 
Increasing trend of the incidence of esophageal 
squamous cell carcinoma, but not adenocarcinoma, in 
Taiwan. Cancer Causes & Control 21(2): 269-274.

20. Islami F, Boffetta P, Ren JS., Pedoeim L, Khatib D, et al. 
(2009) High-temperature beverages and foods and 
esophageal cancer risk-A systematic review. Int J Cancer 
125(3): 491-524.

https://medwinpublishers.com/MJCCS/
https://pubmed.ncbi.nlm.nih.gov/8000994/
https://pubmed.ncbi.nlm.nih.gov/8000994/
https://pubmed.ncbi.nlm.nih.gov/35377425/
https://pubmed.ncbi.nlm.nih.gov/35377425/
https://pubmed.ncbi.nlm.nih.gov/35377425/
https://pubmed.ncbi.nlm.nih.gov/35377425/
https://onlinelibrary.wiley.com/doi/10.1002/ijc.25516
https://onlinelibrary.wiley.com/doi/10.1002/ijc.25516
https://onlinelibrary.wiley.com/doi/10.1002/ijc.25516
https://onlinelibrary.wiley.com/doi/10.1002/ijc.25516
https://pubmed.ncbi.nlm.nih.gov/3942973/
https://pubmed.ncbi.nlm.nih.gov/3942973/
https://pubmed.ncbi.nlm.nih.gov/3942973/
https://pubmed.ncbi.nlm.nih.gov/376126/
https://pubmed.ncbi.nlm.nih.gov/376126/
https://pubmed.ncbi.nlm.nih.gov/376126/
https://pubmed.ncbi.nlm.nih.gov/8516003/
https://pubmed.ncbi.nlm.nih.gov/8516003/
https://pubmed.ncbi.nlm.nih.gov/8516003/
https://pubmed.ncbi.nlm.nih.gov/8516003/
https://pubmed.ncbi.nlm.nih.gov/10022996/
https://pubmed.ncbi.nlm.nih.gov/10022996/
https://pubmed.ncbi.nlm.nih.gov/10022996/
https://pubmed.ncbi.nlm.nih.gov/10022996/
https://pubmed.ncbi.nlm.nih.gov/9415327/
https://pubmed.ncbi.nlm.nih.gov/9415327/
https://pubmed.ncbi.nlm.nih.gov/9415327/
https://www.jstor.org/stable/45050765
https://www.jstor.org/stable/45050765
https://www.jstor.org/stable/45050765
https://www.jstor.org/stable/45050765
https://www.semanticscholar.org/paper/AWARENESS-ABOUT-ORAL-CANCER-AMONG-NON-MEDICAL-OF-Sathyanarayanan-Karthigeyan/721850fff7582b326b9fdec88f918b4012e64d4b
https://www.semanticscholar.org/paper/AWARENESS-ABOUT-ORAL-CANCER-AMONG-NON-MEDICAL-OF-Sathyanarayanan-Karthigeyan/721850fff7582b326b9fdec88f918b4012e64d4b
https://www.semanticscholar.org/paper/AWARENESS-ABOUT-ORAL-CANCER-AMONG-NON-MEDICAL-OF-Sathyanarayanan-Karthigeyan/721850fff7582b326b9fdec88f918b4012e64d4b
https://pubmed.ncbi.nlm.nih.gov/34506954/
https://pubmed.ncbi.nlm.nih.gov/34506954/
https://pubmed.ncbi.nlm.nih.gov/34506954/
https://pubmed.ncbi.nlm.nih.gov/34506954/
https://pubmed.ncbi.nlm.nih.gov/34506954/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9858132/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9858132/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9858132/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9858132/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9858132/
https://pubmed.ncbi.nlm.nih.gov/26742998/
https://pubmed.ncbi.nlm.nih.gov/26742998/
https://pubmed.ncbi.nlm.nih.gov/16101322/
https://pubmed.ncbi.nlm.nih.gov/16101322/
https://pubmed.ncbi.nlm.nih.gov/16101322/
https://pubmed.ncbi.nlm.nih.gov/25539106/
https://pubmed.ncbi.nlm.nih.gov/25539106/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4763464/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4763464/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4763464/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4763464/
https://pubmed.ncbi.nlm.nih.gov/20564099/
https://pubmed.ncbi.nlm.nih.gov/20564099/
https://pubmed.ncbi.nlm.nih.gov/20564099/
https://pubmed.ncbi.nlm.nih.gov/20564099/
https://pubmed.ncbi.nlm.nih.gov/20564099/
https://pubmed.ncbi.nlm.nih.gov/20564099/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3777490/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3777490/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3777490/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3777490/
https://pubmed.ncbi.nlm.nih.gov/19866363/
https://pubmed.ncbi.nlm.nih.gov/19866363/
https://pubmed.ncbi.nlm.nih.gov/19866363/
https://pubmed.ncbi.nlm.nih.gov/19866363/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2773211/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2773211/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2773211/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2773211/


