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Middle East Respiratory Syndrome corona virus
(MERS Cov) is a new threat for human being. This
disease is caused by a novel virus corona virus first
identified in Saudi Arabia and the Middle East in
September, 2012 with 55 laboratory confirmed cases
as of June 07, 2013 in nine countries (Saudi Arabia,
Qatar, Jordan, Germany, France, Italy of the world).1

Corona viruses are large enveloped single stranded
RNA viruses that can infect and cause disease in
many animals species other than human includes
bats, mice, birds dogs, pigs and cattle.2

In human being five respiratory corona viruses have
been described causes common cold or pneumonia.
The novel human corona virus named HCoV-EMC was
identified in patients with severe respiratory
disease.3, 4 This new corona virus belongs to lineage
C of the genus Beta corona virus and is genetically
closely related to corona virus from various bat species
in Africal and Eurasia.5

So far reported all cases identified had origin or
history of travel to the Arabian peninsula. A large
cluster (more than 20 cases) of cases has been
documented in Saudi Arabia or the basis of outbreak
dynamics. HCoV-EMC was renamed MERS-CoV by the
international committee on taxonomy of viruses.6

As this virus sustains in the community, adaptation
of virus to inter human transmission is possible. This
process of adaptation might have been pivotal in the
shifted  from aborted outbreaks to the international
pandemic of SARS-CoV in 2003-04. 7

The illness usually presents as a severe acute
respiratory infection associated with acute renal
failure. Patient aged from 2 to 94 year have been
suffered. No age is immune. Are we prepared to
face the situation? Preparedness before the first
MERS-CoV patient arrives is important for
containment8

Establish institutional responsibility for tracking
information about MERS-CoV. Ensure emergency
department staff are aware of clinical and exposure
screening criteria. Provide information to health care
providers (case definition – case management).
Laboratory should be ready for screening suspected
cases and establish diagnosis of confirm cases. Draft
an outline of communication plan associated with
admission of a suspect/confirmed case.

Develop a patient management plan:

• Document the process for confirming that patient
meets the case definition and require testing.

• Rapid transport and testing of relevant material.

• Notify local public health body.

• Training and awareness of health service
providers.

• Ensure public awareness.

We should not be panic with MERS-CoV because we
have already successfully managed SARS 2003, H1N1
pandemic 2009, H5N9, bird flu and many other out
breaks. Let us hope that pilgrims from Bangladesh
will not carry MERS-CoV with them after returing from
holy hajj.

Prof. Quazi Tarikul Islam
FACP, FRCP (Glasg. Edin), FCPS
Editor In Chief
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Abstract:
Background: The clinical syndrome of unstable angina can be manifested in different ways. There
are three principal presentations of unstable angina like prolonged angina at rest, new onset angina
and accelerated angina. Clinical characteristics can be correlated with morphological features of
coronary artery assessed by coronary angiogram.

Objective: The prospective observational study was conducted to compare angiographic findings
with different clinical presentations of unstable angina.

Methods: The study was carried out in the Department of Cardiology of Bangabandhu Sheikh Mujib
Medical University (BSMMU) from January 2005 to December 2006. Total 75 patients with different
clinical scenarios of unstable angina were included in this study.

Results: Patients with rest angina showed triple vessel disease in comparison to other groups
(40%vs.8% and 24%). Regarding lesion characteristic, more complex lesions(type B and C) are
common in cases with rest angina in comparison to new onset angina and accelerated angina.(76%
vs.48% and 40%) Vessel score and stenosis score are also high in rest angina in comparison to other
types. (2.53± 0.76vs. 1.56±0.92). Patients with rest angina also present more proximal and osteal
lesions. The incidence of long intracoronary lesions were high in patients with rest angina (20%
vs.4%)

Conclusion: This study shows that coronary angiographic morphology was not same in unstable
angina patients who presented with different clinical scenario. So, complexity of angiographic lesion
morphology can be predicted from clinical presentation.

PREDICTION OF CORONARY ANGIOGRAPHIC
FEATURES IN DIFFERENT CLINICAL PRESENTATIONS
OF UNSTABLE ANGINA
S SARMIN1, MA SIDDIQUE2

Introduction
Unstable angina lies in the spectrum of clinical
conditions caused by myocardial ischaemia, which
ranges from chronic stable angina to the acute
coronary syndrome. Unstable angina and the closely
related Non-ST segment elevation myocardial
infarction (NSTEMI) are the two very common
manifestations of coronary artery disease .Every year
in the United States approximately 1.3 million
patients are admitted in hospital with Unstable angina
(UA) or NSTEMI compared with approximately 350000
patients with ST segment elevation myocardial
infarction (STEMI). Another data shows that UA occurs
in approximately 6 out of 10000 people. Though no
definite prevalence data is available about the
incidence of UA in Bangladesh but in recent times,

UA has emerged as a dominant cause of hospital
admission morbidity and mortality due to CAD in our
country.1

With progressive evolution in the field of cardiac
catheterization, diagnostic selective coronary
angiography has become safe and widely practiced
procedure for the detection of coronary artery disease.
First performed by Sones in 1959, coronary
angiography (CAG) has become one of the most widely
performed and accurate test in cardiovascular
medicine. The noninvasive diagnostic tests in current
use are not 100% sensitive or specific. Now CAG is
the method of choice for establishing the presence
or absence of coronary artery disease and for providing
the most reliable information for making decisions
about the need for medical therapy, angioplasty or
bypass surgery.



Selective CAG is also satisfactory technique in the
study of the distribution and severity of
atherosclerosis in the patients with IHD.
Quantitative CAG has been shown to be useful in
assessing the extent of coronary artery disease, its
functional significance, and its response to
therapeutic interventions.2 CAG findings showed
various types of lesions in different types of IHD.

The clinical syndrome of unstable angina (UA)
encompasses a variety of clinical presentations of
transient episodes of myocardial ischaemia. These
episodes are caused by obstruction of coronary flow
by different pathophysiologic mechanisms including
intracoronary atheromatous plaque rupture, platelet
aggregation, thrombus formation and increased
vasomotor tone.3

Unstable angina may be clinically manifested in
different ways. There are three principal presentation
of unstable angina.  Rest angina can be defined as
angina that occurs at rest or minimal exertion usually
lasting more than 20 minutes.4 New onset severe
angina usually defined as severe angina within last
month and accelerated angina, also known as
crescendo angina can be defined as previously
diagnosed angina that has become distinctly more
frequent, longer in duration, or more severe in
nature.5

Clinical evaluation of the patients can help to predict
the severity, extent and outcome of the patients. In
this study attempt was made to correlate and compare
the coronary angiographic lesion morphology in
different clinical presentations of unstable angina
and risk factors, elctrocardiographic (ECG) and
echocardiographic changes were also considered. This
insight may be of tremendous clinical value
particularly in prediction of angiographic severity and
prevention of adverse events analysis of presentation,
risk factor distribution and ECG changes.

Materials and Methods
The prospective observational study was conducted
in the Department of Cardiology of Bangabandhu
Sheikh Mujib Medical University between January
2005 to December 2006 to compare angiographic
finding of intracoronary lesion in different clinical
presentation of unstable angina and also to recognize
the presentation of unstable angina of high risk. A
total 75 patients presented with different clinical
presentation of unstable angina were included as case
and were grouped into three category according to
their presentation like with prolonged rest angina
(group A), with new onset angina (group B) and
accelerated angina (group C). Any patients presented

with evidences of necrosis with elevated Troponin I
and CK MB level, Secondary or post infarction angina,
post CABG or PTCA patients were excluded from the
study. After selection all study subjects were
interviewed and relevant investigations were done,
finally coronary angiogram was performed.
Angiographic severity of coronary artery disease was
assessed by Vessel score , ranging from 1 to 4 ,
depending on the number of vessels involved with a
significant stenosis,6 stenosis score , which is related
to the percentage reduction in the diameter of the
vessel, lesion morphology like Type A (simple lesion)
and Type B and C ( complex lesion),7 culprit artery
TIMI score, Collateral grading, extent of lesion and
presence of intracoronary thrombus.

Continuous variables were summarized as groups or
as mean ± standard deviation (SD) and categorical
data as frequencies and percentages. For continuous
variable difference between three groups were
analyzed by Analysis of Variance (ANOVA) test. The
Chi-square test was applied to compare difference
between discrete variables. The whole analysis was
performed with the help of computer using SPSS
(Statistical package for social science) program version
10. For multiple comparison a p value <0.05 was
considered statistically significant.

Results
Among the 75 patients, the mean age of the study
population in three groups were as follows, 55.5 ±
8.1, 52.7 ± 7.4 and 54.3 ± 9.8 years, respectively.

Regarding risk factor of coronary artery disease, in
Group A prevalence of smoking & dyslipidaemia were
found to be significantly higher (88% & 80% res.)
compared to the other groups (p<0.05). Dyslipidaemia
was more common in Group C. Other risk factors did
not bear any significant association with the other
groups (p>0.05)( Table-I).

Table-I
Distribution of the subjects by risk factors (n = 75)

Risk factors Group A Group B Group C p
n = 25 n = 25 no. (%) value
No. (%) no. (%) n = 25

Smoking (N=45) 22(88) 12(48) 11(44) 0.022*

HTN (N=31) 7(28) 15(60) 9(36) 0.654 ns

DM (N=27) 13(52) 10(40) 4(16) 0.741 ns

Dyslipidaemia 20(80) 13(52) 22 (88) 0.048*
(N=55)
F/H (N=24) 9(36) 4(16) 11(44) 0.416 ns

The ECG T wave changes in different groups were
compared. Patients presented with rest angina showed
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more T wave change in comparison to other groups.
Comparison of ECG ST change among the groups was
also performed. Group A with rest angina showed ST
change in 68% patients, 32% revealed normal ECG. On
the other hand Group B with new onset angina and
Group C with accelerated angina showed T wave change
in 28% and 36% cases respectively. From both the ECG
findings it appears that patients presented with
prolonged chest pain has got significant ECG change.

Echocardiographic findings in three groups were also
compared. Regarding wall motion abnormality both
Group A  & C has shown predominant wall motion
abnormally (40% and 36% respectively) but 60% and
64% cases respectively showed normal wall motion.

In this study angiographic lesion morphology and
severity in relation to clinical pattern was observed.
Angiographic coronary lesion morphology was
assessed by vessel score, stenosis score, lesion
morphology (ACC/AHA), TIMI flow grading, extent of
disease, collateral grading, Modified Ambrose
Classification (whether lesions were concentric/
eccentric or mixed), presence or absence of intra
coronary thrombus.

Morphology of lesion (according to ACC/AHA
guidelines) was compared among the study groups
and found predominance of type C morphology
(complex lesion) in Group A presented with prolonged
rest pain. Group A also showed type B lesion in 36%
cases and type A(simple lesion) lesion in 12% cases.
In Group B new onset angina type A lesion were
common (40%), whereas type C lesion present is only
8% cases. On the other hand Group C also
predominantly showed type A lesion in 36% cases,
type B in 24% and type C also in 24% cases. So, this
study indicates presence of complex lesions
commonly associated with rest pain and new onset
angina showed comparatively less complex lesions.
The difference among the groups with respect to
morphology of lesion was found to statistically
significant. (Table-II).

Table-II
Distribution of the subjects by lesion morphology (n = 75)

Lesion Group A Group B Group C p

morphology n = 25 n = 25 n = 25 value

no. (%) no. (%) no. (%)

Type A 3(12) 10(40) 9(36) 0.038*

Type B 9(36) 8(32) 6(24)

Type C 10(40) 2(8) 6(24)

Normal 3 (12) 5 (20) 4(16)

When extent of disease among the study groups were
considered it was found that triple vessel disease
were more common in patients with rest angina i.e.

group A (40%), it was only 8% in group B and 24% in
group C. Single vessel disease was more common in
group B and C (56% and 40% respectively), on the
other hand double vessel disease dominated in group
A. Lesion character was also compared among the
groups. Modified Ambrose classification 6was used
to assess the angiographic profile of unstable angina
patients where it was found simple lesion in 37
subjects (49%), in which concentric type was 29%
and eccentric type was 29% and complex lesions
(eccentric, irregular, ulcerated) in 26 subjects (34%)
indicating the dominance of eccentric and complex
lesions over simple lesion.(Table-III).

Table-III
Distribution of the subjects by extent of disease

(n = 75)

Extent of Group A Group B Group C p
n = 25 n = 25 n = 25 value

disease no. (%) no. (%) no. (%)
SVD 5(20) 14(56) 10(40) 0.61 ns

DVD 7(28) 5(20) 5(20)

TVD 10(40) 2(8) 6(24)

Normal 3 (12) 5 (20) 4(16)

When comparison of characteristics of lesions were
looked at among the study groups, predominance of
concentric type of lesion in group B (44%) and
combination of both types were common in group A
and C (60% and 52% respectively) with dominance in
cases with rest angina. The difference was
statistically significant. (Table-IV)

Table-IV
Distribution of the subjects by lesion character  (n = 75)

Lesion Group A Group B Group C p
character n = 25 n = 25 n = 25 value

no. (%) no. (%) no. (%)
Concentric 3(12) 11(44) 5(20) 0.045*

Eccentric 4(16) 0 3(12)

Both 15(60) 9(36) 13(52)

Normal 3 (12) 5 (20) 4 (16)

χ2test was performed for statistical analysis
Group A: Rest angina
Group B: New onset angina
Group C: Accelerated angina
* = Significant at less than 0.05
n = Total number of subjects
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The vessel score and stenosis score were also
compared between the three groups. The mean vessel
score was increased with presence of prolonged rest
pain. So it was 2.53 ±0.76 in group A, whereas in
group B it was 1.56±0.92. Stenosis score also revealed
the similar pattern; group A presented a high stenosis
score than other groups. (Table-V).

Table-V
Distribution of the subjects by vessel score & stenosis

score (n = 75)

Group A Group B Group C p

n = 25 n = 25 n = 25 value

Vessel score 2.53 ± 1.56 ± 2.04 ±
0.76  0.92  0.71 0.0093**

Stenosis score 29.2 ± 18.7 ± 22 ±
17.3  12.1 16.1

ANOVA test was performed for statistical analysis
Group A: Rest angina
Group B: New onset angina
Group C: Accelerated angina
** = Significant at less than 0.01
n = Total number of subjects

Regarding TIMI flow grading in the culprit lesion, three
major vessels were considered i.e. LAD, LCX, and
RCA. TIMI flow in LAD of study population showed
complete reperfusion TIMI flow grade lll was mostly
seen in group B (80%) whereas it is half cases in
group A and 64% in group C. TIMI flow grade ll (partial
reperfusion) were common in group C (24%) followed
by 12% in group A and 16% in group B. TIMI flow
grade l (penetration with minimal perfusion)
predominate in group A (28%). However the difference
among the groups was found to be statistically not
significant. TIMI flow in LCX among the study groups
revealed complete reperfusion TIMI grade lll was
predominant in all study groups. In group A, B, C; it
was 52%, 72%, and 76% respectively. Grade ll TIMI
was present in 20% cases in group A, 28% in group B
and 16% in group C. Group A also showed 24% cases
with TIMI grade l. TIMI flow in RCA also observed
among the study groups. Grade lll TIMI flow was
predominated in all three groups i.e. 64%, 88%, 56%
in group A, B, C, respectively. Grade ll TIMI flow was
seen in both group A and C (16% and 32%
respectively). Group A presented 8% grade l TIMI flow.
The difference was statistically significant. TIMI flow
in the study population indicating the predominance
of TIMI flow grade less than three in group A with
rest angina than groups presented with new onset
angina or accelerated angina.

