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Abstract  

Introduction: Acute UGI bleed is defined as bleed 

occurring proximally to ligament of trietz common 

emergency presentation accounting for mortality rate of 

10%. Worldwide, peptic ulcer disease is the commonest 

cause. Variceal bleeding has 30% in-Hospital mortality 

and 60% mortality in the 1st year.  

Material and Methods: 2-year prospective observational 

study was performed on 201 patients presenting with 

hemetemesis. Out of 201 patients, 125 (62.4%) patients 

were having varices and 76 (37.6%) had no varices. The 

patients with non-variceal bleed were excluded. Detailed 

history, examination and laboratory tests were performed. 

Appropriate statistical analysis on the data was performed. 

Results: Mean age of the variceal population was 

44.9years. Alcoholic cirrhosis (38%) was the commonest 

cause in variceal. Patients at presentation having 

tachycardia and hypotension had significantly increased 

risk of mortality both in variceal. Patients requiring 

endoscopic intervention had significantly increased 

mortality.  

Conclusion: We found variceal bleed to be the 

commonest cause of hemetemesis. Mean age of the 

vaiceal bleed patients was 5th decade. We observed 

alcoholic cirrhosis as the commonest cause of variceal 

bleed and alcohols of cirrhosis. Tachycardia and 

hypotension on presentation and those requiring 

endoscopic intervention have poor prognosis.  

Keywords: Variceal bleed, Mortality 

Introduction 

Upper gastrointestinal bleed (UGIB) is defined as the 

bleed occurring proximally to ligament of trietz.[1,2]Acute 

UGIB is a common medical emergency with a mortality 

rate of around 10%.[3] A study in united kingdom 

estimated the incidence rate of around 50-150 per 100,000 

population. UGIB can present as hemetemesis or melena. 

Hemetemesis is defined as vomitus containing blood 

while melena is used as the term for the black tarry stools, 

formed by degradation of the hemoglobin to hematin by 

the intestinal bacteria. Melena requires > 60 ml of blood 

leaked proximally to ligament of trietz and requires more 

than 8 hrs of intestinal transit time.[4]  In 80% of patients 

UGI bleed is self limited without specific therapy.[1] The 

mortality rises to 30-40% in the remaining 20% of the 

patients who continue to bleed.  

http://ijmsir.com/
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Worldwide, peptic ulcer disease is the commonest cause 

accounting for nearly 50-70% of the cases of UGI bleed, 

followed by esophageal varices (6-39%), Mallory weiss 

(2-8%) and drug induced (mostly NSAID). Other causes 

include neoplasm, gastroduodenal erosions and 

arteriovenous malformations.[5] Variceal bleeding has 

30% in hospital mortality and 60% 1 year mortality.[6] 

Material and Methods 

This is a hospital based, prospective observational study 

done in all patients presenting to emergency with acute 

UGIB during April 2016 to March 2018. Since the study 

was an observational study to collect the existing data, no 

attempt was made to make changes in the existing method 

of managing these patients and an attempt was made to 

collect all the available data prospectively. Patients were 

resuscitated initially followed by history regarding the 

complaints of the patient were recorded. Clinical 

examination was done to look for pallor, icterus, pedal 

edema, splenomegaly, ascites and signs for liver failure. 

Ryle’s tube was inserted and rectal examination was done 

to look for melena. Relevant blood investigations were 

done. Viral markers were done in cirrhotic patients. 

Special tests like contrast echo, urinary 24 hour sodium, 

urinary 24 hour protein were also performed. Radiological 

investigations like ultrasound (USG), chest x-ray and 

computed tomography (CT) abdomen were done 

whenever necessary. 

In all patients, associated comorbidities were also 

recorded. Patients diagnosed having variceal bleeding 

received vasopressors like octreotide or terlipressin and 

antibiotics were started. Blood and blood products were 

transfused whenever necessary. Upper gastrointestinal 

(UGI) Endoscopy was done using video scope (Olympus, 

GIF Type Q 150, Tokyo, Japan). Endoscopic variceal 

ligation or sclerotherapy was done in patients having 

variceal bleeding. Glue therapy was done in patients with 

bleeding gastric varices. Patients with recurrent bleeding, 

not responding to endoscopic treatment was considered 

for TIPS or shunt surgery. Any morbidity or mortality 

occurring in the patients was also recorded. 