Medical Journal of Clinical Trials & Case Studies
7

Ibadi AK, et al. Gastrointestinal Cancer. Med J Clin Trials Case Stud 2023, 7(4): 000340. Copyright©  Ibadi AK, et al.

21. Kamangar F, Malekzadeh R, Dawsey SM, Saidi F (2007) 
Esophageal cancer in Northeastern Iran a review. Arch 
Iran Med 10(1): 70-82.

22. Liu J, Wang J, Leng Y, Lv C (2013) Intake of fruit and 
vegetables and risk of esophageal squamous cell 
carcinoma A meta-analysis of observational studies. Int J 
Cancer 133(2): 473-485.

23. Pennathur A, Gibson MK, Jobe BA, Luketich JD (2013) 
Oesophageal carcinoma. The Lancet 381(9864): 400-
412.

24. Wheeler JB, Reed CE (2012) Epidemiology of esophageal 
cancer. Surg Clin North Am 92(5): 1077-1087.

25. Uebelacker M, Lachenmeier DW (2011) Quantitative 
determination of acetaldehyde in foods using automated 
digestion with simulated gastric fluid followed by 
headspace gas chromatography. J Autom Methods Manag 
Chem, pp: 907317.

26. Homann N, Somer HJ, Jokelainen K, Heine R, Salaspuro 
M (1997) High acetaldehyde levels in saliva after ethanol 
consumption methodological aspects and pathogenetic 
implications. Carcinogenesis 18(9): 1739-1743.

27. Launoy G, Milan C, Day NE, Pienkowski MP, Gignoux 
M, et al. (1998) Diet and squamous cell cancer of the 
oesophagus A French multicentre case control study. Int 
J Cancer 76(1): 7-12.

28. Moradi A, Villiers EM, Mokhtari AT, Mahmoudi M, Hazrati 
B, et al. (2002) Detection of human papillomavirus DNA 
by PCR in esophageal squamous cell carcinoma from 
Turkmen Sahra north east of Iran. Iranian Biomedical 
Journal 6(1): 19-23.

29. Furihata M, Ohtsuki Y, Ogoshi S, Takahashi A, Tamiya 
T, et al. (1993) Prognostic significance of human 
papillomavirus genomes and aberrant expression of p53 
protein in human esophageal cancer. Int J Cancer 54(2): 
226-230.

30. Kawaguchi H, Ohno S, Araki K, Miyazaki M, Saeki H, et 
al. (2000) p53 polymorphism in human papillomavirus 
associated esophageal cancer. Cancer Res 60(11): 2753-
2755.

31. Saarinen S, Vahteristo P, Lehtonen R, Aittomaki K, 
Launonen V, et al. (2012) Analysis of a Finnish family 
confirms RHBDF2 mutations as the underlying factor in 
tylosis with esophageal cancer. Fam Cancer 11(3): 525-
528.

32. Bergman J (2005) Gastroesophageal reflux disease and 
Barrett’s esophagus. Endoscopy 37(01): 8-18.

33. Katzka DA, Rustgi AK (2000) Gastroesophageal reflux 
disease and Barrett’s esophagus. Med Clin North Am 
84(5): 1137-1161.

34. Morris BL, Swanso CA, Gridley G, Swanson GM, 
Schoenberg JB, et al. (1995) Adenocarcinoma of the 
esophagus role of obesity and diet. J Natl Cancer Inst 
87(2): 104-109.

35. Chow WH, Blot WJ, Vaughan TL, Risch HA, Gammon MD, et 
al. (1998) Body mass index and risk of adenocarcinomas 
of the esophagus and gastric cardia. J Natl Cancer Inst 
90(2): 150-155.