Site of lesions was also considered in three major
vessels. Site of lesion in LAD among the study groups
showed that, in group A, proximal and mid lesions
were common (24% and 28% respectively). In group
B, there was no osteal lesion, mid lesion was present
in 36% cases. Group C showed lesion commonly
present in mid LAD (40%). When site of lesion in
LCX among study groups was observed, it revealed
that, in group A proximal lesion were common (40.
Group B showed no osteal lesion and 28% lesion in
proximal LCX. Group C showed predominant proximal
lesion (44%). Site of lesion in RCA among study groups
were also noticed. Osteal lesions were common in
group A and B (20% each), whereas proximal lesions
were common in group C (44%). Group A showed
proximal, mid and distal lesion in 24%, 16% and 12%
cases respectively. Group B showed lesions
commonly in mid RCA. (Figure 1,2)

Fig.-1: Site of lesion in LAD (n =75)

Fig.-2: Site of lesion in LCX (n = 75)

 Length of lesions was also considered in similar way.
Regarding length of lesion in LAD among the study
groups, lesion less than 10 mm was predominant in
group B (40%). Whereas it is 32% in group A and group
C. Group A also showed 28% lesion between 10 to 20
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mm. Lesions more than 20 mm long were present in
16 % cases in group A, 4% in group B and 8% in group
C. Length of lesion in LCX among the study groups
was seen. Less than 10 mm long lesions were common
in all the three groups, i.e. 56%, 40%, and 40% in
group A, B, C respectively. Lesion between 10 to 20
mm were only present in 12% cases in group B.
Lesion more than 20 mm were present in 8% cases
in group B and 12% in group C. In RCA group A most
of the patients showed lesions less than 10 mm
(36%). Group B and C also showed predominance of
this type of lesion (60% and 32% respectively).
Between 10 to 20 mm long lesions were mostly seen
in group C (24%). Long lesions (>20 mm) were present
in 20% cases in group A and 4% in group C.

 Presence of intracoronary thrombus was looked for.
In group A, highest no of cases i.e. 3 patients out of
25 (12%) were revealed intracoronary thrombus,
whereas only 1 patient in group C and no patient in
group B showed intracoronary thrombus

Discussion
The clinical syndrome of unstable angina
encompasses a variety of clinical presentation of
transient episode of myocardial ischaemia. As a
clinical diagnosis unstable angina incorporates a
diverse group of clinical presentations. There are
three principal manifestations of unstable angina and
this prospective study was carried out to evaluate
and compare the coronary artery lesion morphology
between the subjects with unstable angina presented
with rest angina, new onset angina and accelerated
angina.

The study population was total 75, were taken
consecutively which were divided into three equal
groups namely A, B & C according to their clinical
presentation. All patients were interviewed clinically
& underwent CAG.

In this study, the mean age of the study population
was 55.5 ± 8.1, 52.7 ± 7.4 and 54.3 ± 9.8 in Group A,
Group B and Group C, respectively with a clear male
predominance (92%). All the major risk factors were
found to be associated in all groups but in Group A,
smoking and dyslipidaemia was found to be
significantly higher (88%) & 80%) in comparison to
other groups. Dyslipidaemia was also common in
Group C. Other risk factors did not bear any
significant association with other groups (p> 0.05).

ECG & echocardiographic changes were considered
& revealed predominant ST segment and T wave
change in group A (ST change total 68% and T wave
change 44%) indicating a significant statistical
difference with other groups.

Regarding echocardiographic findings –regional wall
motion abnormality was mostly seen in group A (40%)
& in group C (36%). Three fourth of the cases in group
B showed normal wall motion. This difference was
not statistically significant. When ejection fraction
was measure, it was best preserved in group B (72%),
while ejection fraction less than 50% was commonly
seen in group  A (44%).A study by De Servi et. al and
Weber at. al.showed the similar result.8,9.

This study observed & correlated the angiographic
severity with clinical pattern. When lesion morphology
was observed, type B and C (complex) lesions were
common in group A and C, whereas type A (simple)
lesion was common on Group B (40%). Total 12 cases
revealed normal coronary arteries. So this observation
as signified the association of critical lesion with
subjects presented with prolonged rest angina.This
observation has got similarity with the study done by
De Servi at.al.,Ambros at.al andDangus at.al.,8,10,11.
When extent of the disease was considered, it showed
the triple vessel disease to be common in Group A
with prolonged rest pain(40%). Double vessel disease
was common in all groups and the difference was not
significant.

Regarding lesion characteristics, concentric lesion
was predominant on Group B (44%). Combination of
both concentric and eccentric type was significantly
higher in Group A and C (60% & 52%). Patients with
prolonged rest angina also presented high vessel score
& stenosis score.

When TIMI flow grading in culprit lesion was
measured, three major vessels were considered
namely LAD, LCX & RCA. Group A  generally showed
poor distal perfusion. The difference in LCX was only
found statistically significant. Difference in other
vessels was not significant. Dangus at.al and haque
at.al also found the similar result .11, 12

 Assessment of collateral flow was also observed and
Grade-III collateral was most commonly found in
accelerated angina Group C (36%). Grade-II was
predominant in Group A & B (12% in both
group).Similar type of observation was found in the
study done by Waqer at.al.13

 Site & length of lesions were also considered in three
major vessels. Patients with rest angina presented
more osteal, proximal and mid lesions and the
difference was statistically significant. Regarding
length, Group A has shown lesions commonly more
than 10mm long whereas lesion less than 10mm was
found more commonly in Group B.

The presence of intracoronary thrombus was also
noticed. Group A shows that 3 out of 25 patients
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(12%) have got intracoronary thrombus. Group B
showed no patient and Group C showed 1 patient
(4%) with intracoronary thrombus indicating the
association of presence of intracoronary thrombus
in cases with rest angina, although the difference
among the groups was not statistically significant
and not consistent with the study done by Dangus
at.al and Freeman at.al, 11, 14.It was found that
patients with rest pain with angiogram done within
48 hours has got high incidence of thrombus. In our
study cases with rest angina underwent angiogram
within 2 to 7 days after getting optimum treatment,
so incidence of intracoronary thrombus was marked
reduced.

This study shows that coronary angiographic
morphology was not the same in the unstable angina
patients who presented with different clinical
scenario. So complexity of angiographic lesion
morphology can be predicted from clinical
presentation, observation of risk factors and
assessment of ECG findings. From the whole
observation it was found that the results of this study
support the hypothesis.

Conclusion
Clinical presentation of unstable angina can act as a
powerful independent predictor of complex and
thrombotic coronary artery lesion morphology.
Therefore, the clinical evaluation helps to predict the
angiographic severity, extent and pattern of disease.
So, from the prediction, patients presenting with
clinical features indicating higher risk association
derive increased benefit from early plan for
revascularization or from use of newer antithrombotic
or antiplatelet agents, such as the direct
antithrombotics or the llb/llla Inhibitors.
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A COMPARATIVE STUDY OF MAGNETIC RESONANCE
ANGIOGRAPHY & DIGITAL SUBTRACTION
ANGIOGRAPHY IN DIAGNOSIS OF CEREBRAL
ARTERIOVENOUS MALFORMATION
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Abstract:
Background and purpose:Although phase-contrast MR angiography (MRA) provides
someinformation regarding hemodynamics of cerebral arteriovenous malformations (AVMs), but
mostConventional MR angiographic techniques have not been helpful in this respect. We attemptedto
determine the value of MR digital subtraction angiography (DSA) in assessing AVMhemodynamics.
Soin this retrospective observational study was carried out to compare MRA and DSA in diagnosis
of cerebral AVM. Methods and materials: It was a retrospective observational study conducted
in the Department of Neurology Dhaka Medical College Hospital (DMCH), Dhaka during the period
of January 2010 to December 2010. Thirty patients with haemorrhagic stroke age ranging from 13
to 65 years were selected on the basis of inclusion and exclusion criteria as the study sample.  MRA
and DSA were done in all the selected patients. Results:The mean age of the patients of haemorrhagic
stroke was30.3±14.3years and male female ratio was 2.7:1.The venous drainage of AVM 13 and 12
were superficial and deep respectively evaluated 100% by MRA. In the diagnosis of cerebral AVM
nidussize S1<3, S2:6 cm sensitivity 100% but accuracy 100% and 73.3% respectively. Sensitivity
33.3% found in diagnosis of cerebral AVM nidus size S3:>6cm, 100% sensitive in the diagnosis of
superficial and deep venous drainage AVM. Regarding the eloquence of brain area 15 was no
eloquence by both MRA and DSA and identification of eloquence of brain area sensitivity 73.3% and
accuracy 86.7%.The feeding vessels main vessels was found 22(73.3%) in both DSA and MRA
findings. Distal vessels was seen 8(26.7%) in DSA but not seen in MRA findings. Intranidal aneurysm
and Angiopathic AVM were seen 3(10.0%) and 4(13.3%) respectively in DSA, Conclusion: This
studywas carried out to diagnose the patients presented with cerebral AVM by MRA and DSA. MRA
could not be evaluated flow status of AVM, distal feeding arteries, intranidal aneurysm and
angiopathic AVM which could be detected by DSA. So, DSA is superior to MRA in diagnosis of
cerebral AVM.

Key words:Magnetic resonance angiography, Digital subtraction angiography, Cerebralarteriovenous
malformation.

1. Assistant Professor, Department of Neurology, Dhaka Medical College Hospital, Dhaka
2. Registrar, Department of Neurology, National institute of Neurosciences , Dhaka
3. Registrar, Department of Neurology, Sir Salimullah Medical College Mitford Hospital, Dhaka
4. Assistant Professor,  Department of Neurology, National institute of Neurosciences, Dhaka
5. Registrar, Department of Neurophysiology, National institute of Neurosciences, Dhaka
6. Associate Professor, Department of Neurology, Dhaka Medical College, Dhaka
7. Assistant Professor, Department of Neurology, Dhaka Medical College, Dhaka
8. PProfessor & Head, Department of Neurology, Dhaka Medical College, Dhaka.
9. Associate Professor, Department of Radiology, Dhaka Medical College,Dhaka
10. Registrar, Department of Clinical  Neurology, National institute of Neurosciences, Dhaka

Introduction
A cerebral arteriovenous malformation (AVM) is an
abnormal connection between the arteries and veins
in the brain that usually forms before birth. The cause
of cerebral arteriovenous malformation is unknown.
The condition occurs when arteries in the brain
connect directly to nearby veins without having the

normal vessels (capillaries) between them1. Cerebral
AVM occur in about 0.1 percent of the population;
one tenth of the incidence of intracranial aneurysms.
Supratentorial lesions account for 90 percent of brain
AVMs; the remainder are in the posterior fossa2.
Brain AVMs are considered sporadic congenital
developmental vascular lesions. Rare cases of familial
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brain AVMs have been reported but it is unclear if
these are coincidental or indicate true familial
occurrence3. However, genetic variation may influence
brain AVM development and clinical course4. Autopsy
data suggest that there is an overall frequency of
detection of AVMs is H” 4.3 percent of the
population5. In another autopsy series 46 AVMs were
noted among 3200 brain tumour cases, for a frequency
of detection in 1.4%; 12.2% of the cases were
symptomatic6. More than 50% of AVMs present with
intracranial haemorrhage7, although subarachnoid
haemorrhage and intraventricularhaemorrhage can
occur. The overall frequency of haemorrhage caused
by AVM about H” 1% among all strokes8.An overall
risk of initial haemorrhage of H” 2% to 3% per year 9.

Intracranial AVMs may be diagnosed with a variety of
diagnostic imaging studies. Computed tomography
(CT) of head without contrast has a low sensitivity
but calcification and hypo intensity may be noted;
enhancement is seen after contrast administration10.
Magnetic resonance imaging (MRI) is very sensitive.
Showing an inhomogeneous signal void on T1 and T2
weighted sequences, commonly with hemosiderin
suggesting prior haemorrhage11.

Magnetic resonance angiography (MRA) can provide
data noninvasively, without detailing factors such as
presence of intranidal or feeding artery aneurysms,
comprehensive data on venous drainage patterns or
subtle AVM nidus characterization12. At present the
most effective diagnostic tool is intra arterial digital
subtraction angiography (DSA) which shows the origin,
orientation and course of feeding arteries and draining
veins and the location, size and morphology of nidus
and eloquence of the adjacent brain region. DSA not
only help the proper diagnosis of cerebral AVM but
also help in embolization and other treatment
procedure. Even DSA can help to detect small size
micro AVMs which is not possible to detect by
conventional other methods. The current of this study
was aimed to evaluate its usefulness in the
assessment of hemodynamics of cerebral AVMs and
compare between MRA and DSA in diagnosis of
cerebral AVM in Bangladesh

Methods and materials:
It was a retrospective observational study conducted
in the Department of Neurology, Dhaka Medical
College Hospital (DMCH), Dhaka during the period
of January 2010 to December 2010 with the diagnosis
of 30 patients of hemorrhagic stroke with inclusion
Criteria were follows: (1) Patients with neurological
examination and CT scan shows unusual site of
hemorrhage (2)CT scan shows worm like irregular
appearance suspecting AVM. (3)Patients who were
capable to do MRA and DSA and exclusion criteria
were1) Ischeamic stroke and (2) Unconscious and
non-cooperative patients

Then the selected patients were referred to the
Department of Radiology and Imaging, DMCH, for

MRA.  Data were recorded in case record form of the
patients and same patients were then selected for
Intra-arterial DSA. Angiography was performed as
intra-arterial (IA) DSA via a femoral arterial approach
by two interventional neurologist blinded of MRA
findings. Morphology of AVMs were assessed and
numbers of AVM were also seen. Presence of any
intranidal aneurysm was also assessed. Size of the
nidus of AVM was also measured and feeding arteries,
draining veins and eloquence brain area were assessed
by Spletzer Martin score. Flow status of AVM was
also assessed by DSA which was used as the gold
standard. Evaluation of the feasibility and potentiality
of MRA to diagnose cerebral AVM and identify the
location of AVM, measure their size and assess their
morphology. Flow status of AVM could not be evaluated
by 3D TOF MRA but detected by Phase contrast MRA.
Phase contrast MRA was not present in DMCH. The
findings of MRA and DSA were directly compared to
determine the sensitivity, specificity and accuracy of
MRA. Each patient was evaluated immediately and 6
hours after DSA for any post-procedural
complications. Each patient was advised to attend
Neurology outdoor every month for subsequent follow-
up. During both the procedures (MRA and DSA), the
investigator was present and maintained equal
standard for all the patients.