Patients having cirrhosis with history of alcohol intake of 

80 gm/day for more than 5 yrs was taken as alcoholic 

cirrhosis. Patients having esophageal varices with altered 

echo texture of liver on ultrasound were considered as 

cirrhotics. If ultrasound showed portal cavernoma 

formation or portal vein thrombosis in the absence of 

altered echo texture of liver was considered as extra 

hepatic portal vein obstruction (EHPVO). If patients had 

periportal echoes with normal liver echo texture, diagnosis 

of non-cirrhotic portal vein thrombosis (NCPF) was made. 

Complications occurring as a result of bleed or surgery 

were considered as morbidity. 

Study Analysis 

Univariate analysis for the associations between clinical 

parameters and the morbidity and mortality of UGIB was 

carried out using the χ2 test or Fisher’s exact test for 

categorical variables. Continuous variables were 

compared using Student `t` test. A p value < 0.05 was 

considered statistically significant. Multivariate Analysis 

with Logistic regression to identify independent 

parameters was performed and is presented with odds 

ratio and 95% confidence interval. Statistical analysis was 

done using SPSS version 17.0. 

Results 

Study included 201 patients presenting with hemetemesis 

out of which 125 patients were patients having varices and 

76 were found to have no varices. Non-variceal bleed 

patients were excluded from the study. 

The mean age of the variceal bleed patients was 44.9 

years. Males constituted about 68.8% and females about 
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31.2% of this study. History of alcohol intake was present 

in 32.8% patients and NSAID intake in 1 patient. Diabetes 

was present in 12.8% patients, 6.4% patients had 

hypertension and 1 patient had history of asthma. History 

of jaundice was present in 24% patients and history of 

melena was present in 67.2% patients.  

104 (83.2%) patients have underlying cirrhosis while 21 

(16.8%) had extra hepatic portal vein thrombosis. Out of 

104 cirrhotic patients, 5.7% patients belonged to CHILD 

A, 65.5% to CHILD B and 28.9% to CHILD C patients. 

Ascites was present in 60 patients of which, 40% had 

gross ascites, 33.3% had mild ascites, 20% patients have 

moderate ascites and 6.7% patients have minimal ascites 

while 44 cirrhotic patients had no ascites. SBP was found 

in 18.3% patients out of the 60 patients having ascites. 

Splenomegaly was observed to be present in 36.8% 

patients. (TABLE 1) 

On endoscopy, esophageal varices are present in 98.4% 

patients while 2 patients didn’t had esophageal varices. 

Out of 123 patients having ascites, 12.2% had grade 1, 

17.1% had grade 2, 69.1% had grade 3 and 1.6% had 

grade 4 varices. Gastric varices were present in 14.4% 

patients out of whom 27.8% had GOV1F1, 5.6% had 

GOV1F2, 38.9% had GOV2F1 and 22.2% had GOV2F2. 

Hemorrhagic gastritis, gastric ulcer and duodenal ulcer 

was present in 4%each of these patients. 2 patients had 

Forrest class 2 and 3 patients had Forrest class 3, those 

having duodenal ulcer. GAVE (gastric antral vascular 

ectasia) was present in 2.4% patients. PHG (Portal 

hypertensive gastropathy) was present in 94 patients out 

of which 55.3% had mild and 44.7% had severe. 48% 

patients required blood transfusion. Tachycardia 

developed in 47.2% patients and 17.6% patients had 

hypotension. Of patients having varices, EVL was done in 

66.4% cases, sclerotherapy in 2.4% and glue in 4% while 

no intervention was required in 27.2% cases. (TABLE 2) 

Alcohol was found to be the commonest cause of 

cirrhosis. Etiological diagnosis of varices in cirrhotics 

were alcohol in 30.4%, Hepatitis B in 19.2%, NCPF in 

15.2%, NASH in 10.4%, Hepatitis C in 7.2%, 

autoimmune in 5.6%, Wilson in 2.4% and BCS in 1 

patient while non-cirrhotics (EHPVO) accounted 

for16.8% patients.(TABLE 3) 

Of the 104 cirrhotic patients,33.7% patients developed 

hepatic hydrothorax, HRS in 1 patient and HPS developed 

in 1 patient. Rebleeding was observed in 14.4% patients 

within 3 months. HCC was diagnosed in 6.4% of 125 

variceal bleed patients. (TABLE 4) 

