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 EDITORIAL

Rohingyas are the most persecuted communities in

the world. Since August 25, Myanmar has sharply

escalated its systematic assault against a Muslim

minority people called the Rohingya, in a ravaging

campaign of murder and rape which the top United

Nations human rights official considers a “textbook

example of ethnic cleansing1. Over 200 villages have

been burned and destroyed. Acts of brutality, namely

killings, disappearances, torture, and sexual violence

is done Myanmar army. Myanmar discriminated

Rohingyas on the basis of name, different look and

religion.

Despite the fact they’ve lived in Myanmar for

generations but the government denies citizenship

to the downtrodden Rohingya and scornfully calls

them “Bengalis”. Myanmar’s Buddhist majority

despising them as terrorists or illegal immigrants from

Bangladesh.

The idea of disaster is usually associated with human

suffering caused by natural events: tsunamis,

hurricanes, earthquakes, ûoods. However, human-

created disasters stemming from war, the conduct of

repressive regimes, the use of sanctions, and

economic and social policies represent an equally

important dimension of disaster. These practices have

political goals and produce a range of negative social

and economic conditions beyond their stated aims.

They cause human suffering, especially among

vulnerable groups, disproportionately women,

children, older people and poor people1. The UN

Secretary-General reports shortages of food, potable

water, shelter, and access to medical care for these

new arrivals. 2,3,4,5

Since 25th August 2017, total forcibly displaced

Myanmar national to Bangladesh is 622000. 40% of

the total remain in 3 settlements Balukhali, Leda

&Kutupalong makeshift settlements. Identified

vulnerable people are 10.6% of population. Among

them, pregnant mothers 3%, lactating mothers 7%,

disabled persons 0.4%, unaccompanied and separated

children 0.2% and elderly 4% of population. Disease

profile among the displaced Myanmar nationals

(Rohingya) are diarrhea 21254(38.6%), respiratory tract

infection 3064 (5.6%), cough and cold/ no pneumonia

15579 (28.3%),skin disease 7921 (14.4%),injury 1369

(2.5%), abscess 1105 (2%),eye infection 2813

(5.1%),severe acute malnutrition 701 (1.3%),moderate

ROHINGYA CRISIS IN BANGLADESH-THE EFFECT OF

ETHNIC CLEANSING IN MYANMAR

acute malnutrition 1255 (2.3%)2. Besides these, STD

265, unexplained fever 112598, neurological disorder

218, malaria test positive 13752, measles 611 cases

were identified. A total of 804 suspected diphtheria

cases including 15 deaths were reported among the

displaced Rohingya population in Cox’s Bazar6

Government also started vaccination among the

vulnerable group like MR, OPV, Vitamin A capsule,

Cholera vaccine. 237,500 children immunized against

measles and rubella. 900,000 doses of OCV

administered in two rounds. 650,000 affected people

vaccinated against cholera6.

Huge logistic and manpower is required to provide

health service to the diseased Rohingya. Total 147

static health center (Government: 25, Army:10 and

Non-Government: 112) is established. Total number

of physicians and supportive staffs are 107 and 574

respectively. Total member of vaccination team is 231

and field ambulance number is 21. Sanitation and

safe drinking water is always a problem in disaster

situation. 450,000 people provided with access to safe

drinking water; culturally appropriate latrines; and

key messages on hygiene6.

Disaster brings multiple types of stressors in disaster

victims like bereavement, property loss and threat of

life. Psychological problems mostly encountered are

post-traumatic stress disorder,generalized anxiety

disorder, night terror, phobic disorder, depression,

bipolar mood disorder and psychosis.

The UN Security Council has responsibility to address

both the massive humanitarian crisis underway in

the region, and to determine if genocidal acts should

be investigated. A full investigation into crimes

against humanity and accountability for those crimes

is deemed necessary. Impunity for mass killings

cannot be allowed in this era.

Prof. QT Islam1, Dr. Md.Robed Amin2,
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PATTERN OF PRECIPITATING CAUSES OF DIABETIC

KETOACIDOSIS IN A TERTIARY CARE HOSPITAL OF

BANGLADESH
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Abstract

Background: Diabetic ketoacidosis (DKA) is an established presenting feature of type 1 diabetes

mellitus, but infection and non-compliance to anti-diabetic treatment remain the major precipitating

causes of DKA among diagnosed diabetic patients. This study was designed to evaluate the

precipitating causes of DKA occurring among adult patients.

Methods: This cross-sectional study was done in Bangladesh Institute of Research and

Rehabilitation in Diabetes, Endocrine and Metabolic Disorders (BIRDEM) General Hospital, Dhaka,

Bangladesh from 2008 to 2011. Diagnosed adult DKA cases were consecutively and purposively

included in this study.  Patients were evaluated clinically and by laboratory tests aiming at

identification of precipitating causes along with management.

Results: Total patients were 200 with slight female (56%) predominance. Mean age of the study

subjects was 37.6±7.5 years. Incidence of DKA was more in known diabetic patients (71%), more

among rural population (53%) and low income group (76.5%). Infection (45.5%) was the commonest

precipitating cause followed by non-adherence to anti-diabetic therapy (31%). Acute pancreatitis

(5%), acute myocardial infarction (2%), stroke (1%) and surgery (1.5%) were less common causes and

etiology could not be identified in 14% cases. Severe acidosis (pH < 7) was less common (8.5%).

Neutrophil leukocytosis was present in 87% cases. Mortality was 6.5%.

Conclusion: Over two-thirds of DKA cases were precipitated by infection and non-compliance to

anti-diabetic treatment in this study. In a significant number of cases, no cause could be identified.

Acute pancreatitis appeared as an important cause of DKA in this study.

Key words: aetiology, diabetic ketoacidosis, precipitating causes.
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Introduction

Diabetic ketoacidosis (DKA) is one themost common

and serious hyperglycemic emergencies among

patients with diabetes mellitus (DM). Most of the

type 1 diabetic patients first present with DKA1, but

DKA commonly complicate previously diagnosed

diabetic patients of any type,especially if they get

Received: 05 June 2017 Accepted:  28 November 2017

DOI:  http://dx.doi.org/10.3329/bjmed.v29i1.35401

infection or become non-compliant to insulin

treatment.2-4 In a significant number of cases no

cause might be identified.4 Tissue necrosis like

stroke, acute myocardial infarction and acute

pancreatitis may precipitate DKA.4,5Treatment of DKA

is aimed to correct dehydration, hyperglycemia,

electrolyte imbalance and infection, if present.
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Outcome depends on rapidity of diagnosis

andinitiation of appropriate treatment, severity of the

disease, age of the patient, identification of

precipitating factor and its treatment, presence of

co-morbidities and organ dysfunction.6-8This study

was designed to evaluate the precipitating causes of

DKA among adult patients in a tertiary carehospital

of Bangladesh.

Methods

This cross-sectional study was done in the

Department of Internal Medicine, Department of

Endocrinology and Department of Critical Care

Medicineof Bangladesh Institute of Research and

Rehabilitation in Diabetes, Endocrine and Metabolic

Disorders (BIRDEM) General Hospital, Dhaka,

Bangladesh from 2008 to 2011. Hospitalized adult

patients (e”18 years) with a clinical diagnosis of DKA

primarily constituted the study population. Diagnosis

of DKA and classification was done by using American

Diabetic Association (ADA) criteria9; mild DKA: an

arterial pH of 7.25-7.30, moderate DKA: arterial pH

7.0-7.24 and severe DKA: arterial pH <7.0. Patients

with ketonuria and high blood glucose with normal

arterial pH were excluded from the study. Patients

were evaluated clinically and common investigations

including random blood glucose, glycated haemoglobin

(HbA1c) (HbA1c <7% indicates good glycaemic control

and HbA1c 7% or more indicates poor glycaemic

control), urine for ketone body, arterial blood gas

analysis, complete blood count, serum electrolytes,

urea, creatinine, urine routine and microscopic

examinations were done for all patients. Culture of

appropriate samples and imaging were done as guided

by clinical presentation, physical examination

findings and reports of initial and routine

investigations. All the data including socio-

demographic characteristics (including monthly

income; low income group <6000 taka, lower-middle

6000-<10,000 taka, middle 10,000-30,000 taka and high

>30000 taka), clinical presentations, physical

findings, laboratory parameters, treatment and

outcome were recorded in semi-structured case

record forms. Data were analyzed by statistical

package for social sciences (SPSS) version 12.0 and

results were presented in tables.

Results

Total number of patients was 200 including 88 males.

DKA occurred mostly in diagnosed diabetic patients

(142, 71%) than in new cases (58, 29%). Base-line

characteristics of the study participants are presented

in Table I.

Table I

Base-line characteristics of the study population

(N=200)

Characteristics Results

Mean age (years) 37.6±7.5

Male: Female 1:1.3

Known DM: New diagnosis of DM 2.4:1

Rural: Urban 1.1:1

Mean RBG at admission (m.mol/L) 27.1±7.5

Mean HbA1c (%) 11.3±3.7

Severe acidosis (pH <7) 8.5%

Note: DM= diabetes mellitus, RBG= random blood

glucose

DKA occurred mostly among low income group

(monthly income <6000 Bangladeshi taka, 76.5%) and

patients with poor glycemic control (HbA1c >7% in

94%). Regarding anti-diabetic management of

diagnosed diabetic patients, 88 patients were on

insulin, 23 on oral anti-diabetic agents (OAD), 28 on

both insulin and OAD and 3 patients were on medical

nutrition therapy (MNT) only. Mild (72, 36%) to

moderate (111, 55.5%) DKA were more common than

severe (17, 8.5%) DKA.Common presentations are

shown in Table II.

Table II

Clinical presentations of the study populations (N=200)

Features Frequency (Percentage)

Nausea 126 (63)

Vomiting 122 (61)

Polyuria 86 (43)

Polydipsia 85 (42.5)

Fever 58 (29)

Abdominal pain 56 (28)

Shortness of breath 56 (28)

Blurred vision 26 (13)

Coma 14 (7)

Note: All patients had more than one symptoms

Infection (91, 45.5%) was the most common

precipitating cause of DKA, both in previously

diagnosed diabetic patients and new cases. Other

causes are presented in Table III.

Pattern of Precipitating Causes of Diabetic Ketoacidosis in A Tertiary Care Hospital BJM Vol. 29 No. 1
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Table III

Precipitating causes of DKA among the study participants (N=200)

Causes Total (200) Diagnosed DM (142) New (58)

Infection 91 51 40

UTI 67 39 28

Pneumonia 11 5 6

Pulmonary tuberculosis 6 3 3

Diabetic foot ulcer 4 3 1

Liver abscess 3 1 2

Non-compliance 62 62 ---

Insulin omission 49 49 ---

Non-judicious reduction of dose 13 13 ---

Acute pancreatitis 10 2 8

Acute myocardial infarction 4 3 1

Surgery 3 3 0

Stroke 2 2 0

Unidentified 28 19 9

Neutrophil leukocytosis was present in 87% cases,

irrespective of presence of infection. Gross electrolyte

imbalance at admission was less common but 97%

patients required potassium infusion during the

hospital course. Overall mortality was 6.5%, more

among patients with acute pancreatitis (6/10, 60%).

Discussion

This study was designed to evaluate the precipitating

causes of DKA in a tertiary care setting of a developing

country. We found that DKA occurred mostly in known

diabetic patients, more in females and low

incomegroup, which is consistent with two previous

reports from Bangladesh.4,5 In two different reports

from Kenya10and Taiwan11 almost similar picture is

seen. Poverty and gender discriminations may

contribute in availability of care for medical needs

for chronic diseases like diabetes in developing

countries like that of Bangladesh, which might be a

contributory factor for such socio-demographic pattern

of DKA cases.

In this study, DKA occurred mostly among previously

diagnosed diabetic patients. This scenario is common

in local studies4,5,12 as well as in international

reports.13,14

Precipitating causes of DKA were not different in this

study from previous studies in Bangladesh.4,5,12

Infection and non-compliance to anti-diabetic

medications were common precipitants in the current

study accounting for over three-fourth of cases. Almost

similar picture was seen in different studies through-

out the world.13-18Jabbar A et al.19found that in two-

third of type 2 diabetic patients, DKA was precipitated

by infection and after recovery from DKA; many of

them were on OADs without recurrence of DKA. This

observation explains that infection can unmask

previously undiagnosed type 2 diabetic patients, as

reported by Pinto ME et al.17 In different studies it

was found that, in up to 25% of patients with DKA

precipitating cause could not be identified.4,17

Outcome of this study showed that 6.5% patients

expired in hospital. Almost similar results were found

in two different reports from Bangladesh.4,5 Outcome

of DKA is variable, depends upon time of diagnosis

and onset of treatment, underlying causes and

standards of care.9 Mortality was 14% in UK20, 11.8%

in Korea8 and 29.8% in Kenya.10With better

understanding of the pathophysiology of DKA and

improvements in treatment, outcome is improving.

Failure to classify patients as having type 1 or type 2

diabetes, especially those who were not previously

diagnosed as diabetic, was an important limitation

of the current study. Few of the study subjects had

fibro-calcific-pancreatic-diabetes (FCPD) as well.

Conclusions

From the current study, it can be concluded that,

DKA occurred mostly among known diabetic patients.

Common precipitating causes were infection and non-

adherence to anti-diabetic treatment. Failure to

BJM Vol. 29 No. 1 Pattern of Precipitating Causes of Diabetic Ketoacidosis in A Tertiary Care Hospital
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identification of precipitant was not uncommon.

Proper patient education regarding importance of

treatment adherence and diabetic management during

an inter-current infectioncan prevent many episodes

of DKA and thus can reduce morbidity and mortality

of diabetic patients.

Conflict of interest: Nothing to declare.
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ASSOCIATION OF HYPERTENSION WITH TYPE 2

DIABETES MELLITUS IN ADULT FEMALE
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Abstract

Background: Diabetes mellitus is one of the most widespread endocrine disorder in female and its

complications are increasing all over the world, leading to life threatening medical problems like

cardiovascular diseases, stroke and end stage renal diseases. An association between hypertension

and diabetes mellitus has been identified.

Objectives:  The study was carried out to observe the association of hypertension with diabetes

mellitus in adult female subjects.

Methods :  This cross sectional study was conducted in the Department of Physiology, Dhaka

Medical College, Dhaka, during the period of January 2011 to December 2011. A total number of

one hundred female subjects were selected with age ranging from30 to50 years. Among them 50

diabetic female subjects were included from out-patient department of Endocrinology, Dhaka Medical

College Hospital, Dhaka as study group(B) and 50 apparently healthy female were taken as control

group(A) for comparison. Fasting serum insulin level was measured by ELISA method in the

Department of Laboratory of National Institute of ENT, Dhaka and fasting blood glucose was

estimated by glucose oxidase method in Department of Dhaka Medical College in both groups.

Systolic blood pressure and diastolic blood pressure of all participants were recorded by standard

method. Data was analyzed by Unpaired Student’s- test and Pearson’s correlation co-efficient (r)

test as applicable.

Results: The value of fasting serum insulin level was significantly higher in diabetic subjects than

those of non-diabetic subjects. Fasting blood glucose level was significantly higher diabetic patient

in comparison to those of non-diabetic subjects. In diabetic subjects fasting serum insulin and

fasting blood glucose levels were higher and showed positive correlation with systolic and diastolic

blood pressure.