Statistical analysis was performed using SPSS 16.0
programmed. Data was defined as means (±standard
deviation), frequency distribution and percentage. Chi
square test and Kendall W coefficients (K) test were
used for measures of agreement between two
procedures and validity test was performed to find
out sensitivity, specificity, and accuracy, positive
predictive value (PPV) and negative predictive value
(NPV). P values <0.05 was considered to be
statistically significant.

Resultsand observations :
The mean age of the patients having features of
hemorrhagic stoke was 30.3±14.3 years with range
from 13 to 65 years and most of the patients found in
the age group of £20 years and the sex distribution of
the patients and it was found that 22(73.3%) and
8(26.7%) were male and female respectively. Male
female ratio was almost 2.7:1.

Table-I
Age distribution of the patients (n=30)

Age (in years) No. of Patients Percentage
(n=30)

<20 9 30.0
21 – 30 8 26.7
31 – 40 5 16.7
41 – 50 7 23.3
>51 1 3.3
Mean±SD 30.3 ±14.3
Range (min-max) (13 -65)
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Table-II
Association between MRA and DSA for identification of venous drainage of AVM evaluated by Spetzler-Martin Score

Venous drainage of AVM              Evaluated by DSA
evaluated by MRA Superficial venous drainage Deep venous drainage Both

N % N % N %
Superficial venous drainage 13 (100) 0 (0) 0 (0)
Deep venous drainage 0 (0) 12 (100) 1 (20)
Both 0 (0) 0 (0) 4 (80)
Total 13 12 5

K value-0.971 ,P value-0.001s

The mean age of the patients having features of haemorrhagic stroke was 30.3±14.3 years with range from 13
to 65 years and most of the patients found in the age group of <20 years

Regarding the venous drainage of AVM 13 and 12 were superficial and deep respectively, which were evaluated
100.0% by both MRA and DSA. However, 5 venous drainage of AVM was both superficial and deep by DSA but 4
venous drainage of AVM was both superficial and deep by MRA and rest 1 venous drainage of AVM was deep by MRA.

Table-III
Association between MRA and DSA for identification of nidus size of cerebral AVM evaluated by Spetzler-Martin Score

Size of cerebral AVM                 Evaluated by DSA
evaluated by MRA S1: <3 cm S2: 3 – 6 cm S3: >6 cm

N % N % N %
S1: <3 cm 7 (100) 0 (0) 0 (0)
S2: 3 – 6 cm 0 (0) 11 (100) 8 (66.7)
S3: >6 cm 0 (0) 0 (0) 4 (33.3)
Total 7 11 12

K value-0.778, P value-0.001s,Kendall W coefficients (K) of 0.5–0.8 were considered to indicate good agreement

A total of 30 patients were included in this study. MRA and DSA were performed of all patients. It was
observed according by Spetzler-Martin Score. 7 and 11 AVM nidus size were S1 and S2 respectively, which were
evaluated 100.0% by both MRA and DSA. However, 12 AVM nidus size was S3: >6 cm by DSA but only 4
AVMnidus was S3: >6 cm by MRA and rest 8 AVM nidus size was S2 by MRA. Kendall W coefficients (K) was
0.778 (p<0.001), which indicate good agreement with DSA.

Table-IV
DSA and MRA findings of the study patients according to Spetzler-Martin Score (n=30)

Patient no MRA DSA

1 S2V0E0 S2V0E0
2 S2V0E0 S3V0E0
3 S2V0E1 S3V0E1
4 S1V1E0 S1V1E0
5 S1V1E0 S1V1E0
6 S2V0E0 S2V0E0
7 S2V0E1 S2V0E1
8 S2V0E0 S3V0E1
9 S2V0E0 S2V0E0
10 S2V0E0 S2V0E0
11 S1V1E0 S1V1E1
12 S1V1E0 S1V1E0
13 S2V0E0, S1V1E0 S2V0E0, S1V1E0
14 S2V0V1E0 S2V0V1E0
15 S2V1E1, S1V1E1 S3V1E1, S1V1E1

Patient no MRA DSA
16 S2V1E0 S3V1E1
17 S3V0E0 S3V0E0
18 S3V1E1 S3V1E1
19 S2V1E0 S2V1E0
20 S2V1E1 S2V1E1
21 S3V0V1E1 S3V0V1E1
22 S3V0V1E1 S3V0V1E1
23 S1V1E1 S1V1E1
24 S1V1E0 S1V0V1E0
25 S2V0V1E1 S2V0V1E1
26 S2V1E1 S3V1E1
27 S1V1E0 S1V1E0
28 S2V0E0 S2V0E0
29 S2V0E0 S3V0E1
30 S2V0E0 S3V0E0

*E= eloquence of brain area, S=size of cerebral AVM nidus, V= venous drainage pattern.  S1: <3 cm  S2: 3 – 6 cm S3: >6 cm
V0: Superficial venous drainageV1: Deep venous drainage
E0: No eloquence of brain area E1: Eloquence of brain area
According to Spetzler-Martin Score MRA and DSA findings are depicted in the above table.
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Table-V
Comparison between MRA and DSA for identification size (S1: <3 cm) of cerebral AVM nidus size.

MRA DSA
Positive for S1: <3 cm Negative for S1: <3 cm Total

Positive for S1: <3 cm  7 0 7
Negative for S1: <3 cm 0 23 23
Total 7 23 30

Sensitivity 100%, Specificity 100%, Accuracy 100%, Positive predictive value 100%, Negative predictive value 100%.

Table-VI
Comparison between MRA and DSA for identification size (S2: 3 – 6 cm) of cerebral AVM nidus size.

MRA DSA
Positive forS2: 3 – 6 cm Negative forS2: 3 – 6 cm Total

Positive for S2: 3 – 6 cm 11 8 19
Negative for S2: 3 – 6 cm 0 11 11
Total 11 19 30

Sensitivity 100%, Specificity 57.9%, Accuracy 73.3%, Positive predictive value 57.9%, Negative predictive value 100%.

Table-VII
Comparison between MRA and DSA for identification size (S3: >6 cm) of cerebral AVM nidus size.

MRA DSA
Positive for S3: >6 cm Negative for S3: >6 cm Total

Positive for S3: >6 cm  4 0 4
Negative for S3: >6 cm 8 18 26
Total 12 18 30

Sensitivity 33.3%, Specificity 100%, Accuracy 73.3%, Positive predictive value 100%, Negative predictive value 69.2%.

Table-VIII
Comparison between MRA and DSA for identification of both (superficial and deep venous drainage).

MRA       DSA
Positve for both Negative for both Total

(superficial &deep (superficial & deep
venous drainage)  venous drainage)

Positive for both (superficial &deep venous drainage) 4 0 4
Negative for both  (superficial &deep venous drainage) 1 25 26
Total 5 25 30

Sensitivity 80.0%, Specificity 100%, Accuracy 96.7%, Positive predictive value 100%, Negative predictive value 96.2%.

Table-IX
Comparison between MRA and DSA for identification of Eloquence of brain area evaluated by Spetzler-Martin Score.

MRA                     DSA
Positive for eloquence of Negative for eloquence

brain area of brain area
N % N % Total

Positive for eloquence ofbrain area 11 73.3 0 11
Negative for eloquence of brain area 44 26.7 15 100 19
Total 15 15 30

K value-0.761.P value-0.001s

Regarding the eloquence of brain area 15 was no eloquence by both MRA and DSA. However, 15 eloquence of
brain area was eloquence detected by DSA but 4 eloquence of brain area not detected by MRA.
Sensitivity 73.3%, Specificity 100%, Accuracy 86.7%, Positive predictive value 100%, Negative predictive value 78.9%.
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Blood flow in AVM was found in all patients in DSA
but none was found in MRA findings.  Regarding the
feeding vessels main vessels was found 22(73.3%) in
both DSA and MRA findings. Distal vessels was seen
8(26.7%) in DSA but not seen in MRA findings.
Intranidal aneurysm and Angiopathic AVM were seen
3(10.0%) and 4(13.3%) respectively in DSA, which were
not seen by MRA findings.

Discussion:
This retrospective observational study was carried
out to compare MRA and DSA in nidus size, venous
drainage, eloquence of the adjacent brain region,
feeding arteries, draining veins, location and flow
status of cerebral AVMs.

In this present study it was observed that the mean
age of the patients having features of
haemorrhagicstoke from AVM was 30.3±14.3 years
with range from 13 to 65 years and most of the patients
found in the age group of £20 years(Table I). Nagarajaet
al. (2005) observed the mean age was 38 years, which
is comparable with the current study.13 Hadizadehet
al. (2001) done a prospective intra individual
comparative study and found the mean age was
41.9±14.0 years with range from 23 to 69 years, which

is higher with the present study14. Because life
expectancy more and geographical distribution.

Regarding the venous drainage of AVM it was observed
in this current study that 13 and 12 were superficial
and deep respectively, which were evaluated 100% by
both MRA and DSA. However, 5 venous drainage of
AVM was both superficial and deep by DSA but 4
venous drainage of AVM was both superficial and deep
by MRA and rest 1 venous drainage of AVM was deep
by MRA which indicate good agreement with DSA
performed by Kendall W coefficients (K) was 0.971
(p<0.001).(TableII)  Hadizadehet al. (2001) found that
deep venous was present in five of 18 patients, where
as in 13 of 18 patients only superficial veins were
involved in the drainage of the cerebral AVM15. Duran
et al. (2002) mentioned that the vessel to background
contrast and contrast-to-noise was significantly
(p<0.001) better for the CE-MRA for all vascular
components16. CE MRA was able to clearly detect
and delineate the venous drainage patterns in
correlation with the digital subtraction angiography.
The TOF MRA could demonstrate the exact venous
drainage in only 9 patients. No statistical difference
between CE MRA and DSA (p>0.05). Contrast-

Table-X
Association between MRA and DSA findings for identification size of cerebral AVM nidusvenous drainage pattern

and eloquence of brain area evaluated by Spetzler-Martin Score

MRA findings of AVM No of patients Percentage

All match with DSA 16 53.3

Any one mismatch with DSA 11 36.7

Two mismatch with DSA 3 10.0

                 K value-0.743 , P value-0.001s

It was observed that MRA findings of AVM compared with DSA finding 16(53.3%) was all matched, 11(36.7%)
any one mismatch (S or V or E) with DSA and 3(10.0%) two mismatch (S with V, S with E and V with E) DSA.

Table-XI
DSA and MRA findings of the study patients (n=30)

                          DSA (n=30)                             MRA (n=30) P

n % N % Value

Blood flow in AVM 30 100 0 0 0.001s

Feeding vessels

Main vessels 22 73.3 22 73.3 1.000ns

Distal vessels 8 26.7 0 0 0.002s

Intranidal aneurysm 3 10.0 0 0 0.075ns

Angiopathic AVM 4 13.3 0 0 0.038s

S=SignificantNS= Not Significant .P value reached from Chi square test.
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enhanced MRA was significantly better than TOF MRA
(p<0.05).

In this study it was observed according by Spetzler-
Martin Score, 7 and 11 AVM nidus size were S1 and
S2 respectively, which were evaluated 100.0% by both
MRA and DSA(Table III &IV). However, 12 AVM nidus
size was S3: >6 cm by DSA but only 4 AVM nidus was
S3: >6 cm by MRA and rest 8 AVM nidus size was S2
by MRA. Kendall W coefficients (K) was 0.778
(p<0.001)which indicate good agreement with DSA for
identification of size of cerebral AVM evaluated by
MRA. Hadizadeh et al. (2001) found that intra observer
agreement of nidus size measurement was excellent
(K= 0.955, P<0.013).14

Hadizadehet al. (2001) mentioned in their study that
Splitzer-Martin classification of cerebral AVM with
4D contrasted enhanced MR angiography and those
with DSA were as follows: grade I, four patients; grade
II, eleven patients; grade III two patients, grade IV
one patient. Classification matched in 18 of 18 (100%)
patients for both observer which yielded 100%
intraobserver agreement (K=1).14

In this current study it was found in MRA for
evaluation of size (S1: <3 cm ) of cerebral AVM nidus
size true positive 7 and no false positive, no false
negative and true negative 23 cases.  In the diagnosis
of cerebralAVM nidus size S1: <3 cm, sensitivity 100%,
specificity 100%, accuracy 100.0%, positive predictive
values 100% and negative predictive values 100 % of
the MRA.(TableV)

In MRA for evaluation of size (S2: 3 – 6 cm) of cerebral
AVM nidus size, true positive 11 and false positive 8,
no false negative and true negative 11 cases. In
diagnosis of cerebral AVM nidus size S2: 3 – 6 cm
sensitivity 100%, specificity 57.9%, accuracy 73.3%,
positive predictive values 57.9% and negative
predictive values 100 % of the MRA.(TableVI)

In MRA for evaluation of size (S3: >6 cm) of cerebral
AVM nidus size, true positive 4 and no false positive,
false negative 8 and true negative 18 cases. In
diagnosis of cerebral AVM nidus size S3: >6 cm
sensitivity 33.3%, specificity 100%, accuracy 73.3%,
positive predictive values 100% and negative predictive
values 69.2% of the MRA(TableVII).

In accordance with the Spetzler-Martin classification,
AVMs were awarded scores depending on their nidal
size (Spetzler and Martin 1986)16. Warren et al. (2001)
reported that CCA demonstrated 27 AVMs with
maximal linear dimensions of less than 3 cm (one
point) and 14 AVMs with maximal linear dimensions
of 3 to 6 cm (two points). The authors further stated
that MR DSA demonstrated a maximal linear

dimension correlation of 0.93.17 All techniques
exhibited better correlations for size determinations
for smaller (<3-cm) AVMs than for larger (3-6 cm)
AVMs. CE SLINKY MR angiography demonstrated the
best inter modality correlation for both small and
medium-sized AVMs. Routine SLINKY MR angiography
exhibited correlation coefficients of 0.87 for AVMs
less than 3 cm in size and 0.78 for AVMs 3 to 6 cm in
size, whereas MR DSA exhibited coefficients of 0.82
for AVMs less than 3 cm in size and 0.79 for AVMs 3
to 6 cm in size. Nagarajaet al. (2005) found in their
study that the AVM nidus was well demonstrated by
MR-DSA and SLINKY MRA in all 60 cases13. The latter
divides the AVMs into 0 cm–3 cm and 3 cm–6 cm
groups in accordance with the Spetzler–Martin grading
system. The AVM volume data are presented in a
similar fashion. Hadizadehet al. (2001) observed that
the mean (±SD) size of cerebral AVM at 4D contrasted
enhanced MR angiography was 2.5 ±1.2 cm with ranged
from 0.5 – 5.3 cm14 . Duran et al. (2002) found that
contrast-enhanced MRA was able to detect all AVMs,
whereas the TOF MRA failed in 1 patient with a very
small AVM 15.

