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ABSTRACT

Background: Alcoholic liver disease (ALD) continues to be a cause of disability and death throughout the world.
According to two recent studies from the United States, 50-67% of the adult population drinks alcohol. The objective
of the study was to study the upper gastrointestinal endoscopic abnormalities of patients with alcoholic Liver Disease.
Methods: We conducted an observational, cross-sectional study to study the upper gastrointestinal endoscopic
abnormalities in patients with alcoholic liver disease. A total of 97 patients, who satisfied the inclusion and exclusion
criteria have been enrolled into our study.

Results: On upper gastrointestinal endoscopy, 94.73% cirrhotic patients were found to have esophageal varices
(P<0.001), 23.68% cirrhotic patients were found to have esophagogastroduodenal PHG (P = 0.04) and 15.78 %
cirrhotic patients were found to have GAVE. None of the patients with USG findings of fatty liver / acute hepatitis
had the above endoscopic abnormalities.

Conclusions: Most significant clinical association’s esophageal varices and portal hypertensive gastropathy. Early
detection and management of the above conditions may be helpful in lowering the disease burden and its morbidity.
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INTRODUCTION portal fibrosis and extra-hepatic portal venous
obstruction. The earliest reports of alcohol as a

Alcoholic liver disease (ALD) continues to be a cause of
disability and death throughout the world. According to
two recent studies from the United States, 50-67% of the
adult population drinks alcohol.*? In recent years,
clinicians have drawn attention to the alarming epidemic
of alcohol-related liver disorders in India.

Two decades ago, it was estimated that a majority of
cases of chronic liver diseases (60%) and hepatocellular
carcinoma (80%) in India were due to hepatitis B virus.
Approximately 10-20% cases of portal hypertension were
attributed to non-cirrhotic causes, including non-cirrhotic

significant contributor to liver diseases in India emerged
from its metro cities. Even in early 1990s, alcohol has
been the cause of 60% cases with cirrhosis.
Simultaneously, there has been a steady decline in the
tropical entity of NCPF, with a recent symposium
characterizing it as a “vanishing” disease.

Upper GI endoscopy is the most commonly used method
to detect oesophageal varices. All patients with suspected
liver cirrhosis should be screened for oesophageal varices
by endoscopy. In patients with no varices detected on
initial endoscopy, endoscopy should be repeated in 2 to 3
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years. None of the various non-invasive methods of
determining which patients benefit from endoscopic
screening are accurate enough to recommend for routine
use in clinical practice.

Upper gastrointestinal haemorrhage is one of the more
important complications of cirrhosis and a major cause of
death in such patients. The main sites of bleeding are
oesophageal varices, gastritis, and peptic ulcers.?
Recently, characteristic lesions have been showed in the
gastric mucosa in portal hypertension (congestive
gastropathy).They observed variceal haemorrhage in
52.2% of cases; by gastro duodenal mucosal lesions in
13.8%; by gastric and duodenal ulcers in 13.8%;
undetermined origin in 14.8% (due to coexistence of two
or more lesions, without active bleeding).* Alcoholic
cirrhosis is by far the most common cause of bleeding
oesophageal varices (BEV) in the Western world.

Present study was conducted to study the upper
gastrointestinal endoscopic abnormalities (esophageal
varices, Gastric antral vascular ectasia- GAVE,
esophagogastroduodenal Portal hypertensive gastropathy
- PHG) of patients with A.L.D.

METHODS
Study site

The present study was conducted in patients admitted in
the medical wards of Ispat general hospital, Rourkela.

Time frame

Over a period of one year and six months from
01.01.2013 to 30.06.2014, data on patients admitted to
this hospital in the medical wards with suspected
alcoholic liver disease was collected.

Study population

Data on patients admitted to this hospital in the medical
wards with suspected alcoholic liver disease was
collected. Among them who gave consent for the study
and fulfilling all the inclusion criteria irrespective of sex
discrimination were included in my study population.
Approval from the ethical committee and written consent
from scientific committee were obtained for the study.
This is an observational cross sectional study.