Conclusion:  Present study revealed that systolic and diastolic blood pressure has positive

relationship with fasting serum insulin and fasting blood glucose levels.

Key words: Fasting serum insulin, fasting blood glucose, hypertension, diabetes mellitus.
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Introduction

Diabetes mellitus (DM) is a metabolic disorder

characterized by chronic hyperglycemia with

disturbances of carbohydrate, fat and protein

metabolism resulting from defects in insulin secretion

and / or insulin action.1 Diabetes mellitus is one of

the common non-communicable diseases and it is

one of the most challenging health problems in the

21st century. There are two general types of diabetes

mellitus, one is type 1 or insulin dependent DM

(IDDM) and other is type 2 or non-insulin dependent

DM. Among them, type 2 diabetes mellitus is more

common and about 90 to 95% of all cases of diabetes

mellitus.2
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According to International Diabetic Federation (IDF),

about 24.4 million diabetic people in USA, 65.1 million

in India and 5.1million in Bangladesh. This number

is gradually increasing day by day will rise to 592

million by the year 2035 representing about 8.8% of

the world population. By the year 2035, the number

of diabetic people will be about 29.7 million in USA,

109.2 million in India and 16.8 million in Bangladesh.3

Insulin resistance represents the earliest detectable

abnormality in of type 2 diabetes mellitus and is one

of the major underlying mechanisms of hypertension

and cardiovascular diseases.4 Insulin is the most

potent anabolic hormone which is secreted by beta

cells of pancreatic islets of Langerhans in response

to increased circulating level of glucose and amino

acid after a meal. Insulin regulated glucose

homeostasis by increasing the rate of glucose uptake

into skeletal muscle and adipose tissue and reducing

hepatic glucose output.5

Insulin resistance refers to the reduction in insulin

mediated glucose uptake in insulin-sensitive tissue

specifically in skeletal muscle. As a compensatory

response, hyperinsulinemia ensues to maintain

normal blood glucose level. 6

A number of studies have shown the relationship

between insulin resistances in type-2 diabetes

mellitus and hypertension. They found that type-2

diabetes mellitus patients with insulin resistance

have more chance for development of hypertension.7-

12.  They suggested that the influence of insulin on

blood pressure may be altered in insulin resistance.

The insulin induced vasodilation is impaired due to

defect in PI3 (phosphoinositide-3) kinase signaling

in insulin resistance. Moreover, recent data

suggested that insulin induced enhancement of renal

sodium reabsorption is preserved or even enhanced

in insulin resistance.13

The prevalence of hypertension is increasing

throughout the world. It is known as “the silent killer”,

it may exit for prolonged periods without symptoms

and may manifest only after causing serious

complications14.Hypertension is a recognized

modifiable risk factor of cardiovascular disease,

stroke and end stage renal  d isease.  The

prevalence of hypertension has increased in

women than man.15 According to global estimates,

in 2000, 972 million adult had hypertension and

it is predicted to rise by to 60% to a total 1.56

billion by 2025.16 Insulin resistances is a risk

factor for development of hypertension and

hypertension is approximately twice as prevalent

in the type 2 diabetes mellitus. 17

A study was done in USA and they found that up to

75% of adult with diabetes mellitus have hypertension

and patient with hypertension also show evidence of

insulin resistance. Thus hypertension and diabetes

are common intertwined condition that shares a

significant overlapping risk factors and

complications.18 Hypertension and diabetes affects

approximately 74.5 million and 23.6 million adult in

the United Sates respectively and approximately 75%

of patient with DM have concomitant hypertension.

The economic impact of hypertension and diabetes

mellitus are enormous burden on society with

estimated annual costs of 174 billion for diabetic care

and 76.6 billion for hypertension related problems

.There is a significant amount of overlap between the

complications of diabetes mellitus and hypertension.

These complications can divided into macrovascular

and microvascular complications including coronary

artery disease, myocardial infarction, congestive

cardiac failure, stroke, peripheral vascular diseases

and end stage renal diseases.19

Insulin resistance and its consequence of

hyperinsulinemia have been recognized as a most

important risk factor for developing hypertension.

Several epidemiological studies from different

populations have been reported a significant

association between insulin resistance and

hypertension. They suggested that more than 20

million American have type 2 diabetes caused by

insulin resistance and 25 to 40% of entire population

have earlier stages of insulin resistance.

A number of studies have shown the insulin

resistance in DM increases the hypertension .They

also reported that by improving insulin sensitivity

through diet and regular physical exercise has been

associated with reduction in blood pressure.18,20,

The link between insulin resistance and hypertension

is neuroendocrine mechanisms including excess

sodium retention, increasing sympathetic activities,

renin-angiotensin-aldosterone system (RAAS)

activation, alteration of trans membrane ion

transport, hypertrophy of resistance vessels,

endothelial dysfunction and oxidative stress.21,22

Some studies have been done on this regard in

abroad but no published data has yet been available

on this aspect in our country. Therefore, the present

study has been designed to observe the association

of hypertension with type 2 diabetes mellitus in adult

female. Better understanding of these metabolic

changes with insulin resistance in type 2 diabetes

mellitus patient will help in the detection of women

at risk for future cardiovascular diseases and renal

diseases. Treatment and preventive measure can

Association of Hypertension with Type 2 Diabetes Mellitus in Adult female BJM Vol. 29 No. 1
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reduce the risk of developing cardiovascular diseases

and thus reduce burden on our health budget.

Methods

This cross sectional study was conducted in the

Department of Physiology, Dhaka Medical College,

Dhaka, during the period of January 2011 to December

2011. Fifty female of 30-50 years of age range with

diabetes mellitus in this study as study (B) group.

They were selected from out- patient Department of

Endocrinology of Dhaka Medical College, Hospital;

Dhaka. Age matched fifty apparently healthy females

studied as control (A) group for comparison.  Subjects

having history of heart, liver, kidney diseases,

endocrine disorders and women taking hormone

replacement therapy, steroid, alcohol user, and

smoker were excluded from the study. After selection

of the subjects, the objectives, nature, purpose and

benefit of the study were explained to the subjects

in details. Ethical permission was taken from ethical

committee of Dhaka Medical College. After selection

of subjects, the objectives, nature, purpose and

benefit of the study were explained to the subjects

in details. Written informed consents were taken from

the participants. The subjects were advised to attend

the laboratory in the Department of Physiology of

Dhaka Medical College, Dhaka between 8AM to 10AM.

Detailed personal history, medical history, drugs

history, family history and all the clinical

examinations were done. Then with all aseptic

precautions 5ml of venous blood was drawn from

antecubital vein by disposable plastic syringe. Blood

was allowed to clot and then centrifuged at rate of

3000 rpm and supernatant clear serum was separated

Serum was taken in a eppendrof tube and was

preserved in refrigerator in Department of Physiology

of Dhaka Medical College, Dhaka. Fasting serum

insulin level was assessed by Enzyme Linked

Immunosorbent Assay (ELISA) and fasting blood

glucose level was estimated by glucose oxidase

method in the laboratory of Department of Physiology.

The blood pressure of the subjects was measured

after 5 minutes rest with a sphygmomanometer using

an appropriate cuff size in the right arm.

Hypertension was defined according to the Joint

National Committee (JNC) VII criteria.22 Statistical

analysis was done by Unpaired Student’s t- test.

Correlation was analyzed by Pearson’s correlation co-

efficient (r) test. P value <0.05 was taken as of

significance.

Results

The value of mean serum insulin of diabetic subject

was significantly higher than that of controls. The

level of mean blood glucose was also higher in diabetic

adult female than that of controsl and result was

statistically significant. Table-I

Mean values of systolic and diastolic blood pressure

were higher in diabetic adult female than that of

controls and results were statistically significant.

Table-II.

Again, distribution of parameters were observed in

diabetic subjects and 17.3% had serum insulin level

within normal level whereas, 82.7% had above normal

level (i.e >25uU/ml). Again, 21.7 % of diabetic subjects

had blood glucose level within normal level whereas,

78.3% had above normal level. Table III

Serum fasting insulin level showed positive

correlation with systolic blood pressure and result

was statistically significant. Again serum insulin level

showed positive correlation with diastolic blood

pressure diabetic subjects but result was statistically

non significant.Table- IV and Figure-1,2. Again, fasting

blood glucose level also showed positive correlation

with systolic and diastolic blood pressure in diabetic

subjects result was statistically non significant .

Table-V and Figure 3 and 4

Table I

Age, Fasting serum insulin (FSI) and Fasting blood glucose (FBG) in both groups

Groups n Age (years) FSI(uIU/ml) FBG(mg/dl)

(Mean±SD) (Mean±SD) (Mean±SD)

     A 50 45.60.±4.66 9.5.03±.3.07 90.10±.27.457

     B 50 48.0±4.75 20.13±.8.41 120.14±30.17

Statistical analysis

Groups Age FSI FBG

(p value) (p value) (pvalue)

A vs B 0.113ns 0.001*** 0.003**

Unpaired Student’s’t’ test was performed to compare between groups.  The test of significance was calculated

and p values <0.05 was accepted as level of significance.

Group A : Healthy adult female n = Number of subjects

Group B : Diabetic adult female ns = Not significant

*/**/*** = Significant
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Table-II

Systolic and Diastolic blood pressure in both groups

Parameters Group A Group B

(Control)  (Diabetic patients)

Systolic blood 118.00±13.68 140.58±9.44.

pressure (mmHg)

Diastolic blood 70.67±8.61 85.67±10.61

pressure (mmHg)

Results are expressed as mean±SD

Unpaired Student’s ‘t’ test was performed to compare

between groups.  The test of significance was

calculated and p values <0.05 was accepted as level

of significance.

Group A  : Adult healthy female

Group B  : Diabetic adult female

Table-III

Distribution of the subjects by the study parameters in

diabetic female

Parameters                  Group B (n=50)

No. (%)

Fasting serum insulin (uUL/ml)

<25 9 (17.3)

>25 41 (82.7)

Fasting blood glucose (mg/dl)

 <126 14 (28.0)

>126 36 (72.0)-

N= Number of subjects

Group B: Study group (adult diabetic female)

Table-IV

Correlation of fasting serum insulin level with SBP and

DBP with  in diabetic adult female

Parameters                   Group B (n=50)

r p

Systolic blood pressure (SBP) + 0.279 0.014

Diastolic blood pressure (DBP) +0.138 0.119

Pearson’s correlation coefficient (r) test was

performed to compare relationship between

parameters.  The test of significance was calculated

and p value <0.05 was accepted as level of

significance.

Table V

Correlation of blood glucose level with SBP and DBP in

diabetic adult female

Parameters                      Group B (n=50)

r p

Systolic blood pressure (SBP) +0.098 0.422

Diastolic blood pressure (DBP) +0.004 0.917

Pearson’s correlation coefficient (r) test was

performed to compare relationship between

parameters.  The test of significance was calculated

and p value <0.05 was accepted as level of Significance.

Fig.-1: Correlation between fasting serum insulin level

and systolic blood pressure in study group (n=50)

Fig.-2: Correlation between fasting serum insulin level

and diastolic blood pressure in study group (n=50)
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Discussion

In the present study, the levels of fasting blood

glucose and fasting insulin in controls were almost

within normal range and also similar to reported by

the several investigators from abroad 6-9.

In this study, fasting insulin level in diabetic subjects

was higher than that of controls and result was

statistically significant. Similar types of observations

were found by other workers. The fasting blood glucose

level in diabetic subjects were also higher than those

of controls and result was statistically significant.

Similar types of findings were reported by different

researchers of different countries 4-8,.On the contrary,

similar observations were made by other researcher

but they did not find any significant difference in blood

glucose level between the groups.21

Again, correlation analysis showed positive correlation

of serum insulin level with systolic and diastolic blood

pressure. In addition, blood glucose level also showed

positive correlation with systolic and diastolic blood

pressure. Similar observation was also reported by

some investigators. 22

Many explanations are suggested by different

investigators regarding the development of

hypertension in type 2 diabetic patient. It has been

suggested that hyperinsulinemia and hyperglycemia

which are the consequence of insulin resistance are

associated with development of hypertension in type

2 diabetic patients. They suggested that

hyperinsulinemia associated with increased

sympathetic activity which leads to increase in

circulating catecholamine. Increase in circulating

catecholamine elevates the plasma renin activity. This

high level of plasma renin elevates tissue angiotensin

II. This angiotensin II is a potent vasoconstrictor

and increases the total peripheral resistance,

ultimately increase blood pressure. Again,

angiotensin II acts directly on kidney and increase

water, salt retention by the kidney and increase blood

volume, increase cardiac output, increase blood

pressure.,22,23 . In addition, hyperinsulinemia directly

increase renal tubular reabsorption of sodium and

also stimulates the synthesis of sodium retaining

hormone, aldosterone and ultimately hypertension

develops. Similarly, hyperinsulinemia with insulin

resistance increased intracellular Ca++ accumulation,

increases secretion of growth factors and increases

vascular smooth muscle cell proliferation, as a result

narrowing of blood vessels and hypertension develops.
4,24. Again, some researcher suggested that chronic

hyperglycemia is one of the  important factor for

development of oxidative stress. Oxidative stress

plays a key role in pathogenesis of atherosclerosis

and also causes endothelial dysfunction. Endothelial

dysfunction associated with increase adhesion

molecules, decrease endothelial-dependent

vasodilation and nitric oxide (NO) production. All

these are important factors for development of

hypertension in type 2 diabetes mellitus.25 Moreover

oxidative stress also stimulates the renin-

angiotensin-aldosterone system (RAAS) which is an

important factor for development of hypertension in

diabetic patients. 26

In the present study, levels of fasting insulin and

blood glucose are higher in diabetic subject than that

Fig.-4: Correlation between fasting blood glucose level

and diastolic blood pressure in study group (n=50)

Fig.-3: Correlation between fasting blood glucose level

and systolic blood pressure in study group (n=50)
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of controls. Furthermore, in the present study, fasting

insulin and blood glucose levels, showed positive

correlation with systolic and diastolic blood pressure

in diabetic adult female. These finding supports the

relationship between insulin resistance and elevated

blood pressure in diabetic adult female. But exact

mechanism is not elucidated by this type of study

due to time and financial constraints.

Conclusion

From this study, it can be concluded that

hypertension, which is characterized by higher levels

of systolic and diastolic pressure may present in

diabetic adult female, may be due to insulin

resistance.

Acknowledgement

The authors are thankful to the study subjects for

their active, sincere and voluntary participation. The

authors are also grateful to the Department of

Physiology for all kind of support.

References

1 Ahmed.KA, Muniandy S, Ismail IS.Type 2 diabetes

and vascular complication: A pathophysiological

view. Biomed Res. 2010; 21 (2): 147-55

2. Guyton AC, Hall JE. Text Book of Medical

Physiology. 11th ed. SB Saunders, Mississipi.

3. Guariguata L, Whiting DR, Hambleton I. Global

estimates of diabetes prevalence for 2013 and

projections for 2035. Diabetes Res Clin Prect. 2013;

103(2014): 137-49.

4. Mercurio V, Carlomango G, Fazio V & Fazio S . Insulin

resistance is it time for primary prevention? World

J Cardiol.2012; 4(1):1-7.

5. Pessin. JH & Sal.Signatiel AR. Signaling pathways

in insulin action: molecular targets of insulin

resistance. J Clin Ivest.2000; 106(2):64-69.