In MRA for evaluation of both (superficial and deep
venous drainage), true positive 4 and no false
positive, false negative 1 and true negative 25 cases.
In diagnosis of superficial venous drainage and deep
venous drainage sensitivity 80.0%, specificity 100%,
accuracy 96.7%, positive predictive values 100% and
negative predictive values 96.2 % of the MRA (Table-
VIII)

In MRA for evaluation of eloquence of brain area,
true positive 11 and no false positive, false negative
4 and true negative 15 cases. In the diagnosis of
identification of Eloquence of brain area, sensitivity
73.3%, specificity 100%, accuracy 86.7%, positive
predictive values 100% and negative predictive values
78.9% of the MRA(Table IX). Mori et al. (2002) found
in their study that the 2D MRDSA and T2-weighted
image evaluation, and a comparison of the two are
shown in Tables I, II and III. The sensitivity,
specificity, positive and negative predictive values of
2D MRDSA was 87, 100, 100 and 78%, respectively.
Using nidus flow void on T2-weighted images, the
sensitivity, specificity, positive and negative predictive
values were 80, 91, 96 and 66%, respectively18. Nidus
flow void was equivocal or absent on T2-weighted
images in four of 78 cases; however, early venous
filling was clearly seen on 2D MRDSA. Mori et al.
(2003) observed the sensitivity, specificity, positive
and negative predictive values of 2D MRDSA were
87, 100, 100 and 78%, respectively. Using nidus flow
void on T2-weighted images, the sensitivity,
specificity, positive and negative predictive values
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were 80, 91, 96 and 66%, respectively18. The above
findings are consistent with the current study.

Rose et al. (2005) found by k analysis agreement was
highest for venous drainage pattern (k= 0.90),
intermediate for eloquence (k= 0.71), and lowest for
size (k= 0.67), with substantial agreement on overall
grade (k= 0.61)19. It was observed in this current study
that MRA findings of AVM compared with DSA finding
more than a half (53.3%) was all matched, 36.7% any
one mismatch (S or V or E) with DSA and 10.0% two
mismatch (S with V, S with E and V with E) DSA,
which indicate good agreement with DSA with Kendall
W coefficients (k=0.743 p<0.001).(Table X)

In the present study blood flow in AVM was found in
all patients in DSA but none was found in
MRA.(TableXI) Regarding the feeding vessels main
vessels was found 73.3% in both DSA and MRA
findings. Distal vessels were seen 26.7% in DSA but
not seen in MRA. Intranidal aneurysm and
Angiopathic AVM were seen 10.0% and 13.3%
respectively in DSA, which were not seen by MRA
findings. Duran et al. (2002) found the number of
detected feeding arteries, 32 by TOF MRA, 33 by CE
MRA and 36 by DSA15. No statistical difference
between CE MRA and TOF MRA (p>0.05). Nidus flow
void was equivocal or absent on T2-weighted images
in four of 78 cases; however, early venous filling was
clearly seen on 2D MRDSA. The authors encountered
several cases in which residual AVMs were clearly
recognized as early venous filling on 2D MRDSA
although nidus flow void was equivocal or absent on
T2-weighted images. In the assessment of the
different angio architectural components both MRA
techniques were able to detect all feeding arteries
present on the conventional angiograms. A total of
55 patent AVMs, mean ratings of nidus flow voids,
feeding vessels, nidi, draining vessels and early
venous filling on MRI were 2.8 (k=0.68), 2.4 (0.69),
2.6 (0.89), 2.8 (0.80) and 2.8 (0.76), respectively.
Warren et al. (2001) have done a study on 88 arterial
feeding vessels to the 41 AVMs, as determined using
CCA. Complete agreement was observed in 71 of 88
cases (80.7%) using CE SLINKY MR angiography.17

Fifteen vessels observed with CCA were not identified,
two vessels were misidentified, and two vessels were
incorrectly identified because they were not observed
using CCA. MR DSA demonstrated good agreement
with CCA results, correctly identifying 81.8% of the
arterial feeders. MR DSA did not record 12 vessels
described by CCA as being nidal feeders, and MR DSA
misidentified 4 additional vessels. CCA indicated that
five of the patients had aneurysms. Two patients had
two or more aneurysms on enlarged feeding arteries.
A single intranidal aneurysm demonstrated by CCA

was not observed by SLINKY MR angiography. Al-
Shahi and Warlow (2001) found the  high flow, low
resistance shunt of an AVM may recruit collateral
supply form surrounding vascular territories in
addition to the main feeding vessels, sometimes
called ‘angiomatous change.2 Aneurysms are also
associated with AVMs in 10% of patients in many
series7,2,19.

Conclusion:
MRA could not be evaluated flow status of AVM, distal
feeding arteries, intranidal aneurysm and angiopathic
AVM which could be detected by DSA. So, DSA is
superior to MRA in diagnosis of cerebral AVM.
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PREVALENCE OF MICROALBUMINURIA AND OVERT
PROTEINURIA IN HYPERTENSION AND THEIR
RELATIONS WITH RENAL FUNCTION IN A RURAL
POPULATION OF BANGLADESH
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Summary:
Hypertension is the third leading cause of chronic kidney disease (CKD) in Bangladesh.
Microalbuminuria and overt proteinuria are the markers of the CKD. So detection of microalbuminuria
and overt proteinuria in hypertensive subjects will help to identify the patient at risk of developing
progressive renal impairment. This cross sectional study was carried out in a rural area of
Bangladesh.1134 adult population (age between 18 and 65 years) were screened. A total of 217
(19.1%) were detected hypertensive; spot urine dipstick test was done among them. Those who
where dipstick negative further studied for presence of microalbumin [ mg/L ]. Blood glucose level,
serum creatinine, and estimated glomerular filtration rate (eGFR) were evaluated. A group of
normotensive people (n=245) taken as comparison group. Microalbuminuria and overt proteinuria
were present in 26.4% and 9.7% of the hypertensive subjects, respectively. Correlation between
microalbuminuria and eGFR showed that two variables exhibited a tendency for negative relationship,
although correlation was not statistically significant (P=0.186, r=-0.064). Overt proteinuric subjects
showed no statistically significant deterioration of eGFR (81.6+_21.1). Microalbuminuria and overt
proteinuria are prevalent among the hypertensive rural Bangladeshi people. So early detection of
microalbuminuria and overt proteinuria will help to prevent or delay the development of end stage
renal disease.

Key words: Hypertension, microalbuminuria, overt proteinuria, prevalence
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Introduction:
Demographic transition leads to changes in the
epidemiological transition, shifts the global mortality
and morbidity from communicable to non
communicable diseases. While heart disease,
cerebrovascular disease and cancer are the major
causes of mortality resulting from chronic diseases,
chronic kidney disease (CKD) also now appeared as
global epidemic1. One of the major causes of end stage
renal disease (ESRD) in North America and in many
countries is hypertension, which together accounts
for almost 26% of all dialysis patient2. Next to
glomerulonephritis and diabetes mellitus,
hypertension is the third most common cause of

chronic kidney disease, and accounts for 11% of the
primary disease causing end stage renal disease
(ESRD) in Bangladesh3.

The relationship between the kidney and hypertension
is interesting because the kidney can be affected by
the hypertension or it can also cause hypertension.
Eighty to ninety percent of patient with CKD
experience hypertension during the course of their
disease4. Uncontrolled hypertension accelerates the
rate of progression regardless of the cause of renal
failure. Clinical and epidemiologic studies indicate
that hypertension is a major risk factor for progression
of renal disease. Essential hypertension produces
overt proteinuria and a significant reduction in renal
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function in 5-15% of patients5, 40% of poorly
controlled hypertensive individuals have
microalbuminuria and its prevalence increases with
duration and severity of the hypertension6.
Hypertensive individuals had significantly higher
levels of urea, creatinine and lesser levels of
creatinine clearance compared to control subjects7.
The dipstick method of measuring albumin in urine
only detects protein excretion that exceeds 30mg/dl,
which is a range that is currently denoted as overt
proteinuria or macroalbuminuria. It has been used
to screen renal disease in community based
screening8. If dipstick for protein is negative then
next step is to measure the albumin excretion, for
which a spot urine collection is needed.

The population of Bangladesh is around 140 million.
The population density is over 9000 per sq. kilometer.
About 80% of the population of Bangladesh lives in
rural area. So our study was designed to detect the
prevalence of overt proteinuria and microalbuminuria
in hypertensive subjects and whether these are
associated with renal functional impairment in the
rural area of Bangladesh. Microalbuminuria is a
potentially reversible condition; overt proteinuria is
an established risk marker for progressive loss of
renal function, so effort should be given for detection
of hypertension and early stage of hypertensive
nephropathy, and take measures by optimum control
of blood pressure.

Materials and methods:
This was a cross sectional study carried out at
Bangaon union, a rural area of  Savar  upazilla 30 km
away from Dhaka metropolitan city, over the period
of August 2006 to April 2009. Data were collected by
using a structured questionnaire. Adult rural
population age between 18 to 65 year, both male and
female were included in this study. Persons having
fever, urinary tract infection, menstruation and
pregnant women were excluded from the study.  The
study was done in the nephrology department,
Bangabandhu Sheikh Mujib Medical University
(BSMMU) and Kidney Foundation, Dhaka, Bangladesh.
1134 adult participants were screened. Particulars of
the participants including age, sex, occupation,
marital status, height, weight; risk factor assessment
including smoking habit, medical history including
hypertension, diabetes & chronic kidney disease were
taken. Physical examination was performed and blood
pressure was recorded. Laboratory investigation was
done eg. blood glucose, serum creatinine and detection
of protein in urine by Dipstick. Microalbumin
estimation in urine was done in hypertensive subjects
who were negative in dipstick urine test.

Operational Definitions:
Hypertension and diabetes mellitus:

Participants were categorized for hypertension
according to the JNC 7 Report9 and for diabetes
mellitus we consider ADA: clinical practice
recommendations 200510.

Body mass index (BMI):
BMI was categorized as Malnutrition: BMI <18.5 kg/
m2, Normal: BMI 18.5-24.9 kg/ m2, Overweight: BMI
25.0-29 kg/m2, Obese: BMI >30.0 kg/m >40.0 kg/m2

Kidney function:
Kidney function was stratified according to NKF:K/
DOQI11.

e-GFR done by Cockcroft-Gault prediction12 and
MDRD equation13 from serum creatinine.

Data collection procedure:
Data were collected from all respondents by direct
interview and using structured questionnaire after
taking informed consent. In order to collect data and
sample, there was a fixed centre where respondents
would come every Friday from 9:00 am to 2:00 pm.
Age, occupation, marital status, addresses were
recorded as per statement of the participants at the
time of interview; height and weight were measured.
Blood pressure (BP) was measured after five minutes
rest being relaxed in a chair with a support on the
back keeping arm on a table at heart level. The average
of the two readings separated by two minutes was
taken who were hypertensive.

Laboratory Method:
Blood samples were collected on the spot for
estimation of blood glucose and serum creatinine.
The serum was then taken in appendrops and carried
to kidney research laboratory of nephrology
department at BSMMU keeping in icebox. Serum
creatinine and blood glucose were estimated by
Hospitex Screen Master, Techno-168 (ISE SRL, Italy).
Spot urine sample was collected and dipstick test
was done using Uric 2V GP reagent strip (Bayer,
Germany) for detection Urinary protein. Presence of
proteinuria was labeled as + (30mg/dl), ++ (100mg/
dl), +++ (300 mg/dl), ++++ (1000mg/dl). Hypertensive
subjects, who are found dipstick negative for urine
albumin on spot sample, further studied for urine
microalbumin; for this urine was taken to Kidney
Foundation keeping in icebox. Urine microalbumin is
measured by NycoCard® U-Albumin a solid phase,
sandwich-format, immunometric assay. Measuring
range of albumin: 5-200 mg/L, Increased values
(Microalbuminuria present): 20-200 mg/L, equivalent
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to 30-300 mg/24 hours or 20-200 µgm/min. Overt
proteinuria: >200 mg/L.

Data were processed and analyzed using computer
software, SPSS version 11.5. The descriptive statistics
were frequency, mean and standard error of mean.
The test statistics used to analyze the data were
descriptive statistics, Chi-square test, Fisher’s exact
probability test, Student’s t-test. P-value <0.05 was
considered significant.

Results:
A total of 1134 participants of 18 to 65 yrs of age were
enrolled in this study with mean age of (37.2 ± 14.0)
yrs. Among these participants <40 yrs of age were
56.9% (645), female 66%(753), married 86%(972),
housewife 58.6%, farmer 11.1%, student 8%, service-
holder 7.7%, businessman 5.7% and others 8.9%.
Risk factors among the participants showed 23.8% of
underweight, 56.1% of normal weight, 17.2% of
overweight, 2.8% of obese in terms of BMI. Over 20%
of the participants were smoker, 19.1% hypertensive,
7.1% diabetic 3.5% had both diabetes and
hypertension. Family history of hypertension, diabetes
and chronic kidney diseases were 8.6%, 9.1% and
0.6% respectively (Table-1)

Table-I
Distribution of risk factors among the participants

Risk factors Frequency Percentage

BMI (kg/m2)

< 18.5 (Underweight) 270 23.8

18.5 – 24.9 (Normal) 636 56.1

25 – 29.9 (Overweight) 195 17.2

30 – 39.9 (Obese) 32 2.8

e” 40 (Morbid) 01 0.1

Smoking habit 228 20.1

Hypertension 217 19.1

Diabetes 81 7.1

Combined hypertension and 40 3.5

diabetes

Family history hypertension 97 8.6

Family history of diabetes 103 9.1

Family history of chronic kidney 07 0.6

disease

* Total will not correspond to 100% because multiple
response

Among the participants, a total of 217 (19.1%) were
hypertensive (Stage-I + Stage-II). Distribution of blood
of blood pressure level among the participants showed
44.3% were within normal blood pressure range,
36.6% pre-hypertensive, 11.3% in stage-I and 7.8%
in stage-II (Table II)

Table-II
Distribution of patients by staging of hypertension

Staging of hypertension Frequency Percentage

Normal 519 45.8

Pre-hypertension 415 36.6

Stage-I 119 10.5

Stage II 81 7.1

Total  1134 100

Staging of chronic kidney disease based on estimated
GFR (eGFR) reveals that stage-III kidney disease
formed the main bulk (17.5%) followed by stage-II
(2.5%), stage-I (0.9%), stage-IV (0.4% each) and stage-
V the least (0.1%). Thus a total of 21.3% participants
had CKD (Table III)

Table III
Distribution of participants by CKD staging

Staging of CKD Frequency Percentage

Total CKD 242 21.3

Stage-I 10 0.9
Stage-II 28 2.5
Stage-III 198 17.5
Stage IV 05 0.4
Stage-V 01 0.1

Normal 892 78.7

 Total 1134 100

Hypertensive participants had a significantly higher
proportion of CKD (28.1%) compared to their non-
hypertensive counterpart (19.7%) (p = 0.007)(Table IV).