36. Hoyo C, Cook MB, Kamangar F, Freedman ND, 
Whiteman DC, et al. (2012) Body mass index in 
relation to oesophageal and oesophagogastric 
junction adenocarcinomas a pooled analysis from the 
International BEACON Consortium. Int J Epidemiol 
41(6): 1706-1718.

37. Thrift AP, Shaheen NJ, Gammon MD, Bernstein L, 
Reid BJ, et al. (2014) Obesity and risk of esophageal 
adenocarcinoma and Barrett’s esophagus a Mendelian 
randomization study. JNCI Journal of the National Cancer 
Institute 106(11): 252.

38. Jemal A, Center MM, DeSantis C, Ward EM (2010) Global 
patterns of cancer incidence and mortality rates and 
trends. Cancer Epidemiol Biomarkers Prev 19(8): 1893-
1907.

39. Sheh A, Ge Z, Parry NM, Muthupalani S, Rager JE, et al. 
(2011) 17β-estradiol and tamoxifen prevent gastric 
cancer by modulating leukocyte recruitment and 
oncogenic pathways in helicobacter pylori–infected INS-
GAS male mice. Cancer Prev Res 4(9):1426-1435.

40. Forman D, Burley V (2006) Gastric cancer global pattern 
of the disease and an overview of environmental risk 
factors. Best Pract Res Clin Gastroenterol 20(4): 633-
649.

41. Zhang Q, Zhang L, Jin Q, He Y, Wu M, et al. (2023) The 
Prognostic Value of the GNRI in Patients with Stomach 
Cancer Undergoing Surgery. J Pers Med 13(1): 155.

42. Fock KM, Ang TL (2010) Epidemiology of Helicobacter 
pylori infection and gastric cancer in Asia. J Gastroenterol 
Hepatol 25(3): 479-486. 

43. Mitipat N, Siripermpool P, Jadwattanakul T, 
Chaunthongkum S (2005) The prevalence of Helicobacter 
pylori infection in patients with gastrointestinal 
symptoms in Chon Buri, Thailand. Southeast Asian J 
Trop Med Public Health 36(2): 341-346.