6. Who. Hypertension control. Technical Report Series

No 862,Geneva: 3020.

7. Kearney PM, Whelton. M,Reynolds. K, Whelton. PK.

Global burden of hypertension: analysis of world-

wide data. Lencet.2005; 365:217-223.

8. Theodire A. Kotchen.Obesity-related Hypertension?.

Hypertension.2008; 52:801-802.

9. Cari de Luca & Jerrold M, Olefsky. Inflammation

and insulin resistance.NIH public Access. 2008;

582(1): 97-105.

10. Amanda N. Long, Do and Samuel Dagogo Jack. The

comorbities of Diabetes and hypertension:

Mechanism and Approach to target organ protection.

J Clin Hypertens.2011;13(4):244-251.

11. Roberta Lima, Maarion Wofford and Jane F.

Reckelhoff  Hypertension in Postmenopausal

women. Curr Hypertens Res.2012; 14(3): 254-260.

12. Soko Horita, Georage Seki, Hideoni Yaneda, Masashi

Suzuki, Kazuhiko Koike and Toshiro Fujita.Insulin

reistance induced hypertension. International

journal of hypertension.2011;12(5):7-

13 . Frank B Hu. MeirJ Stampfer.Insulin resistance and

hypertension.Circulation.2005;112: 1678-1680.

14. Deepa R, Shanthi rani CS. Prevention of insulin

resistance system in a selected south Indian

population, Chenni. Indian J Med Res.2000;115:

198-27.

15. Chobanian AV, Bakris GL, Black HR, Cushan WC,

Green LALzzo JL.The  seventh Report of the Joint

National Committee on Prevention, Detection, JNC

7 report. JAMA. 2003;289:2560-2572.

16. Garrison RJ, Kannel WB, Stokes J. Incidence and

precursors of hypertension in young adults. The

Framingham offspring study. Preventive medicine.

1987;16:235-

17 Sarzani R, Salvi F, Dessi- Fulgheri P, Rappelli A.

Renin-angiotensin system, natriuretic peptides,

obesity, metabolic syndrome and hypertension: an

integrated view in human. J Hypertens. 2008;

26(5): 8.

18. Frank,B, Meri.J, Stampfer.MD. Insulin Resistance

and Hypertension. Circulation ;112:1687-1680.

19. Surapon Tangvarasiittichi. Oxidative stress, insulin

resistance, dyslipidemia and type 2 diabetes

mellitus.World journal of Diabetes 2015; 6(3):456-

480.

20. Sulianwhitaker. Hypertension and insulin

resistance. Circulation. 2008; 117(6)754-760.

21 . Koyong Park,Myron Gross,Duk-Hee Lee,Paul

Holvoet, John H Himes, James M Shikany.Oxidative

stress and Insulin Resistance. Diabetic Care.2009;

32(1): 1302-1307.

22. Salvetti A, Broji G, Dileje V, Bernini GP.The inter-

relationship between insulin resistance and

hypertension.1993;46(2):149-159.

23. Gerald M. Reavaen.Relationship Between Insulin

resistance and Hypertension.Diabetic Care. 1991;

14(4):33-38.

24. Ele Ferrannini. Insulin and Blood pressure.

Hypertension. 2005; 45(1):347-348.

25. Bernard M. Y.Cheung. Chao Li.Diabetes and

Hypertension: Is There is a Common Metabolic

pathway? Curr Atheroscler Rep.2012;14(1):160-166.

26. Tomaz J. Guzik, Shafi Mussa, MA,Daniela Gastaldi

Gastaldi, MD, Jerzi Sadowski,Chandi Ratnatunga,

Ravi Pillai, Keith M. Channon. Mechanisms of

increased vascular superoxide production in human

diabetes mellitus.Circulation.2002; 105:1656-1662.

Association of Hypertension with Type 2 Diabetes Mellitus in Adult female BJM Vol. 29 No. 1

12



RISK ASSESSMENT OF ACUTE UPPER

GASTROINTESTINAL HAEMORRHAGE WITH ROCKALL

SCORE IN DMCH

MD. NAZRUL ISLAM1, MD. SAZEDUR RAHMAN2, HUMAYUN KABIR3, ZAHIRUL HUQ4, ROBED AMIN5,

KHAN ABUL KALAM AZAD6

Abstract

Introduction: Rockall score is used for risk assessment in acute upper gastrointestinal haemorrhage

for intervention and prediction for risk of rebleeding and mortality.

Methods: This is a cross sectional hospital based observational study carried out among patients

presented with haematemesis with or without melaena in the department of Medicine, Dhaka

Medical College Hospital from April, 2013 to March 2014 in one hundred consecutive cases. Rockall

score done before and after endoscpy.

Results:Patients mean age found 45.12±14.9 years with 4:1 male to female ratio. Service holder

were (26.0%) and 91.0% were married. Almost half (48.0%) was educated. Combined haematemesis

and melaena was presenting feature in 62.0% patients among them 72.0% arrived in hospital

within 24 hours of onset. Comorbidity was found in 42.0% cases and 13% took NSAID. Oesophageal

varix was found in 25.0%. No death observed in 18% haematemesis patients, one died from melaena

(1 of 5) but most died (4 out of 5) from combined haematemesis and melaena. All the 5 death

occurred in 89% rebleeding cases. No death observed in 34% patients having  pre endoscopic

Rockall Score d” 2; as well as in 44% cases post endoscopic Rockall score  d”5 score. Mean duration

Hospital stay was 6.36±4.5 days.

Conclusions: Rockall score is useful in predicting outcomes in acute upper gastrointestinal

haemorrhage.
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Introduction

Upper gastrointestinal haemorrhage (UGIH) is deûned

as bleeding proximal to the ligament of Treitz. Acute

UGIH is a common, potentially life threatening

condition responsible for more than 300,000 hospital

admissions and about 30,000 deaths per annum in

America1. Treating and preventing acute UGIH costs

many billion dollars per annum2.

The annual incidence of hospitalization for acute UGIH

is 1 per 1000 people in America3. It has a mortality of

7% to 10%. The mortality has decreased only minimally

during the last 30 years, despite the introduction of

endoscopic therapy that reduces the rate of

rebleeding4 from increasing percentage of acute UGIH

occurring in the elderly, because of their frequent

use of antiplatelet medications or anticoagulants, and

their frequent comorbid conditions5,6. About 45% of

patients now hospitalized for acute UGIH are more

than 60 years old 7. Endoscopic therapy has, however,

led to a recent decrease in the need for blood

transfusions or surgery for acute UGIH1. The mortality

of acute UGIH is much higher for patients who bleed

after hospital admission than for those admitted for

gastrointestinal bleeding1,8.

Exact incidence of acute UGIH in Bangladesh is not

known. But Chronic liver disease and Peptic ulcer
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diseases are two of top ten diseases (1048+660), which

are the two main cause of acute UGIH, admitted in

DMCH. According to DMCH year book 2011, a total of

33,226 patients admitted in the department of

medicine in DMCH, out of which 1708 or 5.14% patient

admitted due to the above mentioned diseases,

predicting a large number of population have acute

UGIH in our country.

Peptic ulcer disease (PUD) accounts for about half of

all the acute UGIH1,7. Major risk factors for PUD

include Helicobacter pylori infection, use of

nonsteroidal antiinûammatory drugs (NSAIDs) or

aspirin, smoking, alcoholism, and prior history of

PUD9,10. Patients who bleed after admission for

another problem usually have PUD8.  One study

suggests a recent moderate decrease in PUD as a

cause of acute UGIH, despite a marked increase in

the proportion of elderly patients who have acute

UGIH from PUD related to NSAIDs3. PUD surgery is

performed less than previously, but increasingly

bariatric surgery causes postoperative bleeding

ulcers11. Variceal haemorrhage accounts for about

10 to 25% of acute UGIH, depending on the catchment

area1,7. Other relatively common causes of acute

UGIH are inûammatory lesions of the upper

gastrointestinal tract, Mallory-Weiss tears,

angiodysplasia, and Dieulafoy lesions3,12.

Postprocedural bleeding is usually related to

endoscopic biopsy or therapy13.

NICE practice guideline for management of acute

upper gastrointestinal bleeding recommended

immediate risk assessment using either pre

endoscopic Rockall scoring at first assessment and

the full Rockall (1996) scoring system after endoscopy

or Blatchford (2000) scoring system14. Risk

stratification scores predict the need for intervention,

risk of rebleeding, and risk of mortality.

The Rockall score is developed to determine the risk

of rebleeding and death from an episode of acute upper

gastrointestinal bleeding14. This score is based on

the patient’s age, presence of shock, coexisting

illness, diagnosis, and stigmata of hemorrhage.

Therefore, for the complete Rockall score calculation,

the endoscopy must be performed. Patients with a

score of 2 or below are at low risk of rebleeding and

death. Effectiveness of Rockall scoring system is

studied in several countries in Europe16, Asia17, and

America18. They found Rockall scoring system is very

effective in predicting death from acute UGIH. Those

with low scores can be managed in outpatient,

whereas those with higher scores are admitted and

treated in hospital. It has also been used to

determine the need for intervention and the risk of

mortality19.

This study is intended to assess the pre endoscopic

and post endoscopic Rockall score among the patients

presented with acute upper gastrointestinal

haemorrhage in our setting. This study is believed to

reveal the pattern of presentation belonging to

different risk stratification of Rockall score. It would

provide us the relationship between severities of

acute upper GI haemorrhage with etiology, age,

haemodynamic status and thus would enable us to

compare the scenario of our population with that of

the western world.

Methods

This is a cross sectional hospital based observational

study that was carried out among the adult patients

admitted in department of medicine of DMCH with

haematemesis and/or melaena which is indicated by

the patient or relatives or by transferring doctor. All

consecutive patients admitted with acute upper

gastrointestinal bleeding meeting the inclusion and

exclusion criteria was enrolled in the study.

After admission of the patient, duty physician of

corresponding unit assessed and managed the patient

according to the unit consultant advice. The principal

investigator evaluated the patient for enrollment but

did not intervene in any management procedure.

Patient with chronic UGIH, septicaemia, bleeding

abnormality, epistaxis, gum bleeding or receiving

anticoagulant was excluded from the study.

Patient evaluation was done clinically for the features

and comorbidity mentioned in Rockall scoring table

like  shock, Ischaemic Heart Disease, Congestive

Cardiac failure, liver failure, Renal failure and

information from patient/ relatives for metastatic

cancer. Pre endoscopic risk assessment with Rockall

scoring system was done immediately.

Data regarding personal, demographic profile and

clinical information regarding haematemesis and/

or melaena was recorded in a structured case record

form including Rockall score table. Complete

Rockall score needs endoscopy of upper GIT.

Endoscopy of upper GIT was done within 24 hours

in department of Gastroenterology of DMCH, in

most cases. But in very severe bleeding - manifested

by shock, large amount of fresh blood in vomitus or

clotted blood, urgent endoscopy was done within 6

Risk Assessment of Acute Upper Gastrointestinal Haemorrhage with Rockall Score BJM Vol. 29 No. 1
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hours in the view of endoscopic intervention for

bleeding control.

Follow up was done in every enrolled patient daily for

rebleeding, other clinical parameters of general

wellbeing, up to final disposal – discharge, referral to

surgery or death. 24 hours after admission

haematemesis and/or melaena re evaluation was

done. Duration of hospital stay, required blood

transfusion and outcome of the study subject was

documented in the record form. Risk assessment by

Rockall score was evaluated against the outcome of

each study subject and any abnormal association of

predicting factors with higher Roockall score and

consequent outcome in our population was sought.

Statistical analysis:

Statistical analyses were carried out by using the

Statistical Package for Social Sciences version 16.0

for Windows (SPSS Inc., Chicago, Illinois, USA).

Continuous variables were expressed as mean,

standard deviation, and categorical variables as

frequencies and percentages. The differences

between groups was analyzed by unpaired t-test or

chi-square (c2 )  test and shown with cross

tabulation and also the Pearson correlation

coefficient was used for testing associations. The

relationships between demographic variables with

clinical variables were assessed by multiple logistic

regression analysis. A p-value <0.05 was considered

as significant.

Results

One hundred cases of acute Upper gastrointestinal

haemorrhage was systematically observed by

Rockall score pre endoscopically and post

endoscopically to predict risk of rebleeding and

mortality. Patient with Chronic UGIH, coagulation

disorder, sepsis, contraindication to endoscopy and

patients who did not give consent were excluded

from the study. The results of present study are as

follows.

Table I shows mean age was found 45.12±14.9 years.

Male to female ratio was 4:1. Majority 26.0% patients

were service holder. More than ninety percent

patients were married. Almost half (48.0%) the

patients were educated at primary level. Half (50.0%)

of the patients were low income group family.

Table II shows patients presented with combined

haematemesis and melaena in 61(61.0%) cases, and

72(72.0%) patients could arrive in hospital in less

than <24 hour.

Table I

Socio characteristics of the study population

Socio characteristics Number of Percentage

patients

Age (in year)

£20 6 6.0

21-30 14 14.0

31-40 20 20.0

41-50 31 31.0

51-60 16 16.0

61-70 8 8.0

71-80 4 4.0

>80 1 1.0

Mean ± SD 45.12 ±14.9

Range (min-max) (18 -82.0)

Sex

Male 80 80.0

Female 20 20.0

Occupation

Service 26 26.0

Business 19 19.0

Labour 6 6.0

Cultivator 14 14.0

House Wife 18 18.0

Retired 9 9.0

Others 8 8.0

Marital status

Marred 91 91.0

Unmarred 9 9.0

Education status

Illiterate 25 25.0

Primary 48 48.0

Secondary 23 23.0

Graduate 4 4.0

Income

Low 50 50.0

Middle 36 36.0

High 14 14.0

Table II

Presentation  and hospital arrival duration

Haematemesis/ Number of Percentage

Melaena patients

Haematemesis 18 18.0

Melaena 21 21.0

Both Haematemesis 61 61.0

and Melaena

Hospital arrival Duration

<24 Hour 72 72.0

>24 Hour 28 28.0
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Table III

Comorbidity in study population

Number of Percentage                     95% CI

patients Upper Lower

Hepatic Encephalopathy 4 4.0 0 8.4

Chronic Liver disease 2 2.0 0 5.2

Hepato cellular carcinoma 2 2.0 0 5.2

Gall stone 1 1.0 0 3.3

Gastric Carcinoma (Ca) 1 1.0 0 3.3

Gastric Ca with Metastasis 3 3.0 0 6.9

Gastrojejunostomy 1 1.0 0 3.3

Diabetes Mellitus(DM) 8 8.0 1.86 14.1

DM with coma 1 1.0 0 3.3

DM+DKA+Hypertension(HTN) 1 1.0 0 3.3

DM+Arthritis 1 1.0 0 3.3

DM+HTN 1 1.0 0 3.3

DM+HTN+Chronic Kidney Disease 1 1.0 0 3.3

HTN 3 3.0 0 6.9

HTN+Myocardial infarction(MI) 1 1.0 0 3.3

Pneumonia 1 1.0 0 3.3

COPD* 1 1.0 0 3.3

COPD+IHD** 1 1.0 0 3.3

Br.Ca+RA+Abdominal perforation 1 1.0 0 3.3

Rheumatoid arthritis(RA) 1 1.0 0 3.3

RA+Acute liver failure(ALF) 1 1.0 0 3.3

Arthritis+HTN 1 1.0 0 3.3

Connective Tissue Disease 2 2.0 0 5.2

Arthritis+Renal Failure 1 1.0 0 3.3

Arsenicosis 1 1.0 0 3.3

No Comorbidity 58 58.0 48.14 65.9

COPD* - Chronic obstructive pulmonary disease, IHD** - Ischaemic heart disease.