Table-IV
Association of CKD with hypertension

CKD                      Hypertension p-value#

Present Absent
(n = 217) (n = 917)

Present 61(28.1) 181(19.7) 0.007

Absent 156(71.9) 736(80.3)

Figures in the parentheses denote corresponding
percentage
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Hypertensive participants had a significantly higher
frequency of proteinuria (9.7%) compared to that of
the non-hypertensive group (3.1%) (p < 0.001)
(Table V).

Table-V
Association between proteinuria and hypertension

Proteinuria             Hypertension p-

Present Absent value#

(n = 217) (n = 917)

Present 21(9.7) 28(3.1) < 0.001

Absent 196(90.3) 889(96.9)

Figures in the parentheses denote corresponding
percentage

Over one-quarter (26.4%) of the hypertensive
participants had microalbuminuria (20–200 mg/L)
compared to 13.5% of the participants who did not
have hypertension (p = 0.001) (Table VI).

Table -VI
Association between microalbuminuria and hypertension

Microalbumin in          Hypertension p-

urine (mg/L) Present Absent value#

(n = 178) (n = 245)

< 20 131(73.6) 212(86.5) 0.001

20 – 200 47(26.4) 33(13.5)

Figures in the parentheses denote corresponding
percentage

The data on eGFR of proteinuric and non-proteinuric
participants revealed that proteinuria of either sexes
was not found to have any impact on eGFR
(p=0.751and p=0.207 respectively (Table VII).

Table-VII
Impact of overt proteinuria on eGFR

Overt proteinuria                   eGFR p-

Mean SD value

Male
Proteinuric 81.6 21.1 0.751
Non-proteinuric 83.2 21.8

Female
Proteinuric 71.5 23.2 0.207
Non-proteinuric 76.3 20.7

Discussion:
This study was conducted to know the prevalence of
overt proteinuria and microalbuminuria in
hypertensive subjects in a rural adult community.
The relation of overt proteinuria and microalbuminuria
with the renal function of these hypertensive
individuals was also seen.

In the presenting study 19.1% were hypertensive;
36.6% pre hypertensive state and 44.3% were normal
blood pressure. Among the hypertensive (19.1%),
11.3% stage 1 and 7.8% had stage 2 hypertension. In
a study performed in the urban slum of Dhaka
metropolitan city showed 11.6% of the participants
were hypertensive14. According to NHANES 2003-
2004, the prevalence of hypertension among the US
adult population was 29.3%15. In China, from China
National Nutrition and Health Survey 2002 among
the adults, prevalence of hypertension was higher in
urban compared with rural areas in men (23% versus
18%) and women (18% versus 16%)16.

Prevalence of chronic kidney disease (CKD) in our
study was 21.3%. In Bangladesh, the prevalence of
CKD in adult disadvantage people in Dhaka was
16%14. In our study among the hypertensive subjects,
28.1% had been suffering from chronic kidney disease,
compared to 19.7% in non hypertensive group. A
prospective study among 8093 subjects, showed  an
increase in  systolic blood pressure , pulse pressure
and mean arterial pressure  were associated with
12.8% subjects developed  CKD over 12 years follow
up17. In our study prevalence of diabetes mellitus
was 7.1%, and 3.5% of the participants had both
hypertension and diabetes.

Correlation between microalbumin in the urine and
eGFR shows that the two variables exhibit a negative
relationship, although the relationship was not
statistically significant (r = -0.064, p = 0.186)(Fig-1).

Fig.1: Correlation between microalbumin in the urine and
eGFR
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Proteinuria is the cardinal manifestation of renal
disease irrespective of etiology and persistence
proteinuria is an independent risk factor for
progression of renal disease. In our study, proteinuria
was present in 9.7% of hypertensive subjects, but in
non hypertensive prevalence of proteinuria was 3.1%.
The prevalence of proteinuria in health service
providers in a tertiary hospital in Dhaka was 2.4%18.
In another study showed the prevalence of proteinuria
was 7.7% in adult disadvantageous people in Dhaka
Metropolitan city14. ‘The AusDiab kidney study‘ found
proteinuria in 2.4% of the participants by measuring
protein creatinine ratio in a morning urine sample19.

Among the hypertensive participants  micro-
albuminuria was present in 26.4%. Healthy general
population as a control showed the prevalence of
microalbuminuria was 13.5%. Hypertensive subjects
were observed to be significantly older than non
hypertensive counterpart (46.8±12.3 vs. 36.1±13.4
years, p<0.001). Age and obesity were found to be
important predictors for a higher risk of having
microalbuminuria. Overweight and obesity
demonstrated their significant presence in
hypertensive participants than that in the non-
hypertensive counterparts (36% vs. 19.6%, <0.001).

Correlation between microalbuminuria and e-GFR
showed that two variables exhibit a negative
relationship, as patient having  microalbuminuria
their renal function declines. In a study among 141
hypertensive patients, 54 (38%) patients had
microalbuminuria20 and another study to determine
the frequency of microalbuminuria in hypertensive
subjects, 288 participants were screened, the
prevalence microalbuminuria was 37.5%. In addition,
hypertensive patients had significantly higher levels
of urea and creatinine, and lesser levels of creatinine
clearance compared to control subjects7.To determine
the prevalence of microalbuminuria in a large sample
of Spanish hypertensive population, 7673
hypertensive subjects were screened. The prevalence
of microalbuminuria was 25.3% and 2.6% showed overt
proteinuria21.

To see the prevalence of microalbuminuria and its
relationship with target organ damage in patients
with essential hypertension, a total of 150
hypertensive without diabetes mellitus and/or other
conditions causing microalbuminuria were studied.
26.67% patients were found to have microalbuminuria
and it was significantly higher in those with longer
duration and greater severity of hypertension. Older
age, adverse lipid profile, higher BMI were other
identifiable risk factor for microalbuminuria22.

In the present study proteinuria and
microalbuminuria are prevalent among the
hypertensive subjects which comparable to other
studies. Other than hypertension increasing age,
obesity, and diabetes are important risk factors for
microalbuminuria. Hypertensive microalbuminuric
subjects are prone to develop renal function
deterioration. A large scale study should be conducted
on both rural and urban population of different parts
of Bangladesh to identify risk groups and initiate
intervention so that future burden of CKD could be
minimized.
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CO-MORBIDITIES AMONG EPILEPSY PATIENTS:
EXPERIENCE IN BANGLADESH
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Abstract:
Objective: To determine comprehensively all the major comorbid diseases observed among epilepsy
patients.

Methods: In this observational study, 1168 patients were recruited from outpatient based epilepsy
clinic in a tertiary care hospital. Four categories of comorbid conditions namely neuropsychiatric,
developmental (mental retardation, cerebral palsy), pain disorder (migraine) and others (hypertension,
diabetes, stroke) were evaluated in these patients through a prefilled questionnaire and data were
then analyzed. Epilepsy were broadly classified into generalized epilepsy (GE), localization related
epilepsy (LRE), symptomatic and unclassified.

Result: Among the 1168 subjects we included in this study, 71.5% were male. The most common
age group at the time of interview was 11-20 years (36.8%). Only 29 (2.5%) respondents were older
than 60 years. Among the listed comorbid conditions, mental retardation was the most common
entity (15.5%), followed by psychiatric disorder (12.8%), hypertension (5.6%), migraine (5.4%) and
cerebral palsy (5.0%). Only 1.5% had diabetes and 0.6% had stroke. Mental retardation and cerebral
palsy were more common and significantly associated (p=0.0001 and 0.005) with GE patients (95
and 44), psychiatric disorder was also common among GE patients (108)) with a p value of 0.0001.
But migraine was more common and significantly associated (p=0.0001) with LRE patients (46).
Stroke was only present in symptomatic epilepsy group (7) and diabetes was present only in GE
patients (19). Both were significant (p= 0.0001 and 0.01). But hypertension among different epilepsy
groups was not significant (p=0.08).

Conclusion: Neuropsychiatric, developmental and pain disorder are common comorbid associations
within different epilepsy syndromes which may need special care during management of epilepsy
patients.

Key Words: Comorbidity, Hypertension (HTN), Diabetes Mellitus (DM)
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3. Assistant Professor of Neurology, Dhaka Medical College Hospital
4. Resident Physician, Dhaka Medical College Hospital

Introduction:
An estimated 59 million people is affected by epilepsy
worldwide1. The prevalence of active epilepsy, range
from 0.2- 4.1%2. Although defined by presence of
recurrent seizure, epilepsy has different dimensions
including abnormality in cognition, psychiatric status,
social adaptation and many more. In the past
centuries people with epilepsy were frequently
segregated in colonies3. Epileptologists subsequently
sought to provide a more representative picture of
the consequences of epilepsy in people who lived in
the community4. The term “comorbidity” refers to one
or more other disease among people with an index
disease5. It is often difficult to determine whether a
clinical entity should be marked as comorbidity or
complication of the disease itself. The working
definition of complication is regarded as existence of
a second disease when the occurrence of an index

disease is required6. Few years back, at the National
Institutes of Health conference Curing Epilepsy 2007:
Translating Discoveries into Therapies, the prevention
and reversal of the comorbidities of epilepsy were
identified as a major new benchmark area for research.
A number of conditions have been reported to be
comorbid with epilepsy, including psychiatric disorders
and certain pain disorders, the improved knowledge
base of which is very much important. Firstly, the
awareness of comorbidities can improve diagnosis.
Secondly, some comorbidities may influence the
prognosis of epilepsy, as has been shown for
migraine7. Thirdly, the recognition of comorbidities
can inform therapeutic choices. It can either create
opportunities to treat two conditions with a single
drug or impose therapeutic limitations. Thus the
knowledge of comorbidities may provide insight into
pathogenesis by revealing shared neurobiologic
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mechanisms underlying multiple disorders. In this
study we tried to find out the distribution of different
comorbid condition in different types of epilepsy
patients. The list of comorbidities were selected on
the basis of prior research8-10.

Materials and Methods:
This cross sectional study was carried out in
specialized epilepsy weekly outpatient clinic of Dhaka
medical college from January 2008 to July 2011 which
included 1168 epilepsy patients. Epilepsy syndromes
were broadly classified into four categories using the
classification system of International League Against
Epilepsy (ILAE) namely, generalized epilepsy (GE),
localization related epilepsy (LRE), symptomatic and
unclassified. Each patient was evaluated and
classified by consultant neurologist. Four categories
of comorbid conditions namely neuropsychiatric,
developmental (mental retardation, cerebral palsy),
pain disorder (migraine) and others (hypertension,
diabetes, stroke) were evaluated in these patients
through a prefilled questionnaire. These
comorbidities were selected on the basis of our
knowledge base from prior researches. Statistical
analysis of their response was done with the help of
SPSS version 16.0.

Result:
Among the 1168 subjects we included in this study,
71.5% were male. The most common age group at the
time of interview was 11-20 years (36.8%), followed
by 27.7% young adults who were at 21-30 years of age
(Table-I).  Only 29 (2.5%) respondents were older than
60 years. Among the listed comorbid conditions,
mental retardation was the most common entity
(15.5%), followed by psychiatric disorder (12.8%),
hypertension (5.6%), migraine (5.4%) and cerebral
palsy (5.0%). Only 1.5% had diabetes and 0.6% had
stroke (Figure-I). Further subgroup analysis of
developmental disorder showed that mental
retardation and cerebral palsy were more common
and significantly associated (p=0.0001 and 0.005) with
GE patients (95 and 44) than LRE (75 and 17)
respectively (Table-II). Similarly psychiatric disorder
was also common among GE patients (108) than LRE
(50) with a p value of 0.0001. But migraine was more
common and significantly associated (p=0.0001) with
LRE patients (46) than GE (20) (Table-II). Stroke was
only present in symptomatic epilepsy group (7) and
diabetes was present only in GE patients (19). Both
were significant with p value of 0.0001 and 0.01
respectively. Though hypertension was common, the
difference for hypertension among different epilepsy
groups was not significant (p=0.08).

Table I
Socio demographic profile of the patients (N=1168)

Parameter n %

Age 0-10 yrs 217 18.6

11-20 yrs 430 36.8

21-30 yrs 323 27.7

31-40 yrs 109 9.3

41-50 yrs 31 2.7

>60 yrs 29 2.5

Sex Male 835 71.5

Female 333 28.5

Table II
Common comorbid conditions in different class of epilepsy

Parameter              Epilepsy class
GE LRE Sympto- Unclass- p

matic ified value

Mental 95 75 14 7 0.0001

retardation

Cerebral Palsy 44 17 0 0 0.005

Psychiatric 108 50 0 0 0.0001

disorder

Migraine 20 46 0 0 0.0001

Stroke 0 0 7 0 0.0001

Hypertension 46 16 7 0 0.08

Diabetes 19 0 0 0 0.01

Fig.-1

66

Co-morbidities among Epilepsy Patients: Experience in Bangladesh BJM Vol. 24 No. 2



Discussion:
Researchers have reported that 4% to 10% of all
children experience a seizure at some time in their
lives. By age 20, however, only 1% of the population
has a diagnosis of seizures or epilepsy11. Many
patients with developmental disorders present with
an epilepsy comorbidity. For example, seizures appear
in more than 20% of children with cerebral palsy,
unspecified cognitive impairment, pervasive
developmental delay, as well as in specific genetic
syndromes associated with cognitive impairment. In
addition, there are different types of epilepsy that
may be associated with different types of
developmental disability. Both the paper
electroencephalogram (EEG) and the video EEG
remain the most valuable tools that are used to
evaluate patients with both epilepsy and a
developmental disorder12. Investigators have studied
the co-morbidity of epilepsy and numerous childhood
onset conditions, including cerebral palsy, autism,
Down syndrome, and mental retardation13-15. Recent
reports about children with cerebral palsy indicate
that 35% have a history of epilepsy, with the highest
prevalence in children with spastic hemiplegia (66%),
followed by those with quadriplegia (43%), and diplegia
(16%)16. Similar to the reports from other
investigators,  mental retardation and cerebral palsy
were significantly associated with GE patients (p value
0.0001 and 0.005 respectively) in our study. The
relationship between seizure disorders and mental
retardation is a complex one. When considered across
the spectrum of mental retardation, the frequency
and severity of epilepsy varies inversely with the level
of mental retardation17. Among individuals with mild
retardation, the distribution of various subtypes of
seizures approximates the general population. This
observation probably relates to lower rates of
neuroanatomical abnormalities or metabolic
disorders. The clinical response to anticonvulsant is
also comparable to the general population. Among
individuals with severe/profound retardation,
increased rates of underlying neurological
abnormalities are manifested by a higher frequency
of mixed seizure disorders, and an onset of seizures
in infancy or early childhood17,18. This factor
contributes to higher rates of uncontrollable seizures
and neuropsychiatric complications. These clients
may also require multiple anticonvulsants (AEDs),
increasing the risk for medication side effects and
pharmacokinetics interactions19. Even with AED
combinations, many clients continue to experience
frequent seizures and risk further cognitive or
behavioral deterioration. The degree of clinical
deterioration relates to frequent seizures; early age

of onset, level of seizure control with the time
required, and the presence of underlying
neuroanatomical lesions20,21. There is also a
considerable overlap between mental retardation and
other developmental disorders with psychiatric
diseases. Population studies indicate that rates of
psychiatric disorders approach 40% of the population
of individuals with mental retardation22. The
categories of psychopathology vary depending on the
level of mental retardation and deficits in adaptive
behavior, and genetic vulnerability to disorders such
as affective illness, anxiety disorders, and
schizophrenia23.