Various mortality factors were observed and analysed in 

patients having varices. Alcohol intake didn’t significantly 

increased during hospitalization as compared to non-

alcoholics (p=0.47). Patients having cirrhosis have twice 

the likelihood of mortality as compared to non-cirrhotics 

but was insignificant (p=0.19). Patients having CHILD C 

score had significantly higher mortality as compared to 

CHILD A (p=0.024). Patients having ascites as compared 

to those with no ascites and patients having gross ascites 

had significantly higher mortality than those having mild 

ascites (p=0.001 and p=<0.001, respectively). Patients 

having PHG was not found to significantly increase 

mortality as compared to those not developing PHG 

(p=0.41).Patients requiring blood transfusion had 

significantly increased mortality and the mortality was 

found to increase with increase in number of transfusions 

(p=<0.0001). Diabetes or hypertension were not found to 

increase mortality (p=0.32). Patients those presented with 

rebleed within 3 months had significantly higher rate of 

death as compared to those who don’t bleed (p=0.001). 

Patients at presentation developing tachycardia and 
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hypotension had significantly increased risk of mortality 

as compared to those who don’t (p=0.002 and p=0.012 

respectively). (TABLE 5) 

Table 1: Various clinical parameters 

MEAN AGE 44.9 years 

GENDER No of patients (%age) 

Male 86 (68.8%) 

Female 39 (31.2%) 

JAUNDICE 30 (24%) 

MELENA 84 (67.2%) 

CIRRHOSIS 104 (83.2%) 

Child A 6 (5.7%) 

Child B 68 (65.5%) 

Child C 30 (28.9%) 

ASCITES 60 (48%) 

Mild 20 (33.3%) 

Moderate 12 (20%) 

Gross 24 (40%) 

Minimal 4 (6.7%) 

Nil 44 (42.5%) 

SBP 11 (18.3%) 

SPLENOMEGALY 46 (36.8%) 

BLOOD TRANSFUSION 

REQUIRED 

60 (48%) 

TACHYCARDIA 59 (47.2%) 

HYPOTENSION 22 (17.6%) 

INTERVENTION 91 (72.8%) 

EVL 83 (91.2%) 

SCLEROTHERAPY 3 (3.3%) 

GLUE 5 (5.5%) 

NO INTERVENTION 34 (27.2%) 

Table 2: Endoscopic findings in variceal bleed patients 

ENDOSCOPY FINDINGS No.    (%age) 

GASTRITIS 5 4% 

GASTRIC ULCER 5 4% 

DUODENAL ULCER 5 4% 

GAVE 3 2.4% 

ESOPHAGEAL VARICES 123 98.4% 

GRADE 1 15 21.2% 

GRADE 2 21 17.1% 

GRADE 3 85 69.1% 

GRADE 4 2 1.6% 

GASTRIC VARICES 18 14.4% 

GOV1F1 5 27.8% 

GOV1F2 1 5.6% 

GOV2F1 7 38.9% 

GOV2F2 4 22.2% 

PHG 94 75.2% 

MILD 52 55.3% 

SEVERE 42 44.7% 

PORTAL HYPERTENSIVE 

DUODENOPATHY 
7 4.8% 

Table 3: Etiological diagnosis 

DIAGNOSIS No. %age 

ALCOHOLIC CIRRHOSIS 38 30.4% 

HBV RELATED CIRRHOSIS 24 19.2% 

NCPF 19 15.2% 

NASH RELATED CIRRHOSIS 13 10.4% 

HCV RELATED CIRRHOSIS 9 7.2% 

AUTOIMMUNE RELATED 

CIRRHOSIS 
7 5.6% 

WILSON RELATED 

CIRRHOSIS 
3 2.4% 

BUDD CHIARI SYNDROME 

RELATED CIRRHOSIS 
1 0.8% 

EHPVO 11 8.8% 

Total 125 100% 
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Table 4: Complications developing in cirrhotic 

patients 

COMPLICATIONS No. %age 

HEPATORENAL 

SYNDROME 
1 0.96 

HEPATOPULMONARY 

SYNDROME 
1 0.96 

HEPATIC HYDROTHORAX 35 33.7 

REBLEED 18 14.4 

HEPATOCELLULAR 

CARCINOMA 
8 6.4 

Table 5: Various clinical parameters affecting 

mortality  

Parameters Mortality P 

Value 

 