Inclusion criteria

e Patients admitted with history of alcohol intake
greater than 60 gms per day if male and 20 gms per
day if female for > 10 years

e Physical signs suggestive of alcoholic liver disease-
hepatomegaly, jaundice, ascites, hepatic
encephalopathy, splenomegaly, with or without
peripheral stigmata of CLD (gynaecomastia, parotid

enlargement,
angiomas)

e Patients (or relatives-when patient is incapable)
giving consent before enrolment.

dupuytren’s  contracture,  spider

Exclusion criteria

e Patients of ALD not qualifying inclusion criteria.

e History of intake of hepatotoxic drugs (phenytoin,
warfarin, rifampicin, acetaminophen, nicotinicacid,
valproate, isoniazid, cotrimoxazole, sulfonamides,
disulfiram, ketoconazole, nitrofurantoin, allopurinol,
carbamazepine, hydralazine, oral contraceptive pills
and androgens, tricyclic antidepressantss,
chlorpromazine, flucloxacillin, amiodarone, methyl
dopa)

o Patients refusing to give consent for the study.

A proforma of detailed clinical history, risk factors,
physical examination, investigations is prepared. Clinical
history was taken from patient (preferred) or his
attendants/relatives in case patient incapable to give
history (altered sensorium etc.). All patients satisfying
inclusion criteria and not excluded by exclusion criteria
will be followed up till date of discharge with special
reference to their condition on the day of admission. A
complete physical examination was done to evaluate the
signs and symptoms of liver disease, presence of any
respiratory, cardiovascular or any associated disease.

Investigations performed

e  Upper gastrointestinal endoscopy
e Ultrasonography of abdomen

Procedure for investigations

Upper gastrointestinal endoscopy was done using video
endoscope (Olympus, GIF-V-70, Tokyo, Japan).

Ultrasound examination was done in the department of
radiology, by using 6-12 MHz linear array transducer
with HDI 5000 Sono, ATL, USA, Ultrasound system.

Statistical methods

Descriptive and inferential statistical analysis has been
carried out in the present study. Results on continuous
measurements are presented on MeantSD (Min-Max)
and results on categorical measurements are presented in
number (%). Significance is assessed at 5 % level of
significance. The following assumptions on data are
made.

Assumptions

o Dependent variables should be normally distributed
e Samples drawn from the population should be
random; cases of the samples should be independent.
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Chi-square and Fisher exact test has been used to find the
significance of study parameters on categorical scale
between two or more sets of variables. The results were
taken to be statistically significant if P value <0.05 and
strongly significant if P value <0.01.

RESULTS

Table 1: Age distribution of patients studied
according to gender.

Age in Gender

years Female Male
31-40 1(9.1%) 9 (10.5%)
41-50 2 (18.2%) 21 (24.4%)
51-60 6 (54.5%) 41 (47.7%)

Total

10 (10.3%)
23 (23.7%)
47 (48.5%)

61-70 1(9.1%) 14 (16.3%) 15 (15.5%)
>70 1(9.1%) 1 (1.2%) 2 (2.1%)
Total 11 (100%) 86 (100%) 97 (100%)

The patients in this study varied between the age groups
of 30-80 years. The meantSD of age was 52.81+9.56
years. Most of the patients (48.5%) enrolled belong to the
age group of 51-60 years which falls in the age range of
the disease. In our study, 86 (88.7%) were males and 11
(11.3%) were females.

Table 2: Esophageal varices in patients studied
according to gender.

Esophageal Gender
Varices Female

Total

Male

Negative 1(9.1%) 24 (27.9%) Negative
Positive 10 (90.9%) 62 (72.1%) Positive
Total 11 (100%) 86 (100%)

P =0.279, Not significant; Fisher exact test.

Esophageal varices were present in 62 male patients
(72.1%) and 10 female patients (90.9%) and 72 (74.2%)
of the total study population. None of the patients with
USG findings of fatty liver/acute hepatitis had esophageal
varices upon endoscopy. 72 patients (94.73 %) patients
with USG findings of liver cirrhosis had esophageal
varices upon endoscopy.

Table 3: Esophageal varices studied with respect to
USG findings.

Acute

Liver

hepatitis  cirrhosis
Esqphageal 0 0 72
varices
No _esophageal 6 15 4
varices

The p-value for the chi-square test for this table is < 0.001**
(value of the statistic is 77.1916 on 2 degrees of freedom).

Table 4: GAVE findings in patients studied according

to gender.
Gender
CAVE Female Male L |
Negative 10 (90.9%) 75 (87.2%) Negative
Positive 1 (9.1%) 11 (12.8%) Positive
Total 11 (100%) 86 (100%)  Total

P>0.999; Not significant; Fisher exact test

GAVE was present in 11 male patients (12.8%) and 1
female patient (9.1%) and 12 (12.4%) of the total study
population. None of the patients with USG findings of
fatty liver/acute hepatitis had GAVE upon endoscopy. 12
patients (15.78 %) with USG findings of liver cirrhosis
had gastric antral vascular ectasia (GAVE) upon
endoscopy.