Table III shows that comorbidity was present in 42 cases.Most of the cases were DM 13(13.0%) followed

byHTN 8.0% cases.

Table IV

Distribution of the study population by Drug intake, Tobacco and Alcohol consumption

Number of Percentage                       95%CI

patients Lower Upper

Drug history

NSAID intake 13 13.0 6.0 20.0

No drug history 87 87.0 80.0 94.0

Tobacco

Smoker 19 19.0 10.12 27.9

Ex smoker 23 23.0 15.47 30.5

Tobacco leaf chewing 2 2.0 0 5.2

No tobacco 56 56.0 44.77 67.2

Alcohol

Alcoholic 4 4.0 0 8.4

Ex alcoholic 2 2.0 0 5.2

Non alcoholic 94 94.0 88.63 99.4

Table IV shows that 13% patient gave history of NSAID intake prior to illness. Tobacco use was found in

44.0% patients in the form of present smoker 19(19.0%), ex- smoker 23(23.0%) and tobacco leaf chewing

2(2.0%). Among 6% alcoholics 4(4.0%) was continuing and 2(2.0%) was ex-alcoholic.
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 Table V: Distribution of the study population by associated clinical feature

Clinical feature Number of Percentage                         95%CI

patients Lower Upper

Anaemia

Present 74 74.0 64.07 83.9

Absent 26 26.0 16.07 35.9

Pulse

>100 29 29.0 21.0 38.0

61- 99 67 67.0 57.0 75.0

60/<60 3 3.0 0 7.0

Absent 1 1.0 0 7.0

Mean ± SD                                   88.41 ±15.7

Range (min,max)                                    60 ,120.0

Systolic BP

£100 52 52.0 42.0 62.0

100-140 43 43.0 33.0 53.0

>140 5 5.0 1.0 10.0

Mean ± SD                                   104.5 ±22.8

Range (min-max)                                     40 -210.0

Diastolic BP

      £60 42 42.0 32.0 51.0

       61-90 56 56.0 47.0 66.0

        >90 2 2.0 0 5.0

Mean ± SD                                     66.86 ±12.8

Range (min-max)                                       20 -110.0

Table V shows that 74(74.0%) had anaemia clinically, normal pulse (60-100 min) was found in 67(67.0%)

cases, while tachycardia in 29(29%) and bradycardia in 3(3%) cases. More than half (52.0%) patients had low

systolic blood pressure (<100 mmHg) and Low (d”60 mmHg) diastolic blood pressure was found 42(42.0%)

Table VI

Distribution of the study patients by CLD features (n=100)

CLD features Number of Percentage                      95%CI

patients Lower Upper

General stigmata 3 3.0 0 7.0

Ascites 7 7.0 2.0 12.0

Ascites+splenomegaly 2 2.0 0 5.0

Ascites+jaundice 2 2.0 0 5.0

Ascites+hepatomegaly 1 1.0 0 3.0

Hepatic encephalopathy 2 2.0 0 5.0

HE*+Splenomegaly 1 1.0 0 3.0

HE+hepatosplenomegaly 2 2.0 0 5.0

Hepatomegaly 2 2.0 0 5.0

Splenomegaly 8 8.0 3 14.0

Hepatoslenomegaly 2 2.0 0 5.0

Hepatosplenomegaly+jaundice 1 1.0 0 3.0

Jaundice 1 1.0 0 4.0

No CLD feature 66 66.0 57.0 78.0

HE* - Hepatic Encephalopathy.

Table VI shows that CLD features was found in 34(34.0%) clinically. among them 8(8.0%) had only Splenomegaly

and 7(7.0%) had ascites.
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Table VII

Endoscopic findings in study population

Endoscopic findings Number of Percentage                       95%CI

patients Lower Upper

Oesophageal varix 25 25.0 17.0 34.0

Oesophageal Ulcer 2 2.0 0 5.0

Oesophageal+gastric varix 17 17.0 10.0 25.0

Oesophageal varix+DU* 4 4.0 0 8.0

GU**12 12.0 6.0 18.0

Gastric carcinoma 6 6.0 2.0 11.0

Gastric erosion 7 7.0 2.0 12.0

DU 14 14.0 8.0 21.0

Duodenal polyp 1 1.0 0 4.0

Normal 6 6.0 2.0 11.0

No endoscopy done 6 6.0 2.0 11.0

DU*- Duodenal Ulcer; GU* - Gastric Ulcer.

Table VII shows endoscopically oesophageal varix  was found in 25(25.0%)patients followed by combined

oesophageal and gastric varix having 17% cases and duodenal ulcer in 14.0% cases. Site of pathology includes

Oesophagus 48% and Gastric pathology involved in 42% cases. No pathology is found in 6.0% cases which

indicate obscure acute upper GI bleeding.

Table VIII

Endoscopic evidence of bleeding in population

Evidence of Number of Percentage

bleeding patients

Adherent clot 72 72.0

Blood in stomach 10 10.0

Bleeding vessel 7 7.0

Normal 5 5.0

No Endoscopy done 6 6.0

Table VIII shows  that adherent clot is found in

72(72.0%) cases.

Fig.-1: Bar diagram showing evidence of bleeding of the

study patients

Table IX

Distribution of the study population by mode of treatment

Mode of treatment Number of patients Percentage

EVL 38 38.0

Conservative treatment 62 62.0

Blood transfusion

           1 unit 12 12.0

           2 unit 20 20.0

           3 unit 14 14.0

           4 unit 10 10.0

           5 unit 6 6.0

           6 unit 2 2.0

           7 unit 1 1.0

           8 unit 1 1.0

           No Transfusion 34 34.0

Mean ± SD                                                                4.97 ± 3.1

Range (min-max)                                                          1 - 9
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Table IX shows that EVL was done in 38(38.0%) cases and 62(62.0%) cases managed conservatively. Blood

transfusion needed in 66% cases.

Table X

Distribution of the study patients by pre endoscopic (n=100) and post Endoscopic Rockall Score (n=94)

Pre Endoscopic Rockall score Number of Percentage                           95%CI

patients Lower Upper

0 15 15.0 8.0 22.0

1 19 19.0 12.0 27.0

2 41 41.0 31.0 51.0

3 14 14.0 8.0 21.0

4 9 9.0 4.0 15.0

5 1 1.0 0 3.0

6 1 1.0 0 4.0

Mean ± SD 1.9 ±1.2

Range (min-max) 0 - 6.0

Post Endoscopic Rockall Score

1 3 3.0 0 7.0

2 6 6.0 2.0 11.0

3 11 11.0 7.0 20.0

4 24 24.0 19.0 36.0

5 30 30.0 21.0 40.0

6 13 13.0 7.0 20.0

7 6 6.0 2.0 11.0

9 1 1.0 0 3.0

Not done 6 6.0 2.0 11.0

Mean ± SD                           4.8 3±1.93

Range (min-max)                         1 -9.0

Table X shows that majority 41(410.0%) patients had 2 pre endoscopic Rockall score and 30(30.0%) patient

had 5 post endoscopic Rockall Score.

Table XI

Distribution of the study population by re-bleeding and outcome

Re-bleeding Number of Percentage                        95%CI

patients Lower Upper

Present 89 89.0 83.0 95.0

No 11 11.0 5.0 17.0

Outcome

Discharge 89 89.0 83.0 94.0

Referred 6 6.0 2.0 11.0

Expired 5 5.0 1.0 10.0

Table XI shows that re-bleeding occurred in 89(89.0%) cases, discharge could be done in 89(89.0%) cases, and

patient was referred to corresponding centre for treatment of malignancy in 6 (6.0%) case and 5 (5.0%) patient

died in hospital.
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Table XII

Distribution of the study population in relation to Presentation, Rebleeding, Pre and Post Endoscopic Rockall Score

and Outcome.

Presentation Outcome

Discharge Referred Expired

Haematemesis 17 1 0

Melaena 19 1 1

Both Haematemesis and Melaena 53 4 4

Rebleeding

Rebled 78 6 5

No Rebleeding 11 0 0

Pre Endoscopic Rockall Score

0 14 1 0

1 19 0 0

2 37 2 2

3 13 1 0

4 9 0 0

5 0 1 0

6 0 1 0

Post Endoscopic Rockall score

1 3 0 0

2 6 0 0

3 11 0 0

4 23 1 0

5 28 0 2

6 10 2 1

7 5 1 0

9 0 1 0

Endoscopy not done 3 1 2

Table XII shows that all the five death occurred in relation to melaena alone (1 death) or in combination with

haematemesis (4 deaths). The patients did not have rebleeding (11) had no adverse event. It is also observed

that 34(34%) patient’s had pre endoscopic Rockall score <2 and no death occurred in this score and Same

result was found in 44% patient with Rockall Score <5.

Table XIII

Duration of hospital stay in study population.

Hospital stay (in days) Number of patients Percentage

1-3 days 26 26.0

4-7 days 50 50.0

>7 days 24 24.0

Mean ± SD 6.36 ±4.5

Range (min-max) (1 -22.0)

Table XIII shows that 50(50.0%) patients stayed in hospital between 4-7 days and their mean hospital stay

duration is 6.36±4.5 days.
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Table XIV

ROC curve of pre endoscopic Rockall score and post endoscopic Rockall score for prediction of Re-bleeding.

Area under the Pvalue                   95% Confidence interval (CI)

ROC curve Lower bound Upper bound

Pre endoscopic Rockall score 0.363 0.138 0.222 0.503

Post endoscopic Rockall score 0.346 0.096 0.204 0.487

Table XIV shows pre endoscopic Rockall score cut off value of e”1.50 have 54.5% sensitivity and 32.6%

specificity for identifying the re-bleeding and post endoscopic Rockall score cut off value of e”3.50 have 81.8%

sensitivity and 20.2% specificity for identifying the re-bleeding.

Table XV

ROC curve of pre endoscopic Rockall score and post endoscopic Rockall score for prediction of mortality.

Area under the Pvalue                  95% Confidence interval (CI)

ROC curve Lower bound Upper bound

Pre endoscopic Rockall score 0.671 0.862 0.402 0.940

Post endoscopic Rockall score 0.808 0.012 0.624 0.991

Table XV shows pre endoscopic Rockall score cut off value of £ 2.50, with 50.0% sensitivity and 76.6%

specificity for identifying the morality and  post endoscopic Rockall score cut off value of e”5.50, with 83.0%

sensitivity and 78.7% specificity for identifying the morality.

Fig.-2: ROC curve of pre endoscopic Rockall score and

post endoscopic Rockall score for prediction of re-bleeding.
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Fig.-3: ROC curve of pre endoscopic Rockall score

and post endoscopic Rockall score for prediction of

mortality
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Table XVI shows predictive value for rebleeding and

mortality in subgroup of Rockall Score. It was

observed that for rebleeding positive predictive value

for pre enoscopic Rockall score <2 and e—2 are 85.0%

and 90.0% and for post endoscopic Rockall score <5

and e— 5 are 84.9% and 92.0%.  it was also observed

that for mortality positive predictive value for pre

enoscopic Rockall score < 5 and e— 5 are 0.0% and

3.0% and for post endoscopic Rockall score <5 and

e— 5 are 0.0% and 6.0%.

Discussion

This cross sectional hospital based observational

study was carried out with an aim to observe the risk

involved in acute upper gastrointestinal haemorrhage

by Rockall scoring system, along with etiologic

pattern, outcome and the demographic profile of our

study population.

Sensitivity and specificity of our study was observed

by Receiver Operator Characteristic curve (ROC

curve). For re-bleeding pre endoscopic Rockall score

cut off value of e—1.50, Area under the ROC curve

was 0.363 with 54.5% sensitivity and 32.6% specificity

and post endoscopic Rockall score cut off value of

e—3.5, Area under the ROC curve was 0.346 with

81.8% sensitivity and 20.2% specificity. Blatchford et

al. (2000) showed the area under the ROC curve was

0·92 (95% CI 0·88–0·95), which was significantly higher

than that for Rockall admission (0·71 [0·64–0·78]) and

our score .363(95% CI 0.22-0.50)20.

For mortality, in this current series it was observed

that receiver-operator characteristic (ROC) gave a pre

endoscopic Rockall score cut off value of e—2.5, Area

under the ROC curve was 0.671 with 50.0% sensitivity

and 76% specificity and post endoscopic Rockall score

cut off value of e—5.50, Area under the ROC curve

was 0.808 with 83.0% sensitivity and 78.7%

specificity. Rockall et al, found full post endoscopy

scores ROC Curve area under curve 0·75 [ (5% CI

0·67–0·83]15 . Stanley et al. (2009) reported that

admission Rockall score for prediction of intervention

or death had Area under the curve was 0.72 [95% CI

0.68–0.76] and full Rockall scores By ROC curve

analysis for prediction of intervention or death (area

under the curve was 0.70 [95% CI 0.65–0.75]19

In present study predictive value for rebleeding and

mortality in subgroups of Rockall score was

determined. It was observed that for rebleeding

positive predictive value for preendoscopic score <2

and e—2 are 85.2% and 90.2% and for postendoscopic

Table – XVI

Predictive value of subgroup of Rockall score for rebleeding and Mortality.

For Rebleeding

Rebleeding Total Predictive value

Present Absent Positive Negative

For pre ERS

<2 29 5 34 85.2% 14.8%

³2 60 6 66 90.9% 10.1%

Total 89 11 100

For post ERS

<5 37 7 44 84.9% 15.1%

³5 46 4 50 92.0% 8.0%

Total 83 11 94

For mortality

Mortality

For pre ERS

<2 0 34 34 0.0% 100.0%

³2 2 64 66 3.0% 97.0%

Total 98 100

For post ERS

<5 0 44 44 0.0% 100.0%

³5 3 47 50 6.0% 94.0%

Total 3 91 94
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Rockall score <5 and e— 5 are 84.9% and 92.0% which

is indicative of definitive rebleeding and does not

predict difference between preendoscopic and

postendoscopic out come. For mortality positive

predictive value for preendoscopic score < 2 and e—2

are 0.0% and 3.0% and for postendoscopic Rockall

score <5 and e— 5 are 0.0% and 6.0%  which  indicate

poor predictive value for mortality and predict little

difference between preendoscopic and postendoscopic

out come. In clinical decision making this study

reveals when preendoscopic Rockall score is <2 and

postendoscopic Rockall score < 5  predicts good

outcome which is significant.

In this current study, It was observed that pre

endoscopic Rockall score started from 0 to 6 as

highest score with Mean 1.9 ± 1 SD, among them

highest 30.0% patients had 5 pre endoscopic Rockall

score. On the other hand,  it was observed that post

endoscopic Rockall score Ranged 1 to 9 with Mean

4.83 ± 1.93 SD, highest number 30.0% patients had 5

endoscopic Rockall score followed by 4 in 25.0%.