https://medwinpublishers.com/MJCCS/
https://pubmed.ncbi.nlm.nih.gov/17198458/
https://pubmed.ncbi.nlm.nih.gov/17198458/
https://pubmed.ncbi.nlm.nih.gov/17198458/
https://pubmed.ncbi.nlm.nih.gov/23319052/
https://pubmed.ncbi.nlm.nih.gov/23319052/
https://pubmed.ncbi.nlm.nih.gov/23319052/
https://pubmed.ncbi.nlm.nih.gov/23319052/
https://pubmed.ncbi.nlm.nih.gov/23374478/
https://pubmed.ncbi.nlm.nih.gov/23374478/
https://pubmed.ncbi.nlm.nih.gov/23374478/
https://pubmed.ncbi.nlm.nih.gov/23026270/
https://pubmed.ncbi.nlm.nih.gov/23026270/
https://pubmed.ncbi.nlm.nih.gov/21747735/
https://pubmed.ncbi.nlm.nih.gov/21747735/
https://pubmed.ncbi.nlm.nih.gov/21747735/
https://pubmed.ncbi.nlm.nih.gov/21747735/
https://pubmed.ncbi.nlm.nih.gov/21747735/
https://pubmed.ncbi.nlm.nih.gov/9328169/
https://pubmed.ncbi.nlm.nih.gov/9328169/
https://pubmed.ncbi.nlm.nih.gov/9328169/
https://pubmed.ncbi.nlm.nih.gov/9328169/
https://pubmed.ncbi.nlm.nih.gov/9533754/
https://pubmed.ncbi.nlm.nih.gov/9533754/
https://pubmed.ncbi.nlm.nih.gov/9533754/
https://pubmed.ncbi.nlm.nih.gov/9533754/
https://www.semanticscholar.org/paper/DETECTION-OF-HUMAN-PAPILLOMAVIRUS-DNA-BY-PCR-IN-OF-Moradi-Villiers/954eb35a2830e9ef1c66520f05aa02ec55ab487f
https://www.semanticscholar.org/paper/DETECTION-OF-HUMAN-PAPILLOMAVIRUS-DNA-BY-PCR-IN-OF-Moradi-Villiers/954eb35a2830e9ef1c66520f05aa02ec55ab487f
https://www.semanticscholar.org/paper/DETECTION-OF-HUMAN-PAPILLOMAVIRUS-DNA-BY-PCR-IN-OF-Moradi-Villiers/954eb35a2830e9ef1c66520f05aa02ec55ab487f
https://www.semanticscholar.org/paper/DETECTION-OF-HUMAN-PAPILLOMAVIRUS-DNA-BY-PCR-IN-OF-Moradi-Villiers/954eb35a2830e9ef1c66520f05aa02ec55ab487f
https://www.semanticscholar.org/paper/DETECTION-OF-HUMAN-PAPILLOMAVIRUS-DNA-BY-PCR-IN-OF-Moradi-Villiers/954eb35a2830e9ef1c66520f05aa02ec55ab487f
https://pubmed.ncbi.nlm.nih.gov/8387463/
https://pubmed.ncbi.nlm.nih.gov/8387463/
https://pubmed.ncbi.nlm.nih.gov/8387463/
https://pubmed.ncbi.nlm.nih.gov/8387463/
https://pubmed.ncbi.nlm.nih.gov/8387463/
https://pubmed.ncbi.nlm.nih.gov/10850407/
https://pubmed.ncbi.nlm.nih.gov/10850407/
https://pubmed.ncbi.nlm.nih.gov/10850407/
https://pubmed.ncbi.nlm.nih.gov/10850407/
https://pubmed.ncbi.nlm.nih.gov/22638770/
https://pubmed.ncbi.nlm.nih.gov/22638770/
https://pubmed.ncbi.nlm.nih.gov/22638770/
https://pubmed.ncbi.nlm.nih.gov/22638770/
https://pubmed.ncbi.nlm.nih.gov/22638770/
https://pubmed.ncbi.nlm.nih.gov/15657852/
https://pubmed.ncbi.nlm.nih.gov/15657852/
https://pubmed.ncbi.nlm.nih.gov/11026922/
https://pubmed.ncbi.nlm.nih.gov/11026922/
https://pubmed.ncbi.nlm.nih.gov/11026922/
https://pubmed.ncbi.nlm.nih.gov/7707381/
https://pubmed.ncbi.nlm.nih.gov/7707381/
https://pubmed.ncbi.nlm.nih.gov/7707381/
https://pubmed.ncbi.nlm.nih.gov/7707381/
https://pubmed.ncbi.nlm.nih.gov/9450576/
https://pubmed.ncbi.nlm.nih.gov/9450576/
https://pubmed.ncbi.nlm.nih.gov/9450576/
https://pubmed.ncbi.nlm.nih.gov/9450576/
https://pubmed.ncbi.nlm.nih.gov/23148106/
https://pubmed.ncbi.nlm.nih.gov/23148106/
https://pubmed.ncbi.nlm.nih.gov/23148106/
https://pubmed.ncbi.nlm.nih.gov/23148106/
https://pubmed.ncbi.nlm.nih.gov/23148106/
https://pubmed.ncbi.nlm.nih.gov/23148106/
https://pubmed.ncbi.nlm.nih.gov/25269698/
https://pubmed.ncbi.nlm.nih.gov/25269698/
https://pubmed.ncbi.nlm.nih.gov/25269698/
https://pubmed.ncbi.nlm.nih.gov/25269698/
https://pubmed.ncbi.nlm.nih.gov/25269698/
https://pubmed.ncbi.nlm.nih.gov/20647400/
https://pubmed.ncbi.nlm.nih.gov/20647400/
https://pubmed.ncbi.nlm.nih.gov/20647400/
https://pubmed.ncbi.nlm.nih.gov/20647400/
https://pubmed.ncbi.nlm.nih.gov/21680705/
https://pubmed.ncbi.nlm.nih.gov/21680705/
https://pubmed.ncbi.nlm.nih.gov/21680705/
https://pubmed.ncbi.nlm.nih.gov/21680705/
https://pubmed.ncbi.nlm.nih.gov/21680705/
https://pubmed.ncbi.nlm.nih.gov/16997150/
https://pubmed.ncbi.nlm.nih.gov/16997150/
https://pubmed.ncbi.nlm.nih.gov/16997150/
https://pubmed.ncbi.nlm.nih.gov/16997150/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9861269/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9861269/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9861269/
https://pubmed.ncbi.nlm.nih.gov/20370726/
https://pubmed.ncbi.nlm.nih.gov/20370726/
https://pubmed.ncbi.nlm.nih.gov/20370726/
https://pubmed.ncbi.nlm.nih.gov/15916039/
https://pubmed.ncbi.nlm.nih.gov/15916039/
https://pubmed.ncbi.nlm.nih.gov/15916039/
https://pubmed.ncbi.nlm.nih.gov/15916039/
https://pubmed.ncbi.nlm.nih.gov/15916039/


Medical Journal of Clinical Trials & Case Studies
8

Ibadi AK, et al. Gastrointestinal Cancer. Med J Clin Trials Case Stud 2023, 7(4): 000340. Copyright©  Ibadi AK, et al.