In our study for the purpose of simplification, we
grouped disorders like depression, anxiety, panic
attacks, schizophrenia all together under the heading
psychiatric disorder. About 12.8% of our patients had
at least one variety of this psychiatric diagnosis along
with epilepsy. The significant association was with
GE patients (p=0.0001) Psychiatric disorders have
been a longstanding concern in tertiary care epilepsy
centres. Recent population-based studies that use
contemporary diagnostic criteria, such as the
Diagnostic and Statistical Manual of Mental Disorders
IV (DSM-IV) and the International Classification of
Diseases, are crucial to define the extent of the
problem. Tellez- Zenteno and co-workers24

investigated mental health status in 36 984 people
who participated in the Canadian Community Health
Survey 1·2. The World Mental Health Composite
International Diagnostic Interview was used to derive
12-month and lifetime rates of DSM-IV axis I
disorders. Patients with epilepsy were more likely to
report lifetime anxiety disorders and suicidal
thoughts, and lifetime major depression was
significantly higher after adjustment for covariates.
Population-based investigations of the associations
between epilepsy and psychiatric disorders compared
with other chronic health conditions are important.
Recent studies of targeted psychiatric symptoms in
large, community-based populations investigate this
question. For example, Ettinger and co-workers25,26

studied symptoms of depression and bipolar disorder
with self report inventories. Bipolar symptoms were
significantly elevated in patients with epilepsy (12·2%)
compared with patients with migraine (7·2%), asthma
(5·9%), diabetes (3·2%), or controls (1·7%). Many
studies have consistently shown an increased risk
of depression after epilepsy onset, some data also
shows that the depressed individuals have increased
risk of developing epilepsy. This bidirectional
relationship supports the hypothesis of overlapping
mechanisms for the two disorders27-32. Whether the
population based prevalence rates of psychiatric
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disorders are increased in patients with epilepsy
compared with people with other neurological
disorders (eg, multiple sclerosis) needs to be
determined and is a crucial question with regard to
the specificity of association. Findings also suggest
that psychiatric, cognitive and behavioral problems
might even antedate the diagnosis of epilepsy33,34.

Migraine and epilepsy are associated independent of
seizure type, etiology, age at onset, or family history
of epilepsy35. These two conditions might share a
common genetic susceptibility36 or a common
environmental risk factor, such as traumatic head
injury37. Depression and migraine with aura act
synergistically in increasing the risk of incident
unprovoked seizure, suggesting that these three
disorders may result from a shared underlying
mechanism38. A recent study reported an increased
frequency of migraine in the relatives of individuals
with benign rolandic epilepsy, providing evidence for
a shared genetic susceptibility to migraine and some
forms of epilepsy36. Finding in our study was a little
bit different. Migraine was strongly associated with
LRE (p=0.0001). There are several possible
explanations for the co-occurrence of these two
disorders39-41. First, since migraine and epilepsy are
both relatively common, they may co-occur frequently
by chance. Second, they may be mistaken for one
another, as migraine and epilepsy—particularly partial
seizures— have considerable overlap of clinical
symptoms. Third, one may cause the other—migraine
may trigger or evolve into a seizure (“migralepsy”)41

and seizures may cause post-ictal headache. Fourth,
they may have a shared pathophysiology, such as ion
channel dysfunction, that is not necessarily the result
of shared genetic factors. Finally, migraine and
epilepsy may have a shared genetic cause, a topic
addressed in this issue of Neurology by Deprez et al.,
in their description of linkage of familial
occipitotemporal lobe epilepsy and migraine with
visual aura to chromosome 9q42. The risk of migraine
has been found to be more than twice as high in
individuals with epilepsy as in those without
epilepsy35.

Stroke was only associated with symptomatic epilepsy
group (p=0.00001). Engel43 also reported similarly that
symptomatic epilepsy results from known condition
such as neoplasm, vascular malformation, stroke,
scar etc. High blood pressure was also reported by a
good fraction of epilepsy patients. It is a risk factor
for stroke, which itself is a risk factor for epilepsy,
but a direct association between high blood pressure
and epilepsy was not found in our study and not
reported in any literature yet. But complying with the
reports of other studies the association of diabetes

was significant (p=0.01) There is evidence to suggest
that antibodies to glutamic acid decarboxylase, an
auto-antigen implicated in type 1 diabetes, are also
associated with the development of epilepsy44.

Conclusion:
The neuropsychiatric, developmental and pain
disorders are quite common comorbid conditions
among epilepsy patients. Similarity in
pathophysiologic mechanisms might cause these
overlapping conditions within same individual.
Treating physicians should be attentive to the
possibility of these comorbidities in patients with
epilepsy. We are in dare need of future research to
examine the impact of comorbidities on treatment
outcomes in epilepsy.

Conflict of interest: None
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Introduction:
Kikuchi- Fujimoto (KFD) disease was first reported
initially in Japan in 1972. KFD was reported almost
simultaneously by Kikuchi1 and by Fujimoto2 and
associates as a lymphadenitis with focal proliferation
of reticular cells accompanied by numerous
histiocytes and extensive nuclear debris3.

The disease is an extremely rare disease known to
have a worldwide distribution with a higher prevalence
among Japanese and other Asiatic individuals4.
Although first descriptions were in people of Asian
origin, the disease has now been reported in
individuals of all races. KFD is an enigmatic, benign
and self-limited syndrome characterized by regional
lymphadenopathy with tenderness, predominantly in
the cervical region, usually accompanied by mild fever
and night sweats4,5. Clinicians are unfamiliar with
this entity. Here is a comprehensive review of KFD
with special emphasis on the clinicopathologic
significance of this condition.

Literature Review:
Relevant articles published in English language
medical journals from 1972 (From first reported  KFD)
to the present day through a MEDLINE search using
the keywords “kikuchi” “Fujimoto” and “histiocytic
necrotizing lymphadenitis.” In addition to original,
review articles, correspondence, letters , editorials
outstanding case reports and series are also included

Epidemiology:
Although uncommon, Kikuchi disease has been
reported throughout the world and in all races. Most
cases have been reported from East Asia, with fewer
cases from Europe and North America.6-12 .Outside
of Asia, it is possible that Kikuchi disease has been
underdiagnosed and therefore underreported. Dorfman
and Berry reported 108 cases, including 68 in the
United States; 63% of the 108 patients were white.
Cases reported by Pileri et al 13 included 23 from the
former West Germany and individual cases from Iran,
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Italy, South Korea, and Spain and many other
countries. India and Bangladesh has also reported
many case reports on variable clinical presentation
of KFD 9,14

The initial studies of Kikuchi disease reported women
were affected more often than men by a ratio of
approximately 3:1. However, more recent studies have
shown a smaller female preponderance, with a ratio
closer to 1.25:115-17.. Kikuchi disease occurs in a
wide age range of patients (ie, 2-75 y), but it typically
affects young adults (mean age, 20-30) 17

Aetiology and Pathophysiology:
The cause of Kikuchi disease is unknown, although
infectious and autoimmune etiologies have been
proposed.18 Among the infectious ages including
viruses, many has been described in literatures due
to presence of serological positivity in clinical
courses. Yersinia enterocolitica and Toxoplasma gondii
as possible causative agents of KFD was first reported
due to presence of serological evidence but later found
the histology to be different 19. Among the viruses
Epstein barr virus and Cytomegalovirus were the
initial agents thought to be responsible with similar
positive serology but later PCR studies were
inconclusive.20,21 Herpes virus 6 and 8 have been
also scrutinized to see the association. HTLV,
Parvovirus B19, Varicella zoster , Hepatitis B were
also searched for identifying aetiology but later found
to have no association with core disease process22-
26. A viral infection is still a possibility by
characteristics  clinical manifestations, as described
by Unger and colleagues6  (upper respiratory prodrome,
atypical lymphocytosis, and lack of response to
antibiotic therapy.

Histologic, ultrastructural, and immunohistochemical
findings might support an immunological reaction,
perhaps to multiple organisms. It is possible that
KFD might represent an exaggerated T cell–mediated
immune response in genetically susceptible people
to a variety of nonspecific stimuli. The incidence of
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DPA1*01 and DPB1*0202 alleles of HLA antigen
LAHLA is significantly higher in patients with KFD
than in healthy control subjects. These genes are
extremely rare or absent among Caucasians but
relatively common among Asiatic people ( Korean,
9.9%; and Japanese, 4.5%). This might provide
explanation about the mentioned epidemiologic
pattern.28 Because  tubular reticular structures in
the cytoplasm of stimulated lymphocytes and
histiocytes has been seen  in patients with KFD,which
has also been described in  endothelial cells and
lymphocytes of patients with systemic lupus
erythematosus

(SLE) and other autoimmune disorders, Imamura
and coworkers 27 hypothesized that KFD might
reflect a selflimited SLE-like autoimmune condition
induced by virus infected transformed lymphocytes.
But the repeated test for ANA or other specific
serologolical test for SLE was found negative in most
of the classical cases of KFD which rules against
the autoimmune process. Still the association
between KFD and SLE has been reported with a
frequency probably greater than that expected by
chance alone.

The immunophenotype of KFD typically consists of a
predominance of T-cells, with very few B cells. There
is an abundance of CD8+ T-cells over CD4+.29 The
histiocytes express histiocyte-as-sociated antigens
such as lysozyme, myeloper-oxidase (MPO) and CD68.
Finally, striking plas-macytoid monocytes are also
positive for CD68 but not for MPO.1 Tcell– restricted
intracellular antigen–1 (TIA-1) cytotoxic granules were
detected within the cytoplasm of apoptotic bodies in
KFD necrotizing lesions.30 In double stainings, TIA-
1+ lymphocytes were found to be CD8+ rather than
CD4+31. Ohshima and coworkers32 studied perforin
and Fas pathways as CD8+ T-cell cytotoxic
mechanisms that could induce apoptosis in target
cells in patients with KFD. According to their
observations, proliferating CD8+ T cells might act as
“killers” and victims” in the apoptotic process via the
Fas and perforin pathways.

The  plasmacytoid monocytes or plasmacytoid T cells—
have been reported to be a hallmark histopathologic
finding of KFD. These cells would have a role in the
pathogenesis of KFD via their migration from bone
marrow to affected lymph nodes, where they might
produce large amounts of type I interferon, thus
promoting a T-helper 1 T-cell response and the
aforementioned cytotoxic immune reaction.33,34.
Monocyte and macrophage lineage cells have been
proposed as enhancers of the apoptotic event. Abe

and coworkers35  recently demonstrated the presence
of receptor-binding cancer antigen expressed on SISo
cells (RCAS1) in the macrophages from lymph nodes
of patients with KFD.

The authors suggested that the high presence of
RCAS1 on macrophages might contribute to the
histiocyte-dependent CD8+ T-cell death.35

Serum concentrations of some inflammation
mediators such as interferon (IFN)-ã, FasL, and
interleukin-6 have been reported to be increased
during the acute phase of KFD, returning to normal
levels during the convalescent phase, thus raising
the possibility that these cytokines could have a role
in the pathogenesis of this condition.36. There has
been report of cases where other mediators like
interleukin-18, monokine induced by IFN-ã, and Cys-
X-Cys chemokine IFN-ã–inducible protein-10 has
been identified in histiocyte and lymphocyte. In few
case report the complement level has been found
reduced (especially C4) which is also commonly seen
in patient with SLE. Low C4 levels in patients perhaps
contributed to impaired clearance of immune
complexes and may have predisposed  to  KFD.

Pathology:
KFD is diagnosed on the basis of an excisional biopsy
of affected lymph nodes. Kuo TT5 proposed three
histologic phases of KFD: proliferative, necrotizing
and xanthomatous. The initial proliferative phase
features an expanded paracortex with increases in
various histiocytes, plasmacytoid monocytes, which
are admixed with lymphocytes and nuclear debris.
The necrotizing phase is characterized by presence
of necrosis of any degree. If foamy histiocytes
predominate in the lesions, the case is categorized
as being in the xanthomatous phase despite the
presence or absence of necrosis. These three
histologic types of KFD could represent different
evolving stages of the disease, however, this
speculation has not been confirmed because of a lack
of studies with sequential biopsies. Histological
features Involved lymph nodes which are  partially
effaced architecture by paracortical nodules of
apoptotic necrosis with abundant karyorrhectic debris
and large numbers of histiocytes (fig. 1). The
plasmacytoid monocytes tend to cluster, particularly
at the margins of the necrotic foci. Admixed are many
small lymphocytes and immunoblasts. Reactive
immunoblastic component in some cases may be
mistaken for lymphoma. Neutrophils and eosinophils
are absent and plasma cells are scarce or absent.37,38

Thrombosed vessels may be present in regions,
peripheral to necrosis. Reactive lymphoid follicles are
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The cytological smears demonstrate characteristic
intra and extracellular apoptotic nuclear debris with
admixed crescentic macrophages (fig. 2) on a reactive
lymphoid background.39 In some cells, nuclei may be
ragged, dense and pyknotic as the apoptosis
progresses. Free nuclear fragmentation may be
present in the background as small, variably sized
dark staining karyorrhectic globule. Neutrophils are
notably absent and large numbers of interspersed
small mature lymphocytes and some larger
transformed lymphocytes are also present.