In our study outcome observed in relation to Rockall

score. Good outcome was observed having  pre

endoscopic Rockall score  <2  in 34(34%) patient’s

and in 44% patient <5 with postendoscopic Rockall

Score. Tommy T. Oei et al defined between 0-1 (_< 2)

pre endoscopic Rockall Score as low risk group and

observed in 26% cases which are nearly similar to

our findings. L. Jensen et al used similar score as

cut off value for low risk group and found 26.6%

patient under this group21. Dominik Cieniawski et al

classified risk group as Rockall score < 3 as low risk

group and found no death at Rockall Score 0-1 which

coins same with our study22. In case of post

endoscopic Rockall score, adverse events was

observed at/above score 5. In a 247 patient series

study Nicholus I. Church et al found mortality at/

above Rockall score 6, which nearly match our study.

In our study we observed rebleeding in 89% cases

and all the 5 death is observed in case of rebleeding.

Rebleeding was observed by Alexander Philip Jacob

et al (2004) in 25% 23 and Daniela Dicu RN (2012) in

40.2% cases16. These results differ from our

observation because we defined rebleeding according

to Rockall Risk stratification score as any evidence

of bleeding occurring after 24 hours of onset;

Alexander Philip observed it after 48-72 hours and

Daniela Dicu after 60 days.

In this current study it was observed that combined

haematemesis and melaena was found in 62.0%

cases, individually haematemesis 17.0% and melaena

21.0%. Boonpongmanee et al. (2004) obtained in their

study that melaena accounted for 56%, followed by

haematemesis (31%); 13% of patients presented with

both haematemesis and melaena ; Peter et al. (1999)

found that haematemesis was in 40% to 55% of

patients, melaena in about 70% to 80%, and

hematochezia in about 15% to 20%6,24,12. Peura et

al. found either hematochezia or melaena was found

in 90% to 98% of patients, which does not match

with our results25.

In our study outcome in relation to presentation was

observed that all the five death occurred in relation

to melaena alone 1% or in combination with

haematemesis 4%. The patients died have intimate

relationship with melaena.This is a very important

finding in our study because for only haematemesis

there is no serious adverse event, patient could be

managed at primary care level without referring or

hospital admission sometimes. In case of melaena

patient should be individualized as there is 1 deaths

among 21 individual melaena affected patient. When

there is both haematemesis and melaena every

patient should be hospitalized for proper medical

supervision. In Groote Schuur hospital, Cape Town,

SZ Kalula, GH Swingler, JA Louw (1997-1998) observed

that absence of melaena and absence of syncope was

independent predictor of good outcome which support

our opinion26.

In this present study it was observed that patients

with acute upper gastrointestinal bleeding was prime

in 5th decade and the mean age was 45.12±14.9 years

varied from 18 – 82 years. In another study Yang et

al. (2006) obtained the mean age was 33.3 ± 11.0 years,

which is lesser with the present study11. And

Boonpongmanee et al. (2004) and Kaplan et al. (2001)

showed the mean age of the was 62.2 years varied

from 19-95 years and 73.3 years varied from 65–100

years, which are higher with the current study, this

may be stated that the higher age range maybe due

to increased life expectancy, geographical and racial

influences that may have significant impacts on acute

upper gastrointestinal bleeding3,5.

In this series it was observed that male were

predominant where male to female ratio was 4:1,

which is closely resembled with Bayyurt et al. (2007)

Boonpongmanee et al. (2004) studies10,3. In another

study, Kaplan et al. (2001) found 42% of the

participants were male and 58.0% were female5. it

differs with our study because this study was done

in cardiovascular health study setting hospitalized

older patients. It was observed that more than one

fourth (26.0%) of the patients were service holder

and female patients mostly (18.0%) housewife. More

than ninety percent (91.0%) patients were married.

Kaplan et al. (2001) found that 66.0% married, which
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is comparable with the current study5.  Almost a half

(48.0%) of the patients was educated at primary level

and 50.0% of the patients came from low income

family.

Comorbid illness predicts mortality in upper

gastrointestinal bleeding obtained by Jiranek and

Kozarek (1996)2. The number of different organs with

disease on admission correlated closely with mortality

in a national survey found by Silverstein et al. 198112.

In this series it was observed that patients presented

with comorbidity in 41 cases with 95% CI 31.4 to

50.6%. Among the comorbidity the highest number of

cases was DM with its complication and associated

disease involving in 10(10.0%) cases. Kaplan et al.

(2001) found diabetes mellitus 9.0% in their study

patients which match our results5. HTN associated

with 8.0% patients.

In this present study it was observed that NSAID

intake was found in 14.0% cases. Boonpongmanee et

al. (2004) found 42.9% NSAID in their study patients3.

In this present study it was observed that tobacco

use was found in 44.0% patients with current smoker

19.0% and alcoholic 4.0%. Kaplan et al. (2001) showed

current smoker 12.0% and more than a half (51.0%)

of their patients was alcoholic respectively, differing

our study due to cultural background5.

In this current study it was observed that tachycardia

(>100/min)is found in 29% cases , More than half

(52.0%) of the patients had low systolic blood pressure

(<100 mmHg) the mean systolic BP was 104.5±22.8

mmHg. and Low (d”60 mmHg) diastolic blood pressure

was found in 42.0% cases and the mean diastolic

blood pressure was 66.86±12.8 mmHg. Kaplan et al.

(2001) study found the mean systolic blood pressure

136.7 mmHg varied from 77 to 236 and the mean

diastolic blood pressure 70.9 mmHg with varied from

0 to 116 mmHg, which is comparable with the current

study5. Schiller found systolic blood pressure the

much more important of the two, with mortality rates

of about 8% for SBP e”100 mm Hg, 17% for SBP 80 to

99 mm Hg, and greater than 30% for SBP < 80 (Schiller

et al. 1970)27.

In this series it was observed that CLD stigmata was

found in 29% cases, including  Jaundice in 4% of

patients.  jaundice is a predictor of increased

mortality rate from 9.4% to 38.2% when present

observed by Peter et al. (1999)6.

 In this current study Low haemoglobin (<10gm/dl)

was found in 47.0%. Clinically 74% patients were

anaemic. Peter et al. (1999) mentioned that Rockall

found a positive correlation between hemoglobin and

both rebleeding and mortality rates6. Hemoglobin <

10 g/dL increased the mortality rate from 10.8% to

18.9% and the rebleeding rate from 11.7% to 23.3%

obtained by Rockall et al. (1996)15.

In our study after endoscopy predominant single

pathology was found  oesophageal varix 25.0%,

followed by duodenal ulcer  14.0%. Bayyurt et al. (2007)

found 18.4% duodenal ulcer (DU), 4.6% gastric ulcer

(GU) of those underwent upper gastro endoscopy for

the last 5 years in evaluation of Endoscopic diagnoses

which nearly match our results10.Considering site of

involvement Oesophageal involvement was found in

48.0% cases, Gastric pathology 42.0% and duodenal

pathology 14.0%. Endoscopic diagnosis could not be

done in 6(6.0%) cases indicating obscure upper

gastrointestinal haemorrhage. Boonpongmanee et al.

(2004) observed peptic ulcer 31.8%, varices 19.8% and

mucosal erosive disease 10.3% were the most common

causes of UGIB3. Gastric ulcer was more common

than duodenal ulcer (19.8% vs. 11.9%). There was no

definite source of UGIB in 18 patients in their study

which is comparable with our study.

In this present study it patient was managed by  EVL

in 38.0% cases and 62.0% cases managed

conservatively. Blood transfusion is needed in 66%

patients ranging from 1 to 9 unit at mean 4.97 unit

with SD ± 3.1. Patients required transfusions in about

50% to 75% of cases reported by Peter et al. (1999)6.

In this present study it was observed that re-bleeding

was found in 89.0% cases, discharge given in 89.0%,

referred to surgery 6.0% and 5.0% expired. Palmer,

(2007) mentioned that re-bleeding occurs in 15–20%

of cases, usually within the first 24 h4. In this current

study it was observed that 50.0% patients stayed in

the hospital for 4-7 days and the mean duration of

hospital stay was 6.36±4.5 days varied from 1 – 22

days. Similarly, Jiranek and Kozarek (1996) found the

average length of stay per patient was 6.45 days,

which is consistent with the current study2.
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Introduction:

Rabies is a fatal zoonotic viral disease transmitted

to human through bite or scratch by infected animal

both domestic and wild. Globally, rabies is the tenth

leading cause of death due to infection in human

and the threat of rabies exists in most part of the

world1. Predominantly rabies affects poor people in

developing countries and for poor quality of rabies

reporting, its true incidence is always underestimated.

Human mortalities from endemic canine rabies was

estimated to be 55,000 deaths per year with 56% of

deaths estimated to occur in Asia and 44% in Africa.

Accurate statistics are not available, however

scattered hospital records indicate that about 2000

people die from rabies each year in Bangladesh.2
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Abstract

Introduction: Rabies is almost invariably fatal zoonotic disease, it can be prevent well with proper

management of wound and rabies prophylaxis. This study aims to describe the pattern of rabies

prone animal bite, to observe the trends of management and relationship with socioeconomic condition

of victims.

Method : This is an observational study. Data was collected from patients presenting with animal

bite or attendants on structured case record form at Infectious Disease Hospital, Dhaka and emergency

department of Mitford Hospital from 1st to 27th February 2010.  Patients with category II &III bite

were followed up 3 months over phone to observe the outcome.

Results: A total 235 animal bite victims attending at Infectious Disease Hospital and Mitford

Hospital were enrolled in study. Young patients, around 49.79% population within 18

years age group; male (82.98%) was more affected and mostly from low socioeconomic

condition. Dog bite (91.06%) was predominant by stray dogs (94.89%) Exposure was mainly

bite (83.82%), which were unprovoked (95.75%) and category – III(86.81%).  Local wound

care was minimal (wash with soap – 28.93%) and use of nerve tissue and cell culture

vaccination was 81.70% and 18.29% respectively.

Conclusion : Predominant rabies prone animal bite is stray dog. Victims after bite took ineffective

nerve tissue vaccine while missing important rabies immunoglobulin due to economic constraints.

The prevention of animal bite need to be addressed for prevention of rabies in Bangladesh.
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Entry of rabies virus occurs through transdermal bite,

scratch or contamination of mucous membrane with

saliva (category – III), minor scratch or abrasion

without bleeding (category – II) by rabies prone

animal.3 In Bangladesh the predominant animal

observed for potential rabies  is dog. Beside these

cat, canine wild animals are responsible for less

frequent cases while Bats were not found to be

responsible in Bangladesh. Its incubation period

varies from 2 weeks to 6 year (average 2-3 months)

depending on amount of virus in the inoculum site

and site of inoculum. The virus moves within

peripheral nerve to central nervous system (CNS) by

fast retrograde axoplasmic flow. It rapidly spread

throughout grey matter. Virus also spread centrifugally
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through nerve to salivary gland, liver, muscle, skin

etc. First clinical symptom is usually neuropathic pain

at wound site. Two presentations are observed:

furious and paralytic forms that cannot be correlated

with any specific anatomical localization of rabies in

the CNS4. Without intensive care, death occurs within

few days (1-5 days) of development of neurological

signs. Rabies is inevitably fatal.

Human rabies is suspected, a case that compatible

with clinical case definition. To be a confirmed case,

laboratory confirmation is done by detection of rabies

viral antigen by Direct Fluorescent Antibody test (FAT)

or by ELISA from clinical specimen (ante mortem or

postmortem) or detection of rabies neutralizing

antibody titre in the serum or the CSF of an

unvaccinated person or detection of viral

nucleocapsid by PCR from clinical specimen.5The

confirmatory facilities for human rabies is not

routinely  available in Bangladesh

Since there is no effective therapy, prevention of

disease after animal exposure is extremely important

which includes local wound care, passive and active

immunization. All bite wounds and scratches are

immediately washed thoroughly with soap and water

or water only followed by disinfection with ethanol or

iodine solution.Dog bite related infections are

polymicrobial, predominantly Pasteurella Multocida

and Bacteroidess pp. Infected bites presenting less

than 12hours after injury are particularly likely to

be infected with Pasteurella spp, whereas those

presenting more than 24 hours after the event are

likely to be predominantly infected with staphylococci

or anaerobes. Suturing is postponed; tetanus

prophylaxis, antibiotic treatment is given whenever

indicated and co-amoxiclav is first choice of

prophylaxis6. In case of category III exposure

Immunoglobin (RIG) is regarded as mandatory. Rabies

immunoglobin is infiltrated around the wound and

residual immunoglobin solution is injected

intramuscularly.3

For post exposure prophylaxis WHO strongly

advocates the use of modern (purified products

prepared on cell culture) vaccines that comply with

WHO criteria for potency, inequity and have been well

designed field trial. WHO supported the trend to

abandon completely the production of brain tissue

vaccines.Economical rabies PEP regimens using 2, 4

or 8 initial ID sites are as immunogenic as the

standard IM regimen, but they use 60% less vaccine7.

In addition to standard intramuscular schedules for

modern vaccine there are intradermal schedules in

which considerable less amount of vaccines is

required where vaccine or money is in short supply.3

Government of Bangladesh has had strategic plan

for rabies prevention and control in Bangladesh and

there is guideline rabies prophylaxis and application

of intradermal vaccine since 20108, 9. Under W.H.O

guidance South Asian countries are now working on

elimination of rabies by the year 202010. Successful

elimination rabies comprises of two basic components,

control of animal rabies and control of human rabies.

Mass dog vaccination and management of dog

population have long been recognized as the mainstay

of successful dog rabies control and eventual

elimination1.

 In rural area of Bangladesh only about 65% had

awareness about the disease of rabies and about 71%

were knowledge about rabies medication11. Poverty,

lack of education, social prejudice etc. lead to improper

management of rabies prone animal bite. There has

not been ample study on animal bite in our country.

Hence we took the study to see the trends of animal

bite.

Patient and method:

This observational study was done in Infectious

Disease Hospital and emergency department of Sir

Salimullah Medical College and Mitford Hospital

during 1st to 27th February, 2010. Total 235patients

was selected withconvenient sampling method.

Patients presenting with Category II and Category

III of any age and both sex were included in the study.

Data was collected and recorded in a predesigned case

record form by face to face interview with patient and

patient attendants. Everybody was given contact

number and followed up over cell phone to know

regarding completion of vaccine.The data was analyzed

in Epi Info™ 6 manually and results are described as

percentage and number.

Results:

Total 232 patients attended at Infectious Disease

Hospital and 3 patients attended emergency

department of Sir Salimullah Medical College Mitford

Hospital. Though age distribution was wide ranging

from 3 year to 80 years, younger age group was

affected mostly and 49.79% (n=117) of population was

within 18 year group. Predominantly male was

exposed, male female ratio was 4.87. Twenty one

percent (n=49) did not go to school and was illiterate,

48.94% (n=118) patients could complete primary

education, 30.21% (n=71) had secondary education

and beyond secondary school.
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Table-I

Table showing the demographic and socio-economic

pattern of victims of animal bite.

Demographic and socio-economic pattern

Sex Male 195 (82.98%)

Female 40(17.02%)

Age 3-18 years 117(49.79%)

19-50 99 (42.12%)

51-80 19(8.09%)

Settings Urban 120(51.06%)

Rural 115(48.94%)

Education Illiterate 49(20.85%)

Primary 115(48.94%)

Second and above 71 (30.21%)

Monthly income <3,000 70(29.79%)

3,000-5,0000 129 (54.89%)

5,000-10,000 20(8.51%)

>10,000 16(6.84%)

60% (n=141) patient came from outside Dhaka city.