44. Ming SC (1977) Gastric carcinoma: a pathobiological 
classification. Cancer 39(6): 2475-2485.

45. Vauhkonen M, Vauhkonen H, Sipponen P (2006) 
Pathology and molecular biology of gastric cancer. Best 
Pract Res Clin Gastroenterol 20(4): 651-674.

46. Hayakawa Y, Sethi N, Sepulveda AR, Bass AJ, Wang TC 
(2016) Oesophageal adenocarcinoma and gastric cancer: 
should we mind the gap? Nat Rev Cancer 16(5): 305.

47. Lauren P (1965) The two histological main types of 
gastric carcinoma: diffuse and so-called intestinal-type 
carcinoma: an attempt at a histo-clinical classification. 
Acta Pathol Microbiol Scand 64(1): 31-49.

48. Khan MI, Baqai MT, Bukhari M, Hashmi RI (2005) Gastric 
carcinoma: 5 years survival after gastric surgery. J Pak 
Med Assoc 55(4):158-160.

49. Afridi SP, Bano F, Rahman SU (2011) Pattern and 
presentation of carcinoma stomach. J Coll Physicians 
Surg Pak 21(3): 161-163.

50. Winawer SJ, Zauber AG (2002) The advanced adenoma 
as the primary target of screening. Gastrointest Endosc 
Clin N Am 12(1): 1-9.

51. Hadi NI, Kafil N, Waseem B, Alamgir M (2009) Incidence 
of colorectal carcinoma: is there a shift to the right. Pak J 
Pharmacol 26(26): 1-5.

52. Murphy G, Devesa SS, Cross AJ, Inskip PD, McGlynn KA, et 
al. (2011) Sex disparities in colorectal cancer incidence 
by anatomic subsite, race and age. Int J Cancer 128(7): 
1668-1675.

53. Petrelli F, Tomasello G, Borgonovo K, Ghidini M, Turati 
L, et al. (2017) Prognostic survival associated with left-
sided vs right-sided colon cancer: a systematic review 
and meta-analysis. JAMA Oncol 3(2): 211-219.

54. Butterworth AS, Higgins JP, Pharoah P (2006) Relative 
and absolute risk of colorectal cancer for individuals 
with a family history: a meta-analysis. Eur J Cancer 
42(2): 216-227.

55. Lutgens MW, van Oijen MG, van der Heijden GJ, Vleggaar 
FP, Siersema PD, et al. (2013) Declining risk of colorectal 
cancer in inflammatory bowel disease: an updated meta-
analysis of population-based cohort studies. Inflamm 
Bowel Dis 19(4): 789-799.

56. Robsahm TE, Aagnes B, Hjartaker A, Langseth H, Bray 
FI, et al. (2013) Body mass index, physical activity, and 
colorectal cancer by anatomical subsites: a systematic 
review and meta-analysis of cohort studies. Eur J Cancer 

Prev 22(6): 492-505.

57. Perdue DG, Haverkamp D, Perkins C, Daley CM, Provost 
E (2014) Geographic variation in colorectal cancer 
incidence and mortality, age of onset, and stage at 
diagnosis among American Indian and Alaska Native 
people, 1990–2009. Am J Public Health 104(S3): 
S404-S414.

58. Aune D, Lau R, Chan D, Vieira R, Greenwood D, et al. 
(2012) Dairy products and colorectal cancer risk: a 
systematic review and meta-analysis of cohort studies. 
Ann Oncol 23(1): 37-45.

59. Song M, Garrett WS, Chan AT (2015) Nutrients, foods, 
and colorectal cancer prevention. Gastroenterology 
148(6): 1244-1260.

60. Chan DS, Lau R, Aune D, Vieira R, Greenwood DC, et al. 
(2011) Red and processed meat and colorectal cancer 
incidence: meta-analysis of prospective studies. Plos 
One 6(6): e20456.