Clinical Manifestations:
History:

Kikuchi disease most frequently manifests as a
relatively acute onset of cervical adenopathy
associated with fever and a flulike prodrome. Cervical
nodes are affected in about 80% of cases.Posterior
cervical nodes are frequently involved (65-70% of
cases). Lymphadenopathy is isolated to a single
location in 83% of cases, but multiple chains may be
involved. Lymph node size ranges from 0.5 to 4 cm
(93.4%), and occasionally, lymph nodes are larger than
6 cm. Painful lymphadenopathy is seen in up to 59%
of patients. Generalized lymphadenopathy has been
reported in 1% to 22% of cases.40,41,42.43.44.Cases of
generalized adenopathy involving axillary, inguinal,
and mesenteric nodes are unusual.

A flulike prodrome with fever is present in 50% of
cases. The  less common symptoms are Headache,
nausea, vomiting, malaise, fatigue, weight loss,
arthralgias, myalgias, night sweats rash (up to 30%),
thoracic/abdominal pain

Physical Sign:
Lymphadenopathy  is  the hallmark sign in
KFD.isolated to 1 location in 83% of patients,
although multiple nodal chains may be
involved.Cervical nodes are affected in 80% of
patients; Less commonly affected nodes include those
in axillary, mediastinal, celiac, abdominal, and
inguinal locations.The nodes are usually described
as painless or mildly tender.The nodes tend to be 2-
3 cm in diameter, although masses of multiple nodes
may reach 6 cm.The nodes are usually firm and mobile,
but they are not fluctuant or draining.

Extranodal findings are Skin45,46  The incidence of
skin involvement varies from 5-30%. Findings are
varied and nonspecific and include maculopapular
lesions, morbilliform rash, nodules, urticaria, and
malar rash, which may resemble that of SLE. Skin
lesions resolve in a few weeks to months.
Hepatosplenomegaly is not uncommon. Neurologic
involvement is rare but has included conditions such
as aseptic meningitis, acute cerebellar ataxia, and
encephalitis47Patients with aseptic meningitis may
report headache, but they do not exhibit nuchal
rigidity or positive Kernig or Brudzinski signs.

Uncommon features and associated clinical condition:

KFD also has been reported as a cause of prolonged
fever of unknown origin.48. SLE has developed in some
patients thought to have true KFD. The association
with SLE is such intensive in few studies that  KFD
was thought to be  an incomplete form of an

observed in most cases. The karyorrhectic process
can extend beyond the nodal capsule into perinodal
tissue.37 Biopsies of skin lesions from patients with
KFD revealed dermal infiltration by apoptotic
plasmacytoid monocytes.

Fig 1: Lymph node biopsy material showing apoptotic
necrosis with abundant karyorrhectic debris and large
numbers of histiocytes

Fig 2: Karyorrhectic foci with large numbers of
histiocytes,  including crescentic histiocytes (arrow),and
some lymphoid cells
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autoimmune condition. The patients, however, may
have had SLE from the beginning, taking into account
the histopathologic consideration.49,50,51 The
diagnosis of KFD can precede, postdate, or coincide
with the diagnosis of SLE.50. Six cases of pre-SLE or
post-SLE necrotizing lymphadenitis were found to be
true KFD although authors concluded that the
association of SLE and KFD is not linked as per the
histological diagnosis concerned.51 Antiphospholipid
syndrome, polymyositis, systemic juvenile idiopathic
arthritis, bilateral uveitis, arthritis, cutaneous
necrotizing vasculitis, and pulmonary hemorrhage
have been linked to KFD which may also be explained
by overlap syndrome with SLE.52-58. But there are
report of severe KFD leading to fatality which were
found to have related with severe autoimmune
disorder. It has been reported rarely in HIV-positive
patients 59 and in association with the human T-cell
leukemia/lymphoma (lymphotropic) virus type 1
(HTLV-1) presented with recurrent asceptic meningitis.

Some cases of KFD have been associated with the
hemophagocytic syndrome.60,61 and which also have
severity in presentation. There have been other
reports of unusual features of KFD, including
Dysphagia 14, parotid gland involvement62, thyroiditis,
63 carcinoma, 64and diffuse large B-cell lymphoma65

Skin lesions in KFD seem to be multivariant and
nonspecific.  Varieties of dermatological patterns
including papules,  nodules; erythematous,
induration, erythematous lesions; erythema
multiforme; and erythematous maculopapular
eruptions, psoriaform eruption mainly affecting the
face and upper body.66,67Involvement of extranodal
sites by KFD is uncommon, but skin and bone marrow
involvement and liver dysfunction have been
reported.68

Lab diagnosis:
In patients with Kikuchi disease, diagnostic
laboratory and radiologic test findings are nonspecific.
Complete blood cell (CBC) count  revealed Mild
granulocytopenia is observed in 20-50% of patients.
Leukocytosis is present in 2-5% of patients. Atypical
lymphocytes are observed in 25% of
patients.Erythrocyte sedimentation rate (ESR) and
C-reactive protein (CRP) levels may be elevated.
Elevated LDH levels suggest hepatic
involvement.Results from autoimmune antibody
studies, including LE preparation and RF and ANA
studies, are generally negative. These findings may
help the clinician distinguish Kikuchi disease from
SLE.  There are cases where KFD was diagnosed by
histopathology and serology of SLE is positive which
is perhaps indicative of common association with this
autoimmune disorder.

Imaging Study:
Chest radiography  are generally unremarkable in KFD
disease and is recommended in the evaluation of
cervical adenopathy to look for evidence of
tuberculosis or malignancy. Ultrasonography69

showed enlarged nodes may be either homogeneous
or heterogeneous with hyperechoic rims. Computed
tomography (CT) scanning and magnetic resonance
imaging (MRI)  usually revealed enlargement of lymph
nodes in affected areas is noted. Postcontrast
enhancement may be observed. A large series on CT
scan by Kwon et al .70found homogeneous lymph node
enlargement in 83.3% of the patients, perinodal
infiltration in 81.3%, and prominent areas of low
attenuation suggestive of focal necrosis in 16.7%.

Tissue Diagnosis:
Although results of fine-needle aspiration (FNA) may
be suggestive,70,71 the diagnosis of Kikuchi disease
is confirmed only by excisional lymph node biopsy.
FNA findings are most often nonspecific, Although
some authors believe that the diagnosis can be
confirmed when supported by typical clinical findings.
Most authors recommend confirmation by excisional
biopsy. In a retrospective study of 44 patients, FNA
had an overall accuracy of 56.75% in diagnosing
Kikuchi disease.70 Characteristic cytologic findings
in Kikuchi disease include crescentic histiocytes,
plasmacytoid monocytes, and extracellular debris.
Excisional lymph node biopsy revealed Paracortical
necrosis which may be patchy or confluent. Crescent
shaped nuclei in histocyte is characteristics.
Lymphocytes, plasmacytoid monocytes, macrophages,
and immunoblasts (predominantly T cells) are
abundant at lesion site while karyorrhexis are
occasionally seen. Neutrophils, granulomas, plasma
cells are virtually absent.

Treatment:
Supportive care:

There is no specific treatment for patients with KFD.
The disease is chacteristically self limited.  Only
symptomatic treatment measures to relieve
distressing local and systemic complaints should be
used. Nonsteroidal anti-inflammatory drugs (NSAIDs)
may be used to alleviate lymph node tenderness and
fever. Analgesics, antipyretics, and rest are the
principal modality of treatment.

Steroids:

The use of corticosteroids, such as prednisone, has
been recommended in severe extranodal or
generalized Kikuchi disease.73,74 Indications for
corticosteroid use include the following:
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· Neurologic involvement

o Aseptic meningitis

o Cerebellar ataxia

· Hepatic involvement – Elevated LDH level

· Severe lupuslike syndrome – Positive ANA
titers

Jang and colleagues recommended expanding the
indications for corticosteroid use to less severe
disease.74 They administered prednisone when
patients had prolonged fever and annoying symptoms
lasting more than 2 weeks despite NSAID therapy,
as well as for recurrent disease and for patients who
desired a faster return to work.

Other new agents:
Takada and coworkers111 recently reported a case of
KFD that dramatically resolved with oral minocycline
treatment, suggesting that the causative agent of KFD
might be especially sensitive to this antibiotic.
Immunosuppressants have been recommended as an
adjunct to corticosteroids in severe, life-threatening
disease.

Intravenous immunoglobulin (IVIG) was chosen in
few cases of refractory KFD cases  because, compared
with cyclophosphamide, anti-tumour necrosis factor
(TNF) antibodies (e.g. infliximab) or soluble TNF
receptor (etanercept), it incurred least risk of adverse
effects.75 The specific therapeutic effect of IVIG in a
patient presenting solely with Kikuchi’s disease was
described in three case reports.75 Two case reports
describe a therapeutic response to combined
treatment with IVIG and corticosteroids in children
with haemophagocytic syndrome and concurrent
Kikuchi’s lymphadenitis 76,77. Antiidiotype antibodies
against autoantibodies and competition with
endogenous autoantibodies for binding of Fc_
receptors or complement components may be
important in autoimmune diseases. In view of its
pluripotent effects, IVIG therefore represents a
suitable candidate for empirical treatment of
idiopathic inflammatory conditions such as Kikuchi’s
disease.

Conclusion:
KFD is rare, self-limiting disease with spontaneous
remission of unknown etiology. The diagnosis of KFD
should be consider  in any nodal biopsy (especially
cervical)  showing fragmentation, necrosis, and
karyorrhexis, especially in young people. Its diagnosis
is important to prevent misdiagnosis of tuberculosis,
lymphoma or carcinoma. The viral etiology has always
on the card although there is no ample evidence to

support the viral theory. The association with SLE
should be also an important consideration as severe
disease may respond well with steroids and even with
IVIG. Awareness of this disorder by clinicians might
help prevent misdiagnosis and inappropriate
treatment.
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 CASE REPORTS
DISSEMINATED HISTOPLASMOSIS AS PRESENTING
FEATURE OF ACQUIRED IMMUNODEFICIENCY
SYNDROME: A CASE REPORT
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Abstract
Histoplasmosis is a mild self-limiting respiratory illness in immune-competent individuals. It
disseminates in immune-suppressed states like patients with human immunodeficiency virus (HIV)
infection, haematological malignancies, post transplant states and patients receiving immune-
suppressive therapy. Here we report a case of disseminated histoplasmosis in a 45 year old diabetic,
returning worker who presented with fever, cough, rash, oro-genital ulcer and weight loss. He was
anaemic, there was crepitation on lung auscultation and hepatomegaly. Diagnostic workup revealed
HIV infection with disseminated histoplasmosis. Intravenous amphotericin B was started along
with other supportive therapy and for anti-retroviral therapy he was sent to a referral center. Being
an uncommon condition in our perspective, we are reporting the case.

Key words: Disseminated histoplasmosis, AIDS, immunocompromized.
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Introduction
Histoplasmosis is a fungal infection caused by
Histoplasma capsulatum, which is a dimorphic,
saprophytic, soil-based fungus endemic throughout
the Ohio and Mississippi river valleys. 1 Inspite of
being non-endemic area, sporadic cases have been
described in Bangladesh mostly in immunocompetent
patients. 2-5 Spores are found in contaminated soil
and their growth is facilitated by excreta of birds and
bats. In human, spores enter into the body through
inhalation and then germinate into yeast form. In
immune-competent individuals, infections are usually
asymptomatic or mild flu-like illness can occur. But
in immune-compromised hosts, it can manifest as
disseminated infection. When disseminated, it can
involve liver, spleen, bone marrow, lympho-reticular
and gastro-intestinal systems. Skin involvement can
occur in up to 10% cases with HIV infection.6

Diagnosis depends on clinical manifestation and
demonstration of fungus in biopsy specimen or culture
or by serological tests.

Case Report
A 45-year-old diabetic patient presented with
intermittent fever reaching upto 101°F,  cough with
scanty mucoid sputum production without
haemoptysis and 6 kg weight loss over 1 month. He
developed painful, multiple oral and genital ulcers
which initially appeared as blisters and then ruptured.
He had generalized rash. There was no history of joint
pain, photosensitivity, drug intake or limb swelling.
He had history of extra-marital unprotected sexual
exposure while residing abroad 12 years back but he
denied any homosexuality or anal intercourse in his
lifetime. He was generally well before and there was
nothing indicative of congenital immunodeficiency.

He was moderately anaemic and there was
generalized maculo-papular rash  involving extensor
and flexor surfaces of limbs, trunk, palm and sole
(Figure 1 and 2) and multiple tender round to oval
ulcers involving lips, tongue, gum, palate, glans penis
having regular margin, erythematous base and slough
in the center. He did not have any lymphadenopathy.
He had few bilateral crepitation scattered over whole
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His diabetes was uncontrolled, fasting blood glucose
was 9.2 mmol/L and HbA1c 8.8%. Haematological
examination revealed pancytopenia; Hb 8.2 gm/ dl,
TC of WBC 3600/ cmm with normal differentials,
platelet count 103000/ cmm, ESR 115 mm in 1st hour,
chest X-ray was normal, sputum Gram stain, silver
stain and AFB (3 samples) were negative. Urine RME
was normal. Sputum, blood and urine culture revealed
no growth. Triple antigen was insignificant, MT 5 mm
at 72 hours. ICT for kala-azar and malaria were
negative. Bilirubin was 0.4 mg/ dl, SGPT 146 IU/ l,
SGOT 537 IU/ l, alkaline phosphatase 407 U/L, serum
total protein 69 g/ L, albumin 21.2 g/ L, lactate
dehydrogenase (LDH) 826 U/L, viral markers for
hepatitis B and C were negative. Abdominal
ultrasonography revealed mild hepatomegaly with
bright parenchyma. VDRL was non-reactive as was
TPHA. Bone marrow aspirate revealed hypoplastic
marrow showing proliferation of macrophages
containing H. capsulatum (Figure 3), consistent with
systemic histoplasmosis. Anti HIV (1+2) were positive,
Western blot confirmed HIV infection. His CD4 count
was 04/ µL. HIV screen for his wife and sons were
negative.

So, the patient was finally diagnosed as a case of
acquired immunodeficiency syndrome (AIDS) with
disseminated histoplasmosis and type 2 diabetes
mellitus. He was treated with insulin, paracetamol
and blood transfusion. Intravenous amphotericin B
was started and for specific anti-retriviral therapy he
was referred to ICDDR,B but the patient expired there
on the day of admission.