Parameter 

Present 

Parameter 

Absent 

ALCOHOLIC 6/38 11/87 0.47 

CIRRHOSIS 16/17 1/87 0.19 

CHILD SCORE  0.024 

A OR B 7/74 

C 10/30 

ASCITES 15/60 2/44 0.001 

PHG 12/94 5/31 0.41 

REQUIRED 

BLOOD 

TRANSFUSION 

17/60 0/65 <0.0001 

DIABETES 4/16 13/109 0.32 

HYPERTENSION 3/11 14/114 0.3 

REBLEED 14/18 3/107 0.001 

TACHYCARDIA 12/59 5/66 0.002 

HYPOTENSION 11/22 6/103 0.012 

Discussion 

We studied 201 cases of UGIB presenting as hemetemesis 

out of which 125 cases are of variceal bleed. We observed 

that the most common cause of UGIB is esophageal 

varices accounting for 61.2% cases, a finding supported 

by recent studies by Dewan et al[7] Jaka et al[8] Suba et al[9] 

Sarwar et al [10] and Shrestha et al.[11] The explanation is 

due to fall in the incidence of non variceal bleed due to 

overuse of proton pump inhibitors in the society with 

relative increase in variceal bleed. Some studies have 

reported that non-variceal bleed (peptic ulcer disease) is 

the most common cause of UGIB.[12,13] 

The mean age in our study was found to be 44.9 years 

which corresponds to the study done by Jain J et on UGIB 

patients and observed the mean age to be 46.2 years.[14] A 

study done by Schiller et al observed  mean age to be 

much higher i.e. 6th decade.[15]We observed that the rate of 

alcohol intake in patients with variceal bleeding was 30% 

which was much higher than 1.6% in the general 

populations observed by Deshmukh et al in age >18 

years.[16] A study by Komori et al on gastric varices found 

alcohol as a cause in 47.6% of the patients.[17] Male were 

found to be twice more commonly present with variceal 

bleeding as compared to females, a finding also observed 

by Dewan et al and Komori et al.[7,17] 

We observed that the most common type of gastric varices 

is on the greater curvature (60%) which is in contrast to 

the study done by Sarin et al.[18] We observed that the 

most common cause of cirrhosis was alcohol (30%) while 

a study on gastric varices done by Komori et al observed 

that Hepatitis C was the most common cause of cirrhosis 

constituting about 43% cases.[17] We observed that the 

most common stage of cirrhosis was CHILD class B as 

was observed in the study done by Komori et al.[17] 

We developed  shock in 17.8% patients, a finding also 

seen in study done by Dewan et al who observed shock in 

21.7% UGIB patients.[7] Rebleeding was found to be in 

15% cases in our study which was slightly lesser than 
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23.8% observed by Komori et al.[17] The mortality rate in 

our study was found to be 13.6% while a the study done 

by Dewan et al observed mortality rate of 4.2%.[7] This 

higher death rate may be due to only variceal bleed 

patients in our study which have higher mortality rate than 

the non-variceal bleeding patients. 

We observed that the cirrhotic patients having higher 

CHILD score had higher mortality. We observed that the 

cirrhotic patients having ascents had higher mortality than 

non-ascitic cirrhosis. These finding is because the 

decompensated cirrhosis had higher mortality than non-

decompensated cirrhosis. Shock, requirement of blood 

transfusion and rebleed were found to be independent 

markers of mortality in our study. 

We recognize the limitations of the present study. The 

mostimportant of them being that sample size though 

adequate for detection of endoscopic lesions was 

inadequate for the subgroup analysis. The present study 

was a single center study and hence not reflects the whole 

population. The end‑point of the study was endoscopic 

diagnosis and the patients were not followed 

subsequently.  

Conclusion 

We found variceal bleed to be the commonest cause of 

hemetemesis. Mean age of the patients due to variceal 

bleed was 5th decade. We observed alcohol as the 

commonest cause of cirrhosis while alcoholic cirrhosis as 

of variceal bleeding. Shock, requirement of blood 

transfusion and rebleed were found to be independent 

markers of mortality in our study. 

References 

1. Fallah MA, Prakash C, Edmundowicz S. Acute 

gastrointestinal bleeding. Med Clin North Am. 2000; 

84(5):1183–208. 

2. Laine L. Acute and chronic gastrointestinal bleeding. 

In: Sleisenger MH, Fordtran JS, Scharschmidt BF, 

eds. Sleisenger and Fordtran's Gastrointestinal and 

Liver Disease. 9th ed. Philadelphia, Pa: WB Saunders. 