61. Bouvard V, Loomis D, Guyton KZ, Grosse Y, El Ghissassi F, 
et al. (2015) Carcinogenicity of consumption of red and 
processed meat. Lancet Oncol 16(16): 1599-1600.

62. Secretan B, Straif K, Baan R, Grosse Y, El Ghissassi F, et al. 
(2009) A review of human carcinogens--Part E: tobacco, 
areca nut, alcohol, coal smoke, and salted fish. Lancet 
Oncol 10(11): 1033-1034.

63. Ferrari P, Jenab M, Norat T, Moskal A, Slimani N, et al. 
(2007) Lifetime and baseline alcohol intake and risk of 
colon and rectal cancers in the European prospective 
investigation into cancer and nutrition (EPIC). Int J 
Cancer 121(9): 2065-2072.

64. Bagnardi V, Rota M, Botteri E, Tramacere I, Islami F, et 
al. (2012) Light alcohol drinking and cancer: a meta-
analysis. Ann Oncol 24(2): 301-308.

65. Wong SH, Kwong TN, Wu CY, Yu J (2019) Clinical 
applications of gut microbiota in cancer biology. Semin 
Cancer Biol 55: 28-36.

66. Shaikh AR, Muneer A, Laghari ZH (2010) Changing 
practice of rectal cancer surgery in Pakistan. Pak J Med 
Sci 26(3): 601-606.

67. Ferlay J, Soerjomataram I, Dikshit R, Eser S, Mathers C, 
et al. (2015) Cancer incidence and mortality worldwide: 
sources, methods and major patterns in GLOBOCAN 
2012. Int J Cancer 136(5): E359-E386.