Most of patient came from poor socio-economic

condition. 29.79% (n=70) victims had monthly family

income less than taka three thousand and 54.89%

(n=129) had family income taka three thousand to

five thousand. Only 8.51% (n=20) and 6.84% (n=16)

has family income within taka five thousand to ten

thousand and more than taka ten thousand

respectively. Patients presented equally from both

urban (n=120)and rural(n=115).

Details of exposure of animal:

Ninety one present (n=214) of bites was dog bite and

rest was cat bite (n=21) and most of animal was stray

dog (94.89%). No animal was vaccinated previously

against rabies.Nature of exposure was predominantly

bite which was 83.82% (n=197) percent and scratch

was 16.12%(n=38). Most bites were unprovoked and

only 10 victims (4.25%) present with provoked bite.

Most of bite was in lower limb71% (n=166) then upper

limb 19% (n=45) and head neck region 6.80% (n=16).

Only 3.42%(n=7) presented with bite in trunk and

other site.Most of patient with the single bite

70.21%(n=165) but multiple bite was not uncommon

(two-22.12%, n=52; three or more-7.77%, n=18). Most

of bite was category- III (86.81%, n=204) and category

II was only 13.19%.There was no history of pre

exposure vaccination.

Table-II

Table showing the details of exposure of animal bite.

Details of exposure of animal bite

Name of animal Dog 214(91.06%)

Cat 21(8.94%)

Nature of animal Stray 223(94.89%)

Domestic 12(5.11%)

Wild 0

Nature of Bite 197 (83.82%)

exposure Scratch 38(16.12%)

Lick 0

Nature of bite Provoked 10(4.25%)

Unprovoked 225(95.75%)

Site of bite Lower limb 166(70.64%)

Upper limb 45(19.14%)

Head neck 16(6.80%)

Trunk and other site 7(3.42%)

Number of bite Single 165(70.21%)

Two 52(22.12%)

Three and more 18(7.77%)

Category of Category II 31(13.19%)

exposure Category III 204(86.81%)

Local wound care:

Only 28.93% (n=68) victims washed the wound with

water and soap and rest of victims 71.06% (n=167)

did not washed the wound. Use of antiseptics like

alcohol and or iodine was observed in 23.83% (n=56)

of respondents. Only 8.08% (n=19) patients got

antibiotics and rest 91.92% (167) of patients did not

get any antibiotic, 5.96% (n=14) patients got their

wounds closed with stitches and 6.38 %( n=15) of

patients were given tetanus prophylaxis.

Fig.-1: Bar diagram showing frequency of washing with

soap and water, disinfection with alcohol and iodine, use

of antibiotic, wound remain open and tetanus prophylaxis.
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Post exposure vaccination:

One patient came after 2 hours and 5.10%(n=12)

patients came within 12 hours 14.04% (n=33) and

mean duration of bite and first dose vaccination is

75 hours (SD 8.9 Hours).

Nerve tissue vaccination was 81.70% (n=192) cell

culture vaccine was 18.29% (n=43).

During follow up 20.85% (n=49) patient could not

reached over cell phone and could not be known about

their completion of vaccination and 62.98%(n=148)

patient completed vaccination and 11.91%(n=28)

patient could not completed their vaccination. Only

3.83%(n=9) patient got rabies immunoglobin which

was equine. Over cell phone victims were on follow

up for three month and only 52.34% (n=123) could

contacted till end and any victim developed neither

severe adverse reaction (e.g. Transvers myelitis,

Encephalitis) nor rabies.

Discussion

Over 5 years (January 2004–December 2008) a total

of 150,068 patients attended at Infectious disease

hospital ( IDH) for proper management and treatment

of animal bites. On an average 29,888 (95%

confidence interval 24,729–35,046) patients attended

per year12. As Institute of Public Health does not

dispense nerve tissue vaccine without

recommendation of IDH so people from various region

who want to get nerve tissue vaccine has to come

first at IDH.

Though animal bite is a medical urgency, 60% of

patient came for treatment from outside of Dhaka

district. Therefore there is inevitable delay in getting

start of treatment. Age distribution was wide but

49.79% of population was within age limit of 18 year.

Hossain M. et. al. showed 31.5% of animal bite victims

attending at IDH were under age of 10 years, 22.2%

of that were between age of 11-20 and 19.2 % were

within 21 – 30 years. It reflects children and young

adult are always mostly affected. There was male

predominance among the victims which was 82.98%.

From 2004 – 2008 total 116,418 (77.6%) victims were

male and 33,608(22.4%) victims were female12. In

India 72.4% animal bite victims were males and 47.5%

were children in age group of 2-18 years in a multi-

centre study.13

F Akteret. al found 87.1 % of 101patients presenting

with rabies  has history of dog bite14. In an

epidemiological study, Dog bites cause maximum

morbidity (92%) in India; second most common biting

animal is monkey (3.2%), followed by cat (1.8%), fox

(0.4%) etc. and bites are 64.3% of all exposure and

unprovoked bites are 64.7%13. In Bangladesh from

2004 – 2008  among 150,019 cases the species of

animal that caused bite was recorded; dog bite was

most frequent, found in 136,069 (90.7%) cases

followed by cat in 7495 (5.0%), fox/jackal in 643 (0.4%),

mongoose in 426 (0.3%) and undetermined in 5386

(3.6%) cases12. In this study 91.06% patient was

bitten by dog and rest was by cat. Only 5.11% animal

was of domestic, rest was stray dogs and 83.82% of

nature of exposure was bite and rest was scratch

and 95.75% bite was unprovoked. These are all

associated with high risk for development of rabies.

70.21% of patients presented with the single bite but

multiple bite was not uncommon (two-22.12%, three

or more-7.77%). Most of bite was category- III (86.81%)

and category II was only 13.19%.In this study

proportion of category –III exposure was very high

which indicates amount RIG would be required to

treat the victims.

Over all wound management is frustrating in the

study. Only about 28.93% of patient got their wound

washed with water and soap, 23.83% used alcohol or

iodine for disinfection. In India before coming to anti-

rabies center 58.5% people had washed the wound

with water/soap or water alone13.  It reflects that

knowledge, attitude and practice of our poor and

illiterate people regarding the issue which is not

healthy and scientific at all. Use of antibiotic (8.08%)

and tetanus (6.38%) prophylaxis is considerably low;

it is important aspect of general management of any

animal bite.

Majority of patients (81.70%) in this series got nerve

tissue vaccine. WHO supported the trend to abandon

completely the production and use of brain-tissue

including suckling mouse brain vaccines.

Bangladeshwas producing inactivated sheep brain

vaccine i.e. Nerve Tissue Vaccine (NTV) and

consuming a large amount of this ineffective vaccine.

So, the hardcore poor people failed to get that live

saving treatment with post-exposure vaccination with

modern cell culture vaccine.The study was done when

the nerve tissue vaccine was in practice but

government was planning to phase it out gradually.

After gradual phase out of nerve tissue vaccine, now

the Bnagladesh government is using modern cell

culture vaccine throughout the country.

Essentially 86.81% of patient with category – III bite

should have got rabies immunoglobin (RIG), only

3.83% patient received RIG. As most victims are poor

and cannot afford cell culture vaccine and they also

cannot afford high price of RIG. Not only in

Bangladesh but also in India use of RIG is

inadequate; only 2.1 % of victims attending at animal

bite center have RIG13.  Lack of availability of RIG
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and improper knowledge regarding importance of use

of RIG are important factors responsible for reduced

use of RIG.  No patient developed an adverse reaction

of RIG in this study.As significant number victims

112 (48%) could not contacted till the end of 3 months

major complication of NTV and development of rabies

could not be ascertained.

Conclusion

In this study a great proportion of poor people got

nerve tissue vaccine due to lack of affordability. Local

wound management was frustrating and RIG

administration was negligible. Awareness regarding

proper wound management is necessary and provision

of vaccination and RIG should be at primary health

care level to minimize delay of treatment of animal

bite.
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 REVIEW ARTICLE

Introduction:

Chronic Obstructive Pulmonary Disease (COPD) is a

major cause of chronic morbidity and mortality

throughout the world, comprising the fourth leading

cause of death in the world.1The Global Initiative for

ChronicObstructive Lung Disease (GOLD) is an

international committee of experts who periodically

update the knowledge on the diagnosis and

management of chronic obstructive pulmonary disease

(COPD), based on an extensive scientific discussion

and published evidence in the literature .2

Since 2001 the document has been published every

year reporting recommendations to be shared and

implemented in different countries. This year 2017,

the GOLD initiative published the 5-year update on

the diagnosis and management of COPD with modified

recommendations for the diagnosis, management and

prevention of COPD.

Redefining COPD:

GOLD’s definition of COPD was changed in its 2017

Report: “COPD is a common, preventable, and
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treatable disease that is characterized by persistent

respiratory symptoms and airflow limitations that are

due to airway and/or alveolar abnormalities usually

caused by significant exposure to noxious particles

or gases.”

Compared to the previous definition, it introduces

the concept of persistent symptoms, while discarding

the putative pathogenic mechanism (i.e., enhanced

inflammatory response); exacerbation, progression,

and comorbidities are similarly not included in the

revised definition of the disease.

GOLD 2017 recognizes that chronic respiratory

symptoms (chronic dyspnea, cough and sputum

production) may be present in the absence of abnormal

spirometry, may be associated with structural lung

alteration, and may precede the development of airflow

limitation .3

Disease development & Progression:

Worldwide, the most commonly encountered risk

factor for COPD is tobacco smoking. But, nonsmokers

may also develop COPD. COPD is the result of a
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complex interplay of long-term cumulative exposure

to noxious gases and particles, combined with a variety

of host factors including genetics, airway hyper-

responsiveness and poor lung growth during

childhood.4-6

Often, the prevalence of COPD is directly related to

the prevalence of tobacco smoking, although in many

countries outdoor, occupational and indoor air

pollution (resulting from the burning of wood and other

biomass fuels) are major COPD risk factors.7,8

Changes to COPD initial assessment & severity:

GOLD continues to refine its ABCD grading system,

introduced in 2011, to determine the severity of COPD.

The primary criterion for diagnosis is unchanged: post-

bronchodilator forced expiratory volume in 1 second

(FEV1)/forced vital capacity (FVC) less than 0.70.

Spirometry remains important to confirm the diagnosis

in those with classic symptoms of dyspnea, chronic

cough, and/or sputum production with a history of

exposure to noxious particles or gases.

The GOLD assessment system previously incor-

porated spirometry and included an “ABCD” system

such that patients in group A are least severe.

Spirometry has been progressively deemphasized in

favor of symptom-based classification and the 2017

Report, for the first time, dissociates spirometric

findings from severity classification. So, airflow

limitation (obstruction on spirometry) is not a

component of the ABCD severity system in 2017

guideline, because airflow limitation correlates less

well with functional limitation and quality of life than

do patient reported symptoms and history of COPD

exacerbations.

The new system uses symptom severity and

exacerbation risk to classify COPD. Two specific

standardized COPD symptom measurement tools, The

Modified British Medical Research Council (mMRC)

questionnaire and COPD Assessment Test (CAT), are

reported by GOLD as the most widely used.9,10

In the refined assessment scheme,

• Patients should undergo spirometry to determine the

severity of airflow limitation (i.e., spirometric grade).

• They should then undergo assessment of either

dyspnea using mMRC or symptoms using CAT.

•  Finally, their history of exacerbations (including

prior hospitalizations) should be recorded.

Table-II

CAT (COPD Assessment Test) Assessment:

Table-I

Modified MRC dyspnea scale

Figure 1: The refined ABCD assessment tool
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Thus, symptom severity and exacerbation risk is

divided into four quadrants:

• GOLD group A: Low symptom severity, low

exacerbation risk.

• GOLD group B: High symptom severity, low

exacerbation risk.

• GOLD group C: Low symptom severity, high

exacerbation risk.

• GOLD group D: High symptom severity, high

exacerbation risk.

Example: If we consider two patients - both patients

with FEV1 < 30% of predicted, CAT scores of 16 and

one with no exacerbations in the past year and the

other with four exacerbations in the past year. Both

would have been labeled GOLD D in the prior

classification scheme. However, with the new

proposed scheme, the subject with 4 exacerbations

in the past year would be labelled GOLD grade 4,

group D; the other subject with no exacerbations

would be labeled GOLD Grade 4, group B.

This classification scheme may facilitate

consideration of individual therapies and also help

guide escalation and de-escalation therapeutic

strategies for a specific patient.

Changes to prevention and management of stable

COPD:

Smoking cessation remains important in the

prevention of COPD. The 2017 Report reflects the

Preventive Services guidelines for smoking cessation:

Offer nicotine replacement, cessation counseling, and

pharmacotherapy (varenicline, bupropion or

nortriptyline).

• Vaccination:Influenza vaccination can reduce

serious illness (such as lower respiratory tract

infections requiring hospitalization)11 and death

in COPD patients.12-14  Pneumococcal

vaccinations, PCV13 and PPSV23, are

recommended for all patients e” 65 years of age.

The PPSV23 is also recommended for younger

COPD patients with significant comorbid

conditions including chronic heart or lung

disease.15

• Pulmonary rehabilitation improves symptoms,

quality of life, and physical and emotional

participation in everyday activities.The patient

with COPD is asked to play an active role in the

whole management of the disease, through self-

management, participation in rehabilitation

programs, and discussion over end of life and

prolonged care.

• Evaluation of the inhaler technique is now

recommended. According to recent data on

inhaler technique errors, it seems that only 6%

of the patients have an optimal skill and

adherence with inhalers 16. Thus, it is necessary

that clinicians recognize the different devices and

techniques, and suggest the most appropriate for

each individual patient.17

• Oxygen therapy: The 2017 GOLD guidelines

generally advise against the routine practice

of prescribing supplemental oxygen to stable

COPD patients without  severe resting

hypoxemia.

The guidelines do suggest thatindividual patient

factors may be considered when evaluating a

patient’s need for supplemental oxygen. COPD

patients with severe resting hypoxemia (oxygen

saturation d”88% and certain other patients with

COPD) should all receive supplemental oxygen to

be worn continuously.

The ABCDs of stable COPD Treatment in 2017

GOLD Guidelines:

There were several changes to the pharmacologic

treatment algorithm in 2017 guideline. For the first

time, GOLD proposes escalation strategies.

Preference is given to LABA/LAMA (long-acting beta-

agonist/long-acting muscarinic antagonists)

combinations over LABA/ICS (long-acting beta-

agonist/inhaled corticosteroid) combinations as a

mainstay of treatment.

The rationale for this change is that LABA/LAMAs

give greater bronchodilation compared with LABA/

ICS, and one study showed a decreased rate of

exacerbations compared to LABA/ICS in patients with

a history of exacerbations.18, 19 In addition, patients

with COPD who receive ICS appear to have a higher

risk of developing pneumonia.

Antibiotics: More recent studies have shown that

regular use of macrolide antibiotics may reduce

exacerbation rate.20,21

The 2017 GOLD guidelines go further in advising

physicians exactly what class of medication to use,

in which COPD patients according to where they fall

in the ABCD grading scheme:
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Management of Exacerbations:

• An exacerbation of COPD is defined as an acute

worsening of respiratory symptoms that results

in additional therapy.