Table 5: GAVE studied with respect to USG findings.

Fatty liver Acute__ I__iver :

_ hepatitis  cirrhosis
GAVE 0 0 12
NoGAVE 6 15 64

The p-value for the chi-square test for this second table is
0.1508 (value of the statistic is 3.7839 on 2 degrees of freedom.
degrees of freedom).

Table 6: Esophagogastroduodenal PHG in patients
studied according to gender.

Esophago- Gender

gastroduodenal

PHG

Total ‘

Female Male

Negative 8 (72.7%) 71 (82.6%) Negative
Positive 3 (27.3%) 15 (17.4%) Positive
Total 11 (100%) 86 (100%) Total
P=0.423; Not significant; Fisher exact test.

Esophagegastroduodenal PHG was present in 15 male
patients (17.4%) and 3 female patients (27.3%) and 18
(18.6%) of the total study population. None of the
patients with USG findings of fatty liver/acute hepatitis
had esophagogastroduodenal PHG upon endoscopy. 18
patients (23.68%) with USG findings of liver cirrhosis
had  esophagogastroduodenal  portal  hypertensive
gastropathy (PHG) upon endoscopy.

Table 7: Esophagogastroduodenal PHG studied with
respect to USG findings.

" Endoscopic  USG findings

findings Fatty liver  Fatty liver  Fatty liver
PHG 0 0 0
No PHG 6 6 6

The p-value for the chi-square test for this third table is
0.0472** (value of the statistic is 6.1069 on 2 degrees of
freedom).

International Journal of Advances in Medicine | October-December 2016 | Vol 3 | Issue 4  Page 935



Yalamanchi RP et al. Int J Adv Med. 2016 Nov;3(4):933-937

DISCUSSION

Patients in this study were mostly in the 6" decade
(48.5%) and the mean age of presentation was 52.81
years. In another study from India the mean age of
presentation was 46.97 years® The late age of
presentation could possibly be related to lack of
awareness and education regarding alcohol abuse and
alcoholic liver disease in this part of the country. In this
study, 86 (88.7%) were males and 11 (11.3%) were
females. This is in contrast to many western reports. It
has been shown in a number of studies that females are
more susceptible to alcoholic liver damage, as alcoholic
liver injury is seen in females at lower alcohol
consumption. However a similar lack of female patients
was reported in a study from Punjab.’

This could possibly be related to social and cultural
background leading to hesitation on part of the alcoholic
females in seeking medical help. The average alcohol
intake in this study was 69.4 gms of pure alcohol. In one
study the average reported daily alcohol intake was 131
gms.® This could possibly be due to yet unknown genetic
variations in the population of this region which might be
leading to liver damage at lower amounts of average
daily alcohol intake.

Also, males had a higher average daily intake of alcohol
than females (P<0.001). Similar observations were made
previously in another study.’

In this study, on upper gastrointestinal endoscopy, 94.73
% cirrhotic patients were found to have esophageal
varices (p<0.001), 23.68% cirrhotic patients were found
to have esophagogastroduodenal PHG (p< 0.04) and
15.78 % cirrhotic patients were found to have GAVE.

In a previous study it was mentioned that esophageal
varices are present in approximately 40% of patients with
cirrhosis and as many as 60% patients with cirrhosis and
ascites.’® In another study it was mentioned that
esophageal varices are the most significant complication
of portal hypertension, which may be associated with
20% to 80% of cirrhotic patients.™

The prevalence of PHG in patients with portal
hypertension has been reported to vary between 20% and
809%.%%*® The prevalence of GAVE in cirrhotics this study
(15.78%) is higher when compared to previous studies in
which they have observed that the prevalence of GAVE
in cirrhosis is very low. In a recent study performed in
patients awaiting liver transplantation, GAVE was
observed in only 8/345 (2%) of the patients. **

The absence of life-threatening endoscopic abnormalities
in patients in the early stages of A.L.D (fatty liver and
acute alcoholic hepatitis) explains the higher morbidity
and mortality in patients who have developed liver
cirrhosis and complications of portal hypertension.

CONCLUSION

Alcoholic liver disease is a cause of significant morbidity
in the present study. A. L. D patients in this study were
found to have a variety of abnormalities. Most significant
clinical association’s esophageal varices and portal
hypertensive  gastropathy.  Early  detection and
management of the above conditions may be helpful in
lowering the disease burden and its morbidity.
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