68. Barazani Y, Hiatt JR, Tong MJ, Busuttil RW (2007) Chronic 
viral hepatitis and hepatocellular carcinoma. World J 

https://medwinpublishers.com/MJCCS/
https://pubmed.ncbi.nlm.nih.gov/872047/
https://pubmed.ncbi.nlm.nih.gov/872047/
https://pubmed.ncbi.nlm.nih.gov/16997151/
https://pubmed.ncbi.nlm.nih.gov/16997151/
https://pubmed.ncbi.nlm.nih.gov/16997151/
https://pubmed.ncbi.nlm.nih.gov/27112208/
https://pubmed.ncbi.nlm.nih.gov/27112208/
https://pubmed.ncbi.nlm.nih.gov/27112208/
https://pubmed.ncbi.nlm.nih.gov/14320675/
https://pubmed.ncbi.nlm.nih.gov/14320675/
https://pubmed.ncbi.nlm.nih.gov/14320675/
https://pubmed.ncbi.nlm.nih.gov/14320675/
https://pubmed.ncbi.nlm.nih.gov/15918628/
https://pubmed.ncbi.nlm.nih.gov/15918628/
https://pubmed.ncbi.nlm.nih.gov/15918628/
https://pubmed.ncbi.nlm.nih.gov/21419023/
https://pubmed.ncbi.nlm.nih.gov/21419023/
https://pubmed.ncbi.nlm.nih.gov/21419023/
https://pubmed.ncbi.nlm.nih.gov/11916153/
https://pubmed.ncbi.nlm.nih.gov/11916153/
https://pubmed.ncbi.nlm.nih.gov/11916153/
https://pesquisa.bvsalud.org/portal/resource/pt/emr-178257
https://pesquisa.bvsalud.org/portal/resource/pt/emr-178257
https://pesquisa.bvsalud.org/portal/resource/pt/emr-178257
https://pubmed.ncbi.nlm.nih.gov/20503269/
https://pubmed.ncbi.nlm.nih.gov/20503269/
https://pubmed.ncbi.nlm.nih.gov/20503269/
https://pubmed.ncbi.nlm.nih.gov/20503269/
https://pubmed.ncbi.nlm.nih.gov/27787550/
https://pubmed.ncbi.nlm.nih.gov/27787550/
https://pubmed.ncbi.nlm.nih.gov/27787550/
https://pubmed.ncbi.nlm.nih.gov/27787550/
https://pubmed.ncbi.nlm.nih.gov/16338133/
https://pubmed.ncbi.nlm.nih.gov/16338133/
https://pubmed.ncbi.nlm.nih.gov/16338133/
https://pubmed.ncbi.nlm.nih.gov/16338133/
https://pubmed.ncbi.nlm.nih.gov/23448792/
https://pubmed.ncbi.nlm.nih.gov/23448792/
https://pubmed.ncbi.nlm.nih.gov/23448792/
https://pubmed.ncbi.nlm.nih.gov/23448792/
https://pubmed.ncbi.nlm.nih.gov/23448792/
https://pubmed.ncbi.nlm.nih.gov/23591454/
https://pubmed.ncbi.nlm.nih.gov/23591454/
https://pubmed.ncbi.nlm.nih.gov/23591454/
https://pubmed.ncbi.nlm.nih.gov/23591454/
https://pubmed.ncbi.nlm.nih.gov/23591454/
https://pubmed.ncbi.nlm.nih.gov/24754657/
https://pubmed.ncbi.nlm.nih.gov/24754657/
https://pubmed.ncbi.nlm.nih.gov/24754657/
https://pubmed.ncbi.nlm.nih.gov/24754657/
https://pubmed.ncbi.nlm.nih.gov/24754657/
https://pubmed.ncbi.nlm.nih.gov/24754657/
https://pubmed.ncbi.nlm.nih.gov/21617020/
https://pubmed.ncbi.nlm.nih.gov/21617020/
https://pubmed.ncbi.nlm.nih.gov/21617020/
https://pubmed.ncbi.nlm.nih.gov/21617020/
https://pubmed.ncbi.nlm.nih.gov/25575572/
https://pubmed.ncbi.nlm.nih.gov/25575572/
https://pubmed.ncbi.nlm.nih.gov/25575572/
https://pubmed.ncbi.nlm.nih.gov/21674008/
https://pubmed.ncbi.nlm.nih.gov/21674008/
https://pubmed.ncbi.nlm.nih.gov/21674008/
https://pubmed.ncbi.nlm.nih.gov/21674008/
https://pubmed.ncbi.nlm.nih.gov/26514947/
https://pubmed.ncbi.nlm.nih.gov/26514947/
https://pubmed.ncbi.nlm.nih.gov/26514947/
https://pubmed.ncbi.nlm.nih.gov/19891056/
https://pubmed.ncbi.nlm.nih.gov/19891056/
https://pubmed.ncbi.nlm.nih.gov/19891056/
https://pubmed.ncbi.nlm.nih.gov/19891056/
https://pubmed.ncbi.nlm.nih.gov/17640039/
https://pubmed.ncbi.nlm.nih.gov/17640039/
https://pubmed.ncbi.nlm.nih.gov/17640039/
https://pubmed.ncbi.nlm.nih.gov/17640039/
https://pubmed.ncbi.nlm.nih.gov/17640039/
https://pubmed.ncbi.nlm.nih.gov/22910838/
https://pubmed.ncbi.nlm.nih.gov/22910838/
https://pubmed.ncbi.nlm.nih.gov/22910838/
https://pubmed.ncbi.nlm.nih.gov/29782923/
https://pubmed.ncbi.nlm.nih.gov/29782923/
https://pubmed.ncbi.nlm.nih.gov/29782923/
https://pjms.com.pk/issues/julsep2010/abstract/article19.html
https://pjms.com.pk/issues/julsep2010/abstract/article19.html
https://pjms.com.pk/issues/julsep2010/abstract/article19.html
https://pubmed.ncbi.nlm.nih.gov/25220842/
https://pubmed.ncbi.nlm.nih.gov/25220842/
https://pubmed.ncbi.nlm.nih.gov/25220842/
https://pubmed.ncbi.nlm.nih.gov/25220842/
https://pubmed.ncbi.nlm.nih.gov/17440771/
https://pubmed.ncbi.nlm.nih.gov/17440771/


Medical Journal of Clinical Trials & Case Studies
9

Ibadi AK, et al. Gastrointestinal Cancer. Med J Clin Trials Case Stud 2023, 7(4): 000340. Copyright©  Ibadi AK, et al.

Surg 31(6): 1245-1250.

69. WCRF A (2007) Food, nutrition, physical activity, and 
the prevention of cancer: a global perspective. AICR, 
Washington DC.

70. Yuen MF, Hou JL, Chutaputti A (2009) Hepatocellular 
carcinoma in the Asia pacific region. J Gastroenterol 
Hepatol 24(3): 346-353.