• Short-acting inhaled beta2-agonists, with or

without short-acting anticholinergics, are

recommended as the initial bronchodilators to

treat an acute exacerbation.

• Maintenance therapy with long-acting

bronchodilators should be initiated as soon as

possible before hospital discharge.

• Systemic corticosteroids can improve lung

function (FEV1), oxygenation and shorten recovery

time and hospitalization duration. Duration of

therapy should not be more than 5-7 days.

•  Antibiotics, when indicated, can shorten recovery

time, reduce the risk of early relapse, treatment

failure, and hospitalization duration. Duration

of therapy should be 5-7 days.

• Methylxanthines are not recommended due to

increased side effect profiles.

• Non-invasive mechanical ventilation should be

the first mode of ventilation used in COPD

patients with acute respiratory failure who have

no absolute contraindication because it improves

gas exchange, reduces work of breathing and the

need for intubation, decreases hospitalization

duration and improves survival.

Comorbidities:

Finally, the 2017 GOLD document devotes new

insights to comorbidities in its last chapter. COPD

is known to be associated with other concomitant

conditions, including cardiovascular and muscular-

skeletal diseases, osteoporosis, mood disorders, and

cancer, evoking multimorbidity as the most likely

clinical figure in these patients 22. Accordingly, the

importance of the active search, diagnosis, and

treatment of any comorbidity associated to COPD is

now recommended.

Figure 2: Pharmacological treatment algorithms by GOLD Grade (highlighted boxes and arrows indicate preferred

treatment pathways)
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Conclusion:

The GOLD 2017 document reports several new

insights into the diagnosis and the management of

the patients with COPD. This seems a step toward

achieving a comprehensive, personalized and patient-

centered approach.
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Introduction:

The first use of the term “lupus,” which is Latin for

wolf, is attributed to the 12th-century physician

Rogerius to describe the classic malar rash that

resembles the pattern or fur on a wolf’s face. Systemic

lupus erythematosus (SLE) is a chronic systemic

autoimmune disease characterized by the production

and deposition of autoantibody immune complexes

in tissues throughout the body1. Systemic lupus

erythematosus can affect virtually any organ in the

body, and the American College of Rheumatology has

set criteria for the diagnosis of SLE. Although ocular

manifestations are not part of the diagnostic criteria,

they are common and can be observed in up to one-

third of patients with SLE2. The most common

ophthalmic presentation in patients with SLE is

retinopathy with microangiopathy, which presents

with cotton wool spots with or without intraretinal

hemorrhage3. However, severe vaso-occlusive

retinopathy as the initial manifestation of SLE is

 CASE REPORT

VASO-OCCLUSIVE RETINOPATHY AND STAGE IV

LUPUS NEPHRITIS; PRIMARY MANIFESTATION OF A

30 YEAR OLD FEMALE
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Abstract

The diagnosis of systemic lupus erythematosus (SLE) depends on clinical evidence of renal,

rheumatologic, cutaneous, and neurologic involvement, supported by serological markers. Ocular

involvement is not included in diagnostic criteria of SLE. Vaso-occlusive retinopathy, as the primary

manifestation of systemic lupus erythematosus (SLE), is relatively rare. We report a 30-year-old

female, who suddenly suffered bilateral visual loss. Fundus examination revealed bilateral occlusive

retinal vasculitis. She fulfilled the American College of Rheumatology criteria for diagnosing SLE;

she had arthralgia, photosensitivity, positive ANA, high titre of anti-dsDNA, and proteinuria. A renal

biopsy showed stage IV lupus nephritis. Treatment was initiated with pulse steroid and

immunosuppressant. Best corrected visual acuity of both eye improved to finger counting after

treatment. This case demonstrates that in patients with severe vaso-occlusive retinopathy, a

generalized immunological disorder, like SLE, should be suspected.
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relatively rare4. There have been fewer than 50

patients previously reported in the literature (4-8).

Approximately 35% of adults with SLE have clinical

evidence of nephritis at the time of diagnosis, with

an estimated total of 50–60% developing nephritis

during the first 10 years of disease (9-12). We, herein,

describe a case of systemic lupus erythematosus,

which who initially presented with bilateral vaso-

occlusive retinopathy.

Case report:

A 30 years old female was presented with sudden

onset of visual loss for 03 days with a recent history

of high grade intermittent fever and lower limb

swelling for 12 days. She had no history of headache,

convulsion, vomiting, diarrhea, trauma, documented

hypoglycemia, recent change of medication or recent

travel.

On details query, she gave history of photosensitivity,

arthralgia and alopecia for last 2-3 months. She used

Bangladesh J Medicine 2018; 29 : 36-40



NSAIDS sometimes for joint pain but denied having

any skin lesion. On admission, her body temperature

was 104°F, heart rate was 104/minute, respiratory

rate was 18/minute, and blood pressure was 110/60

mm Hg. Anaemic conjunctiva was found, bilateral

pedal edema was present. She was referred to an

ophthalmologist for visual loss. By using semi

quantitative scale her visual acuity (VA) was limited

to light perception. Retinal examination revealed

multiple areas of hemorrhage and exudate involving

macula. She was advised for fluorescence angiogram.

Color photograph of the fundus of both eyes showed

dilatation, tortuosity and beading of retinal veins.

There are numerous exudates and intra retinal

hemorrhage (Figure 1). Fluorescence angiogram

revealed some areas of fluorescence leakage with

areas of peripheral nonperfusion with hypoperfusion

and some areas of neovascularization (Figure 2).

Ischaemic retinopathy was entertained and a collagen

disease especially SLE was suspected.

She was advised for further investigations. Complete

blood count (CBC) included hemoglobin at 7.9 g/dL

without hemolytic blood features, and normal white

blood cell and platelet count. Erythrocyte

sedimentation rate (ESR) was 28 mm/hour. Urine

analysis found proteinuria and urinary total protein

was 3.2 gm/day. An antinuclear antibody (ANA) test

was positive at a titer of 8.71(positive >1) and anti-ds

DNA >240 IU/ml (positive >25).Her liver function tests

were normal. She fulfilled five of the American College

of Rheumatology criteria for SLE, Including arthralgia,

photosensitivity, positive ANA, high titre of anti-

dsDNA, and proteinuria.

The diagnosis of systemic lupus erythematosus was

made. Anti-phospholipid antibody (APA) level was

negative. Both Complements level were found low.

Fig.-1: Color fundus pictures at presentation showed dilated, tortuous and beading of retinal veins and numerous

diffuse, confluent exudates and hemorrhage involving macula.

Fig.-2: Fluorescence angiography revealed areas of fluorescence leakage and peripheral nonperfusion with

hypoperfusion and some areas of neovascularization.
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Fig-3: Four weeks after treatment with systemic steroid showed decreased exudates and haemorrhage

Discussion

SLE is a chronic, usually life-long, potentially fatal

autoimmune disease characterized by unpredictable

exacerbations and remissions with protean clinical

manifestations. The etiology of SLE remains unknown.

Disease manifestations result from recurrent

vascular injury due to immune complex deposition,

leukothrombosis, or thrombosis3.

Ocular findings in SLE include anterior segment signs

such as keratoconjunctivitis sicca, episcleritis and

scleritis. It is important to recognize SLE-associated

posterior segment disease.Posterior segment

manifestations of SLE include retinal

microvasculopathy such as cotton–wool spots and

retinal hemorrhages. Other manifestations may

include microaneurysms, vascular tortuosity,

arteriolar narrowing, retinal edema or exudates.

Retinal microangiopathy associated with SLE is

thought to represent immune complex-mediated

vascular injury and microvascular thrombosis13.

Fortunately, most patients with mild retinopathy are

at low risk for vision loss.14 In contrast, SLE

associated vaso-occlusive disease characterized by

widespread capillary non-perfusion of the retina has

been associated with a worse visual prognosis. Up to

55 percent of patients may have vision worse than

20/200, and 40 percent of patients may go on to

develop retinal neovascularization and vitreous

hemorrhage15. Patients often require panretinal

photocoagulation to treat areas of capillary

nonperfusion. Some patients can develop anterior

segment rubeosis, tractional retinal detachment or

macular infarction16 leading to significant vision loss

and morbidity.  Increasing evidence suggests that this

more severe vaso-occlusive form of lupus-related

retinopathy may be associated with the presence of

antiphospholipid antibodies, including the presence

of anticardiolipin (aCL) or lupus anti-coagulant

antibodies (LAC) 17.

Renal involvement is reported to occur in 61-81% of

patients with SLE. A renal biopsy is necessary to

confirm and classify the diagnosis of lupus nephritis

and hence to guide treatment (Table 1).

Table-1

International Society of Nephrology/Renal pathologty

society 2003 classification of LN

Class I Minimal Mesangial LN

Class II Mesangial proliferative LNLN

Class III Focal LN (<50% of glomeruli)

III (A): acive lesions

III (A/C): acive and chronic lesions

III (C): chronic lesions

Class IV Diffuse LN (50% glomeruli)

Diffuse segmental (IV-S) or global (IV-G) LN

IV (A): acive lesions

IV (A/C): acive and chronic lesions

IV (C): chronic lesions

Class V Membranous LN+

Class VI Advanced sclerosing LN (%90% globaly

sclerosed glomeruli without residual

activity)
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Overall survival in patients with SLE is approximately

95% at 5 years after diagnosis and 92% at 10 years

after diagnosis 18, 19. The presence of lupus nephritis

(LN) significantly reduces survival to approximately

88% at 10 years. Our patient presented with features

of stage IV (Diffuse proliferative lupus nephritis:

DPLN) disease on renal biopsy. End stage renal

disease or death has been reported in 20-50% of

patients with this form of nephritis at 10-year follow-

up due to progressive renal parenchymal injury20.

Recommendations for management of LN consisted

of pulse glucocorticoids followed by high-dose daily

glucocorticoids in addition to an immunosuppressive

medication, with cyclophosphamide (CYC) viewed as

the most effective immunosuppressive medication for

diffuse proliferative glomerulonephritis.

Mycophenolate mofetil can be used as an alternative

in child bearing aged patients.

Since the ocular complications of SLE are generally

associated with active disease elsewhere in the body,

control of the systemic disease may lead to resolution

of the ocular manifestations. Some oral medications

(e.g. nonsteroidal anti-inflammatory agents,

antimalarial therapy, immunosuppressive agents,

antiplatelet treatment, steroids) may be helpful in

the treatment of SLE21. Systemic therapy with steroid

is required when severe manifestations of SLE such

as vaso-occlusive retinopathy are present21. In this

case; intravenous steroid pulse therapy was

prescribed in the beginning to stabilize the acute

stage of the disease. Thereafter, antimalarial drugs,

high-dose steroid and immunosuppressant were given

to control the disease activity of SLE.

Treatment of SLE retinopathy is aimed at preventing

complications arising from neovascularization. A

significant factor affecting visual outcome is the high

rate of neovascularization and vitreous hemorrhage

arising from retinal ischemic events. Panretinal

photocoagulation and vitrectomy have been found to

be useful in preserving vision21. In this case, the

early intervention with bilateral panretinal

photocoagulation may be considered to have

prevented complications arising from

neovascularization.

Vision loss is an important issue in vaso-occlusive

retinopathy of SLE. In 50% of SLE patients with this

type of vaso-occlusive retinopathy, visual acuity was

less than 6/20 6-8. In our patient visual acuity of

both eye improved to finger counting. The visual

prognosis is poor, as reported in the literature6-8.

This case highlights the importance of timely

treatment to prevent further vision loss.

Conclusion:

This case report demonstrated that SLE might initially

manifest with ocular symptoms, which are potentially

severe. Though, Visual acuity improved after

treatment, this case reminds us that in patients with

severe vaso-occlusive retinopathy, a generalized

immunologic disorder, like SLE, should be taken into

consideration.
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Introduction

Paraquat (1,12 -dimethyl-4,42 -bipyridinium dichloride)

is a commonly used herbicide in agriculture. Poisoning

by Paraquat has become a common phenomenon in

our country. Yet, the physicians are facing difficulty

while treating the cases because of lack of an antidote

or specific management guideline.  This potentially

toxic agent accumulates in high concentration in type

1 & 2 alveolar cells in lungs and proximal convoluted

tubules in kidney after rapid absorption. It may cause

acute necrosis of gastrointestinal tract, liver, adrenal

cortex and hemorrhage, edema in the brain1. The main

target organ is the lung, where its concentration

remains 6 to 10 times higher even after blood and

urine levels have fallen2. After accumulating in the

cells it results in redox cycling and generates reactive

oxygen species (ROS). These ROS causes lung injury

resulting in rapid proliferation of fibroblasts leading

to progressive fibrosis Paraquat is excreted

unchanged in the urine. A study showed the patients

fully developed acute kidney injury (AKI) at the fifth

day after poisoning and normalized within 3 weeks

without exception3. This case reports portrays a

patient with sub lethal dose of Paraquat poisoning

who developed acute kidney injury and progressive

lung fibrosis.

ACUTE LUNG FIBROSIS FOLLOWING PARAQUAT

POISONING

APARNA DAS1, NAZIHA SABAH NEERA2, FORHAD UDDIN HASAN CHOWDHURY3, MD AZIZUL KAHHAR4

Abstract

Paraquat is a potentially toxic herbicide that is used to eradicate common weeds. It is classified as

a moderately hazardous (grade 2) pesticide by World Health Organization (WHO). Poisoning by

paraquat carries significant mortality. It has an inclination to accumulate in lungs accelerating

pulmonary fibrosis. We present a case report of a young man who accidentally ingested a mouthful

of paraquat and subsequently developed fibrosis of lungs.

Keywords: Paraquat, Herbicide, Lung fibrosis.
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Case Summary

An 18-year old young male farmer cum shopkeeper

was brought to the emergency department with

shortness of breath and oliguria seven days after

accidental ingestion of a mouthful of commercially

available paraquat (20%) formulation. Initially, he was

admitted in a local hospital having only vomiting. He

was given supportive treatment but gastric lavage or

oral adsorbents were not given. As he felt better he

was discharged with advice.

But seven days later, he developed shortness of

breath for which he was referred to Dhaka Medical

College Hospital. The breathlessness was associated

with dry cough, dysphonia and burning sensation in

the mouth. He developed oliguria, passing about 250ml

urine each day. He denied any history of hemoptysis,

chest pain, difficulty in swallowing, abdominal pain

or alteration of bowel habit.

On examination, his GCS was 15/15, dyspnoeic,

cyanosed. His pulse rate was 96 bpm, regular, BP

110/70mm Hg, temperature was 99oF, Respiratory rate

was 32 breaths per minute. His tongue showed

erythematous patchy erosions characteristic of

paraquat –tongue. Examination of cardiovascular and

respiratory system revealed no abnormality except

bilateral basal crepitations.  Oxygen saturation was

66%.
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Investigation shows:

Complete blood count TC o f WBC 14,300/cu mm

• Neutrophil 75.3%

• Lymphocyte 13.4%

Hb 14.7 g/dl

RBC 5.20 m/

Platelet 2,73,000/ cu mm

ESR 25mm in 1st hour

Serum Creatinine 4.73 mg/dl (raised >3 times)

Serum electrolyte Sodium 139 mmol/LPotassium 2.9 mmol/L

Serum Bilirubin 2.80mg/dl

SGPT 127U/L (raised 2.5 times)

ECG Sinus Tachycardia

Echocardiography Normal (LVEF 64%)

Arterial blood gas analysis • pH 7.483

• pCO2 32.5 torr

• pO2 125.7 torr

• Bicarbonate 24.3 mmol/L(respiratory alkalosis)

HRCT scan of chest Bilateral lung fibrosis & pleural thickening

Spirometry • FEV1/FVC 91.8% (predicted 84%)

• Post bronchodilator FEV1 showed no improvement.