2000:205-10. 

3.  Yavorski RT, Wong R K, Maydonovitch C et al. 

Analysis of 3,294 cases of upper astrointestinal 

bleeding in military medical facilities. Am J 

Gastroenterol. 1995; 90:568–73. 

4. Rockall TA, Logan RFA, Devlin HB, Northfield TC. 

Incidence of and mortality from acute upper 

gastrointestinal hemorrhage in the United Kingdom. 

Steering Committee and members of the National 

Audit of Acute Upper Gastrointestinal Haemorrhage. 

BMJ. 1995;311:222–6. 

5. Strate LL. Lower GI bleeding: epidemiology and 

diagnosis. Gastroenterol Clin North Am. 

2005;34:643-64.  

6. Sharara AI, Rockey DC. Gastroesophageal variceal 

hemorrhage. N Engl J Med. 2001; 345: 669-81.  

7. Dewan KR, Patowary BS, Bhattarai S. A study of 

clinical and endoscopicprofile of acute upper, 

gastrointestinal bleeding. Kathmandu Univ Med J 

(KUMJ) 2014;12:21‑5. 

8. Jaka H, Koy M, Liwa A, Kabangila R, Mirambo M, 

Scheppach W, et al. A fibreoptic endoscopic study of 

upper gastrointestinal bleeding at Bugando Medical 

Centre in Northwestern Tanzania: A 

retrospectivereview of 240 cases. BMC Res Notes 

2012;5:200. 

9. Suba M, Ayana SM, Mtabho CM, Kibiki GS. The 

aetiology, managementand clinical outcome of upper 

gastrointestinal bleeding among patientsadmitted at 

the Kilimanjaro Christian Medical Centre in 

Moshi,Tanzania. Tanzan J Health Res 2010;12:302‑5. 



 Shinu Singla, et al. International Journal of Medical Sciences and Innovative Research (IJMSIR) 

 

 
© 2019 IJMSIR, All Rights Reserved 
 
                                

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

Pa
ge

21
1 

  

10. Sarwar S, Dilshad A, Khan AA, Alam A, Butt AK, 

Tariq S, et al.Predictive value of rockall score for 

rebleeding and mortality in patientswith variceal 

bleeding. J Coll Physicians Surg Pak 2007;17:253‑6. 

11. Shrestha UK, Sapkota S. Etiology and adverse 

outcome predictors ofupper gastrointestinal bleeding 

in 589 patients in Nepal. Dig Dis Sci2014;59:814‑22. 

12. Singh SP, Panigrahi MK. Spectrum of upper 

gastrointestinal hemorrhagein coastal Odisha. Trop 

Gastroenterol 2013;34:14‑7. 

13. Gurung RB, Joshi G, Gautam N, Pant P, Pokhrel B, 

Koju R, et al. Uppergastro‑intestinal bleeding: 

Aetiology and demographic profile based 

onendoscopic examination at Dhulikhel hospital, 

Kathmandu UniversityHospital. Kathmandu Univ 

Med J (KUMJ) 2010;8:208‑11. 

14. Jain J, Rawool A et al. Clinical and endoscopic profile 

of the patients with upper gastrointestinal bleeding in 

central rural India: A hospital based cross sectional 

study. Mahatma Gandhi Inst Med Sci 2018;23:13-8. 

15. Schiller KF, Truelove SC, Williams DG. 

Haematemesis and melaena,with special reference to 

factors influencing the outcome. Br Med 

J1970;2:7‑14. 

16. Deshmukh PR, Gupta SS, Bharambe MS, Maliye C, 

Kaur S, Garg BS.Prevalence of Hypertension, Its 

Correlates and Levels of Awareness inRural Wardha, 

Central India; 2005. 

17. Komori K, Kubokawa M, Ihara E, Akahoshi K, 

Nakamura K,Motomura K, Masumoto A. Prognostic 

factors associated withmortality in patients with 

gastric fundal variceal bleeding. WorldJ 

Gastroenterol 2017; 23(3): 496-504. 

18. Sarin SK, Lahoti D, Saxena SP, Murthy NS, 

Makwana UK.Prevalence, classification and natural 

history of gastric varices:a long-term follow-up study 

in 568 portal hypertension patients.Hepatology 1992; 

16: 1343-1349. 

 

 

 