71. Butt AS, Abbas Z, Jafri W (2012) Hepatocellular 
carcinoma in pakistan: where do we stand? Hepat Mon 
12(10 HCC).

72. Altekruse SF, McGlynn KA, Reichman ME (2009) 
Hepatocellular carcinoma incidence, mortality, and 
survival trends in the United States from 1975 to 2005. J 
Clin Oncol 27(9): 1485-1491.

73. Armstrong GL, Wasley A, Simard EP, McQuillan GM, 
Kuhnert WL, et al. (2006) The prevalence of hepatitis C 
virus infection in the United States, 1999 through 2002. 

Ann Intern Med 144(10): 705-714. 

74. Barazani Y, Hiatt JR, Tong MJ, Busuttil RW (2007) Chronic 
viral hepatitis and hepatocellular carcinoma. World J 
Surg 31(6): 1245-1250.

75. Raphael SW, Yangde Z, Yuxiang C (2012) Hepatocellular 
carcinoma: focus on different aspects of management. 
ISRN Oncol 2012: 421673.

76. Trevisani F, D’Intino PE, Caraceni P, Pizzo M, Stefanini GF, 
et al. (1995) Etiologic factors and clinical presentation of 
hepatocellular carcinoma. Differences between cirrhotic 
and noncirrhotic Italian patient. Cancer 75(9): 2220-
2232.

77. McDonald A, Dai C, Meng Q, Hageman L, Richman J, et 
al. (2023) Malignant Neoplasms of the Gastrointestinal 
Tract After Blood or Marrow Transplant. JAMA Oncol 
9(3): 376-385.

https://medwinpublishers.com/MJCCS/
https://pubmed.ncbi.nlm.nih.gov/17440771/
https://discovery.ucl.ac.uk/id/eprint/4841/1/4841.pdf
https://discovery.ucl.ac.uk/id/eprint/4841/1/4841.pdf
https://discovery.ucl.ac.uk/id/eprint/4841/1/4841.pdf
https://pubmed.ncbi.nlm.nih.gov/19220670/
https://pubmed.ncbi.nlm.nih.gov/19220670/
https://pubmed.ncbi.nlm.nih.gov/19220670/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3500772/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3500772/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3500772/
https://pubmed.ncbi.nlm.nih.gov/19224838/
https://pubmed.ncbi.nlm.nih.gov/19224838/
https://pubmed.ncbi.nlm.nih.gov/19224838/
https://pubmed.ncbi.nlm.nih.gov/19224838/
https://pubmed.ncbi.nlm.nih.gov/16702586/
https://pubmed.ncbi.nlm.nih.gov/16702586/
https://pubmed.ncbi.nlm.nih.gov/16702586/
https://pubmed.ncbi.nlm.nih.gov/16702586/
https://pubmed.ncbi.nlm.nih.gov/17440771/
https://pubmed.ncbi.nlm.nih.gov/17440771/
https://pubmed.ncbi.nlm.nih.gov/17440771/
https://pubmed.ncbi.nlm.nih.gov/22655206/
https://pubmed.ncbi.nlm.nih.gov/22655206/
https://pubmed.ncbi.nlm.nih.gov/22655206/
https://pubmed.ncbi.nlm.nih.gov/7536121/
https://pubmed.ncbi.nlm.nih.gov/7536121/
https://pubmed.ncbi.nlm.nih.gov/7536121/
https://pubmed.ncbi.nlm.nih.gov/7536121/
https://pubmed.ncbi.nlm.nih.gov/7536121/
https://pubmed.ncbi.nlm.nih.gov/36656600/
https://pubmed.ncbi.nlm.nih.gov/36656600/
https://pubmed.ncbi.nlm.nih.gov/36656600/
https://pubmed.ncbi.nlm.nih.gov/36656600/
https://creativecommons.org/licenses/by/4.0/

	_GoBack
	Abstract
	Introduction
	Oral Cancer
	Esophageal Carcinoma
	On Histological Grounds, Esophageal Carcinoma has Two Subtypes

	Risk Factors of Esophageal Carcinoma
	For Squamous Cell Carcinoma of the Esophagus
	For Adenocarcinoma of the Esophagus

	Gastric Carcinoma
	Diffused Type
	Intestinal Type
	Clinical Features of Gastric Carcinoma
	Colorectal Carcinoma
	Risk Factors of Colorectal Carcinoma
	Clinical Features of Colorectal Carcinoma
	Hepatic Carcinoma
	Risk Factors of Hepatocellular Carcinoma
	Clinical Features of Hepatic Carcinoma

	Conclusion
	References