• TLC 1.84L (predicted 5.14L)

• Corrected DLCO 7.68 ml/min/mm Hg (predicted 29.23 ml/min/mm Hg)

The patient was treated with low flow humidified

oxygen (later discontinued), nebulization with

salbutamol and ipratropium bromide, injection

methylprednisolone and injectable antibiotic.

Adequate hydration was maintained.

After getting five days of methylprednisolone therapy,

the patient’s subjective well being improved

considerably. But, he still had tachypnoea (36

breaths/min) and tachycardia (114 b/min). Oxygen

saturation increased to 88%. Serum creatinine

became normal with adequate urine output. The

patient was discharged at 4 weeks of hospital

admission with high dose oral steroid and antioxidant

therapy.

Fig.-1: Paraquat-tongue: just after poisoning Fig.-2: Paraquat-tongue: one month later
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Fig.-3: The covering of the bottle of poison showing its ingredients

Fig.-4: Chest X-ray P/A view, taken several days after

poisoning.
Fig.-5: HRCT scan of chest

Discussion

The commonest presentation of paraquat poisoning

is kidney and lung involvement as evidenced by this

case. In one study, >50% of 278 patients developed

AKI with approximately 35% having RIFLE (risk, injury,

failure, loss, end-stage: KDIGO criteria of AKI) class

‘failure’ (3). The acute kidney injury in this patient

can also be classified as ‘failure’ as serum creatinine

was raised more than 3 times from the baseline. Mild

hepatic dysfunction was observed in this patient

initially which improved within a few weeks. The

gastrointestinal symptoms occur due to caustic

irritation effect which was not prominent in this

patient. At intermediate dose, pulmonary edema

develops within 24-48 hours; lack of surfactant causes

hypoxemia and may resemble acute respiratory

distress syndrome4. At large dose (30mg/kg body

weight), multiorgan failure may occur upto 6 weeks

after poisoning. Disease progression in lungs is

marked by rapidly worsening respiratory distress,

hypoxemia and restrictive lung defect with decreased

lung compliance and diffusion capacity4. As expected,

the spirometry showed severe restrictive abnormality

with reduced DLCO. .

Although high dose immunosuppressive therapy with

injectable cyclophosphamide (5mg/kg/day) and

dexamethasone (24mg/day) for 14 days have been

correlated with 75% survival rate5, a subsequent study
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did not demonstrate its usefulness. Pulse therapy

with methylprednisolone and cyclophosphamide may

be effective in preventing respiratory failure and

reducing mortality in patients with moderate to severe

paraquat poisoning6. However, pulse therapy with

methylprednisolone only is known as a strong anti-

inflammatory treatment suppressing ROS production

by neutrophils and macrophages6. We treated our

patient only methylprednisolone because amount of

intake of paraquat was very  small and got much

improvement of his symptoms after treatment.

Supplemental oxygen therapy may worsen the

outcome of patient (2). Gastric lavage should be avoided

as paraquat is caustic. Increased GI adsorption and

elimination by Bentonite, Fuller’s Earth or activated

charcoal can be given7. Desferrioxamine inhibits iron

chelation, ultimately reducing paraquat induced free

radical generation. It also blocks uptake of paraquat

by type 2 alveolar cells8. Pirfenidone is able to reduce

pulmonary fibrosis in a rat model but the increase in

survival was insignificant9. There was little effect of

Endothelin-I receptor blocker (Bosentan) to prevent

fibrosis10. Extracorporeal elimination like

hemodialysis, hemofiltration or hemoperfusion did

not have effect on survival unless used just after

(within 2 hours) poisoning7, therefore hemodialysis

was not performed in this patient. Vitamin E

supplement has failed to show any survival benefit,

but both vitamin E and vitamin C prevent cytotoxicity

by scavenging free radicals. N-acetylcysteine may have

a role in scavenging ROS, reducing inflammation.11.

Early lung transplantation has been unsuccessful

because of the cellular accumulation of paraquat

resulting in fibrosis of the transplanted lung12.

The main cause of delayed mortality is progressive

lung fibrosis whereas early mortality occurs as a

result of circulatory collapse. There are many tools

to assess the prognosis of paraquat poisoning. Plasma

paraquat concentration has the greatest prognostic

value but it is not commonly available. A simple yet

effective way to predict 30-day mortality is

measurement of neutrophil-lymphocyte ratio (NLR).

Acute paraquat poisoning causes leukocytosis,

neutrophilia and lymphopenia reflecting oxidative

stress due to free radical induced chemokine

production. An increase in NLRe” 10.57 showed 85%

mortality rate (13). The calculated NLR for this patient

on admission was 5.62, predicting a 30-day mortality

rate to be only 14.7%.

Conclusion

The likelihood of poisoning with a herbicidal agent

like paraquat in our country is presumed to be high.

The high mortality rate and lack of an antidote and

an appropriate treatment protocol have created a

challenging situation for physicians to deal with such

cases. Even after survival, the rapid development of

notorious complications as observed in this case call

for our attention on the management of this

potentially toxic substance.

Consent

Written informed consent was obtained from the

patient for the publication of this case report.
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DENGUE EXPANDED SYNDROME: AN UNUSUAL

PRESENTATION

QUAZI TARIKUL ISLAM1, HOMAYRA TAHSEEN HOSSAIN2, MD. ABULKASHEM KHANDAKER3, HAM
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Abstract:

Dengue fever is a mosquito borne viral infection found in tropic & sub-tropic regions. The symptomatic

dengue infection follows an uncomplicated course; however, unusual manifestations of this disease

are now being increasingly reported as expanded dengue syndrome which incorporates wide

spectrum of uncommon presentation of this common disease which does not fall into either dengue

shock syndrome or dengue hemorrhagic  fever. We report a case of a 30 year old lady who presented

with high grade fever, rash, diffuse abdominal pain & vomiting, who ultimately developed shock

and features of multi organ failure. We diagnosed her as a case of expanded dengue syndrome with

multi organ failure ( hepatitis with very high transaminase levels, pancreatitis, acalculous cholecystitis,

coagulation failure & acute kidney injury) with septicaemia. With prompt diagnosis and aggressive

management, this potentially fatal patient was cured.

Key Words:Dengue fever, expanded dengue syndrome, multi organ failure
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Introduction

Dengue fever is a viral infection of rainy season,

transmitted by the mosquito AedesAegypti.

AedesAegypti mosquito is found in tropic &subtropic

regions & is commonly known to flourish due to

unplanned urbanization & poor control measures.

The symptomatic dengue infection follows an

uncomplicated course; however, unusual

manifestations of this disease are now being

increasingly reported as expanded dengue syndrome

which incorporates wide spectrum of uncommon

presentation of this common disease. Expanded

dengue is a terminology developed in the WHO

guidelines of year 2012.1 Unusual manifestations of

patients with severe organ involvement such as liver,

kidneys, brain or heart associated with dengue

infection have been increasingly reported in dengue

hemorrhagic fever (DHF) and also in dengue patients

who do not have evidence of plasma leakage. These

unusual manifestations maybe associated with co-

infections, co-morbidities or complications of

prolonged shock and can be clubbed under the

expanded dengue syndrome. The unusual

manifestations may be underreported or unrecognized

or not related to dengue. These atypical

manifestations may be potentially serious and may

result in increased rates of morbidity and mortality,

which can be preventable with prompt diagnosis and

judiciary management. Therefore, clinicians should

be aware of these atypical manifestations.

We report a case of expanded dengue syndrome in a

30 year old lady with hepatitis with very high level of

liver enzymes, acute kidney injury and  septicaemia.

The purpose of our case reporting is to throw light on

atypical manifestations of dengue, especially during

ongoing epidemics.

Case Report

A 30-year-old lady presented with high grade fever for

5 days, together with vomiting and diffuses abdominal

pain for 3 days. She had aches and pain of body from

the onset of fever. She was conscious but drowsy,

she had rash all over the body and was having heavy

flow of menstrual cycle. She was non-diabetic,

normotensive. On examination both of her eyes were

congested, Pulse- 112/min, normal volume, BP- 100/

60mmHg, Temp 104.4OF, Respiratory rate 22/
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Table 1

Investigation Profile

min.There was diffuse abdominal tenderness without

any organomegaly. Breath sound was diminished in

the lower part of both lungs.

Initial management was done by IV Normal saline,

IV antiemetic, IV Proton Pump Inhibitor, Paracetamol

as per WHO Dengue Fever protocol.

On the day of admission, she developed respiratory

distress.On the second day of presentation she

developed profound shock with reduced urinary

output. She was then transferred to the intensive

care unit for better monitoring and management.

The investigations of her illness are depicted in Table 1

Very high level of liver enzymes (AST>ALT) with normal

bilirubin & negative viral markers indicate this

anicteric hepatitis is due to dengue infection, which

is a component of expanded dengue syndrome.

Investigation profile revealed the patient had been

suffering from septicaemia with multi organ failure

(liver, kidney, haemopoietic system, pancreas, gall

bladder) due to dengue infection, which is evident by

positive Dengue IgM.

We diagnosed the patient as Expanded Dengue

Syndrome and promptly started management

symptomatically. Ultimately the patient required two

units of aphertic platelet, four units of platelet

concentrate, six units of FFP along with other

managements.

From the 6th day of presentation she showed signs of

improvement both clinically and biochemically. She

was later discharged with full recovery.

Discussion

Dengue is the most rapidly spreading mosquito borne

viral disease in the world 2 and as larger proportion

of population is being affected, more unusual

manifestations are being reported. Presentation of

dengue viral infection is variable, ranging from

asymptomatic viral infection to life threatening dengue

shock syndrome. In 2011 revised WHO guidelines,

dengue was divided into dengue fever (DF), dengue

hemorrhagic fever (DHF) without shock or with shock

(DSS) and expanded dengue syndrome 3.Expanded
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dengue syndrome is a new entity added to the

classification system to incorporate a wide spectrum

of unusual manifestations of dengue infection

affecting various organ systems including

gastrointestinal, hepatic, neurological 4, pulmonary,

renal system& other isolated organ involvements

expressed as complications of severe profound shock

or associated host conditions or co- infections.

The atypical manifestations noted in dengue can be

mutisystemic and multifacetal.  In clinical practice,

the occurrence of atypical presentation should prompt

us to investigate for dengue. Knowledge of expanded

dengue helps to clinch the diagnosis of dengue early,

especially during ongoing epidemics, avoiding further

battery of investigations.5

Our patient’s initial presentation was with high grade

fever, rash and generalized body ache, which was

typical of dengue fever. On the third day of her illness,

she developed diffuse abdominal pain and

vomiting.Investigations revealed markedly elevated

level of liver enzymes with normal serum bilirubin

level & raised serum lipase level. Ultrasonography of

whole abdomen revealed presence of ascites &

acalculuscholecystitis. So, there was acute anicteric

hepatitis, pancreatitis & cholecystitis- all contributing

to her abdominal pain.

The patient was admitted on the 5th day of her illness,

so Dengue NS1 antigen was negative. Dengue IgM

antibody was positive, indicating primary infection.

Altered liver function test is common in dengue, but

such a high level of AST & ALT is very unusual. AST

elevation is usually greater than ALT in dengue 6, as

we found in our patient.Gastrointestinal

manifestations of expanded dengue syndrome are

variable including hepatic dysfunction,

acalculuscholecystitis fulminant hepatic failure,

acute pancreatitis, diffuse peritonitis and so on7. The

levels of aminotransferases (usually not more than

100 U) generally reach maximum values around the

ninth day after the first episode of fever and gradually

taper off toward normality within two weeks. DSS is

associated with higher mortality than

DHF7.Acalculouscholecystitis has been documented

in many case reports. Asymptomatic gall bladder

edema as an ultrasound examination finding can be

a surrogate marker of dengue before arrival of

laboratory investigations report.Cholecystectomy is

not advised, however, a close watch for impending

gangrenous gall bladder is a must8.

Renal involvement in dengue is uncommon as

compared to other organ involvement. The commonest

renal presentation is that of a pre-renal acute kidney

injury (AKI) related to third space fluid loss and

dehydration9.Our patient also developed AKI with

hyponatraemia with haematuria. There was evidence

of plasma leakage, as evidenced by ascites, pleural

effusion and raised haematocrit level. The patient

had severe thrombocytopenia & raised prothrombin

time & APTT. Bleeding manifestations were in the

form of haematuria & menorrhagia.

Due to multisystem involvement with septicaemia

in this seropositive dengue patient, we labeled her

as Expanded Dengue Syndrome and managed

aggressively in ICU with all possible supportive

measures. Though her overall condition was very

critical, from the 6th day of presentation, she showed

signs of improvement both clinically and

biochemically. This is the beauty of clinical medicine

& rewards for the clinicians- bringing back to life.
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A 25 years old female presented with progressive head

ache and occasional transient loss of vision for last

4 months. She was newly diagnosed Hypertension

for last 1 month. Clinical examinations pulse-60b/

min, blood pressure 150/100 mm of Hg, bilateral

papilledema and features of Acromegaly. Patient was

investigated with plain and contrast magnetic

resonance imaging (MRI) of brain. A lobulated T1 hypo

and T2-FLAIR hyperintense mass (about

5cmx4cmx3.6cm) with few cystic areas is seen in

sellar-suprasellar regions causing compression over

optic chiasma and adjacent brain structures. Bilateral

parasellar extension with encasement of both

cavernous sinus bilaterally suggestive of the invasive

nature of macro pituitary adenoma (Figure).

Pituitary adenomas are the most common tumors of

the seller region. They constitute approximately 10%

CLINICAL IMAGE IN MEDICAL PRACTICE

A YOUNG LADY WITH HEADACHE AND TRANSIENT

LOSS OF VISSION

*MD MAHMUDUR RAHMAN SIDDIQUI1, DEWAN SHAMSUL ASIF2

microadenomas (<10 mm) or as macro adenomas (>1

cm). Pituitary Tumor is called invasive when it extends

into the suprasellar cistern.  Pituitary adenomas are

almost always benign with no malignant potential.1,2

Aggressive pituitary tumors are uncommon, with the

incidence of only 2%. Such tumors proliferate rapidly

and invade to adjacent tissues.1 MRI is the best

imaging modality in the evaluation of pituitary

tumors. Treatments include transsphenoidal surgery,

medical therapies, and radiotherapy.2 Growth

hormone–secreting tumors account for 8% to 16% of

tumors and usually present with enlargement of the

lips, tongue, nose, hands, and feet and are diagnosed

by elevated insulin-like growth factor 1 levels and

growth hormone levels; initial treatment is surgical.

Medical therapy with somatostatin analogues,

cabergoline, and pegvisomant is often also needed.2
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of all intracranial tumors. They have slow progression

but have severe impact on vision due to compression

of the optic nerves, optic chiasm and cavernous

sinus.1 Depending on the size they are classified as
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