Discussion
Samuel Darling reported the first case of
histoplasmosis in human in December 1905 in
Panama.7 Disseminated histoplasmosis (DH) was
first reported in AIDS in 1982 8 and was added to the
United States Centers for Disease Control and
Prevention (CDC) AIDS defining condition in 1987.9

Histoplasmosis is diagnosed in up to 10% of cases
with AIDS in endemic areas.10

Manifestation depends on patients’ immune-status
and organ involvement. The majority of AIDS patients
with disseminated disease have CD4 counts <150
cells/ µL, with a median CD4 count of 50 cells/
µL.11Common features are fever, weight loss and
malaise. In 50% cases, vague respiratory symptoms
are reported.11 In a review of 3 reported case series,
fever, hepatomegaly, splenomegaly and generalized
lymphadenopathy were the most common features
(19-81%, 19-26%, 12.5-31% and 6-19%
respectively).11,12 Skin manifestations range from

Fig.-1: Maculo-papular rash in legs, feet and sole

Fig.-2: Maculo-papular rash in trunk

Fig.-3: Bone marrow showing intracellular Histoplasma
capsulatum.

lung field. He had 6 cm smooth, non-tender
hepatomegaly without any other organomegaly or
ascites. His vital signs and other examination findings
were unremarkable.
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papules to ulcers to erythema multiforme. Skin
involvement is more common and more severe in
Brazilian cases.13 In our case, many typical features of
DH were present except lymphadenopathy and
splenomegaly. CD4 count in our patient was only 4/ µL.

Haematological findings are mostly nonspecific.
Leukopaenia, anaemia and thrombocytopaenia
suggest infiltration of marrow. In our case, there was
pancytopaenia and bone marrow examination revealed
intracellular H. capsulatum. Elevated alkaline
phosphatase may suggest hepatic infiltration and
markedly elevated LDH may indicate DH in AIDS
patients.14 Both enzymes were elevated in our case.

In AIDS patients, H.capsulatum can be isolated from
blood and bone marrow (sensitivity 91% and 90%
respectively).11 It can be isolated from respiratory
secretions, lymph nodes, localized lessions and CSF.
Culture may take upto 4 weeks, treatment should
not be delayed if suspected in appropriate
circumstances. Fungal stains of tissue specimens
are positive in less than half of DH cases.15 Antigen
can be detected in urine and serum (in 95% and 85%
cases respectively)15, antibodies develop in 4-6 weeks
but may be negative in immune-suppressive states.
In countries where HIV is prevalent, identification of
histoplasma infection is relatively easier. In our case,
we suspected the patient as having HIV infection,
but DH in this case was an incidental finding during
work up for pancytopaenia. Chest radiograph may
show multiple small, diffuse, nodular opacities and
it should be noted that in up to 50% cases of DH
chest x-ray are normal.16 CXR was normal in our
patient as well.

Treatment of DH include 12 weeks induction phase
with amphotericin B. Liposomal amphotericin B seems
to be better than conventional amphotericin B in
induction therapy (success rate 88% vs
64%).17Maintenance therapy with ictraconazole is
directed at preventing relapse. Without maintenance
therapy relapse is common. In the era of potent anti-
retroviral therapy, a total of 12 month anti-fungal
treatment appear to be safe in patients with
sustained immunologic improvement.18We started
induction phase of treatment with liposomal
amphotericin B. There is no general recommendation
for prophylaxis, but ictraconazole prophylaxis might
be considered for those at risk for such infection.

Mortality of DH is 80% if untreated. Antifungal
therapy reduces it to 25%.19 Our patient expired 1
day after starting amphotericin B, which might be
possibly due to delay in diagnosing the case,
initiationg treatment or arrhythmia as an adverse
effect of systemic antifungals.

Conclusion
In an area where prevalence of HIV infection is low
like Bangladesh, DH is a rare entity. Here most of
the rural people keep poultry in their home and birds
excreta facilitates growth of H. Capsulatum. If
immunity is compromised, histoplasma infection can
dissaminate. So, a high index of suspicion is
necessary for early detection of cases.
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Introduction
Systemic lupus erythematosus (SLE) is a chronic
inflammatory disease of unknown etiology that can
affect the skin, joints, kidneys, lungs, nervous system,
serous membranes and/or other organs of the body.
Immunologic abnormalities, especially the production
of a number of auto antibodies, are another prominent
feature of the disease. The clinical course of SLE is
variable and may be characterized by periods of
remissions and relapses1.SLE occurs worldwide but
the prevalence varies from country to country, with
the most prevalence of 1:250 in African American
women. In other population the prevalence varies to
1:100002. Male SLE is rare, ninety percent of cases
are in women, and usually of child bearing age; but
children, men, and elderly can also be affected3. The
skin and/or mucous membranes are involved at some
point in over 80 percent of patients with systemic
lupus erythematosus (SLE)4,5,6.There is tremendous
variability and diversity in the type of involvement,
ranging from the classic butterfly rash to fixed lesions
that may be associated with scarring and atrophy (also
referred to as discoid lupus erythematosus). In
addition, cutaneous bullae, oral and nasopharyngeal
ulcers, cicatrizing and non-cicatrizing alopecia, and
skin changes resulting from vasculitis may occur in
patients with SLE. Renal involvement becomes
clinically apparent in approximately 50 percent of
patients; however, most of the remaining patients
have subclinical disease that can be demonstrated if

SYSTEMIC LUPUS ERYTHEMATOSUS IN MALE: TWO
CASE REPORTS
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Abstract
Systemic lupus erythematosus (SLE) is the most common multisystem connective tissue disease.
Around 90% of affected individuals are women, with peak onset in the second and third decades.
Tissues of all system are damaged by pathogenic auto-antibodies and immune complexes. We
report here two cases of SLE in male patient, presented with typical features of SLE. Though the
disease is rare in male, but such type of manifestations should be investigated properly to exclude
SLE.
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renal biopsy were performed. Renal involvement
usually develops in the first few years of illness, and
should be detected early by periodic urinalyses,
quantitation of proteinuria, and estimation of the
glomerular filtration rate (usually by monitoring the
plasma creatinine concentration). Several forms of
glomerulonephritis can occur and renal biopsy is
useful to define the type and extent of renal
involvement. We describe two case of male patient
with SLE.

Case Report: One
A 25 years male patient admitted to medicine ward
with history of skin rash, bodyache, fatigue and
occasional fever for three months. Rash was
erythematous, flat, fixed over his malar prominence
sparing the nasolabial fold. There were some
erythematous raised patches with adherent keratotic
scales & follicular plugging followed by atrophic
scaring involving chest, back, forearms & legs. He
also gave history of unusual reaction to light on
exposed skin. He had no history of oral ulcer, arthritis
or features of serosities. Initial laboratory evaluation
yielded as follows: Hb-9.9 gm/dl, ESR-60 mm in first
hour, TC of WBC- 6000/cumm, Platelet count-
154,000/cumm, DC of WBC revealed neutrophil- 65%,
lymphocyte- 30%, monocyte- 01%, eisonophil- 04%,
PCV-33.7%. Urine R/M/E Shows- mild albuminuria,
absent of cast, heat coagulation test was negative,
urinary total protein was found 0.4gm/day. PBF was
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Case Report: Two
A 15 years male patient, normotensive, nondiabetic
admitted to medicine department with a two weeks
history of swelling of whole body. He also gave history
of breathlessness which was more marked in lying
posture. He had no history of fever, mayalgia, arthritis,
oral ulcers, photosensitivity or rash in the skin and
no significant past or family history. Physical
examination revealed pitting ankle edema, ascites
with features of right sided pleural effusion.
Laboratory examination showed: Hb-10.0gm/dl, ESR-
94 mm in first hour, total count of WBC- 3500/cumm,
platelet count- 120,000/cumm, the differential count
of WBC showed neutrophil- 62%, lymphocyte- 30%,
monocyte- 07%, eisonophil- 01%, PCV-35.6%. Urine

R/M/E showed-moderate albuminuria, moderate
granular cast & haematuria, heat coagulation test
positive, urinary total protein- 6.6gm/day, CRP- 12
mg/dl, serum albumin- 1.52 gm/dl, S.Cholesterol-
285mg/dl, ultrasonography of whole abdomen showed
huge ascites, X-ray chest P/A view revealed right sided
pleural effusion. S.creatinine-0.8mg/dl. Hepatitis B
surface antigen (HBs Ag), hepatitis C virus (Anti HCV)
and R.A test was negative, C3 was 0.17gm/l(0.9-
1.8gm/l), ANA was positive (120 IU/ml), Anti ds DNA
was also positive (250 IU/ml). Then renal biopsy was
done which shows features compatible with diffuse
proliferative lupus nephritis, ISN/RPS WHO class
IV. The patient was diagnosed as a case of lupus
nephritis and the patient was treated by pulse therapy
with Methylprednisolone and Cyclophosphamide.
Advised for regular followup.

suggestive of combined deficiency anemia. CRP was
12 mg/dl. ANA- 53.0 IU/ml, Anti-dsDNA- 400IU/ml.
X-ray chest P/A view, ultrasonographic study of whole
abdomen & ECG showed no abnormalities. The paitent
was treated by oral Hydoxychloroquine and
Tachrolimus ointment application locally.

Fig.-1(A)

Fig.-1(A)

Fig.-2(A)

Fig.-2(A)
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Discussion
SLE is a multisystem autoimmune disease with a
broad spectrum of clinical presentations7. The
prevalence of SLE is much lower in males than
females and male SLE patients may have a less
favorable outcome8.

In our series there were two patients, one was middle
age man & another was a young boy. In case one,
patient had typical clinical features. Studies showed
fatigue, fever, and bodyache were typically present
some time during the course of the disease, occurring
in 50 to 100 percent of patients.  In SLE fatigue is
the most common complain and occasionally the most
debilitating. It occurs in 80 to 100 percent of patients
and its presence in not clearly correlated with other
measures of disease activity9-12. Fatigue was strongly
associated with diminished exercise tolerance13,14.
The patient complains of acute butterfly rash,
characterized by erythema in a malar distribution over
the cheeks and bridge of the nose [picture 1(A)].
Various studies showed it appears in approximately
one-half of patients, usually after ultraviolet (UV) light
exposure and is frequently mistaken for sunburn.
The rash may precede other symptoms of lupus by
months or even years or might be accompanied by
other symptoms and sign of acute SLE. He had also
some discoid rash over chest, back & leg [picture 1(B)].
These types of discoid lesions develop in up to 25
percent of patients with SLE but might also occur in
the absence of any other clinical feature of SLE (14).
Patients with only discoid lupus erythematosus (DLE)
generally had a negative or low-titer antinuclear
antibody (ANA), and rarely had anti-Ro antibodies (15).
In our first case having DLE had low titer ANA that
was consistent with other study. He had also
photosensitivity on exposure to sun. Photosensitivity
on exposure to UV-B radiation found in sunlight or
fluorescent lights,(16) occurs in 60 to 100 percent of
patients with SLE17,18. Some patients is also sensitive
to UV-A (as from a photocopier19), and might even be
sensitive to the visible light spectrum.

In second case, the young boy presented with
anasarca without other classical feature of SLE. Urine
analysis shows massive proteinuria (UTP- 6.6gm/day).
Then renal biopsy showed features were compatible
with diffuse proliferative lupus nephritis, ISN/RPS
WHO class IV. Renal involvement is common in
systemic lupus erythematosus (SLE). An abnormal
urinalysis with or without an elevated plasma
creatinine concentration is present in a large
proportion of patients at the time of diagnosis of
lupus nephritis. The most frequently observed
abnormality in patients with lupus nephritis is

proteinuria (20). There are a number of types of renal
disease in SLE, usually differentiated with a renal
biopsy, with immune complex-mediated glomerular
diseases being most common. In addition, nonlupus
renal diseases may be seen (21).Most patients with
lupus nephritis have an immune complex-mediated
glomerular disease. So, the second case was
diagnosed as diffuse lupus nephritis. With diffuse
lupus nephritis or class IV disease, more than 50
percent of glomeruli display endocapillary with or
without extracapillary glomerulonephritis in a
segmental (involving less than 50 percent of the
glomerular tuft) or global pattern; mesangial
abnormalities also may be observed  (22). Diffuse lupus
is associated with subendothelial deposits, at least
during the active phase. The presence of diffuse wire
loop deposits, but with little or no glomerular
proliferation, is also considered class IV disease.

In conclusion we could say when a male patient with
fever, skin manifestation or anasarca with
proteinuria, besides the other etiologies,
autoimmune diseases like SLE should be kept in mind.
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HEART FAILURE PRESENTED WITH MASSIVE
PLEURAL EFFUSION AND MEDIASTINAL
LYMPHADENOPATHY: A RARE CASE REPORT
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Abstract:
Heart failure may present with diverse manifestation. It is far most common cause of bilateral
transudative pleural effusion. In very unusual case, it may present with only massive transudative
pleural effusion without cardiomegaly and other features of heart failure such as leg odema, tender
hepatomegaly or congested liver. We presented a case that present with massive transudative
pleural effusion with mediastinal lymphadenopathy evidenced by CT scan of chest and treated
successfully with diuretics.
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Introduction:
Heart failure is so common in our country that we
face it every day in tertiary hospital. The diagnosis of
heart failure is relatively straightforward when the
patient presents with classic signs and symptoms of
heart failure. Though bilateral pleural effusion is the
most common manifestation of heart failure along
with other clinical feature, rarely it may present only
bilateral pleural effusion. Like that we faced a case
in Dhaka Medical College Hospital that presented
with bilateral pleural effusion without cardiomegaly
4 months ago.

Case Report:
This 40-year-old female hailing from sonargaon, a
known case of vitiligo since 1997 & diabetes mellitus
since 2007 with diabetic proliferative retinopathy
admitted to Dhaka Medical College Hospital with
fatigue, loss of appetite, nausea, recurrent upper
abdominal pain, constipation, shortness of breath
occasionally for last five months. She was a two para
in 1997. Vitiligo developed following her last child
birth at 1997 without any maternal complication,
gradually involved the whole body. At 2007, diabetes
mellitus was diagnosed and she used insulin from
that time. Later she developed diabetic proliferative
retinopathy as a consequence of uncontrolled
diabetes. For last five months, she felt fatigue, loss
of appetite, nausea but had no history of vomiting.
As her food intake was not good, she lost her weight

significantly. She also felt recurrent upper abdominal
pain, colicky in nature, persisted four to five minutes
with an interval of one to two minutes. She also
mentioned about constipation, bowel moved every
four to five days interval. Occasionally she felt
shortness of breath. But she did her daily activities
at that time. She had no history of nocturnal
dyspnoea, photophobia, fever, nocturia and burning
micturition. Two days before admission to this
hospital, she felt so severe upper abdominal pain
that she got admitted in outside of this hospital but
after admission, she developed severe shortness of
breath, not able to complete a sentence in one breath.
According to her husband’s statement, her oxygen
saturation fell to around 70%. Later she was
transferred to ICU. After 1 day, she became stable
and transferred to this hospital. On admission, she
had anxious looking, moderate anaemia, 160/100 mm
Hg BP, 104 beats/min pulse, jugular venous pressure
not raised, no palpable lymphnode and thyroid gland.
There was tenderness over epigastric region.
Respiratory system revealed reduced chest
expansion, reduced vocal fremitus on palpation, dull
on percussion, diminished breath sound and reduced
vocal resonance on auscultation from 6th intercostals
space. There was no abnormality in cardiac
examination. Examination of other systems revealed
no abnormality. Initial investigation revealed 7.9 gm/
dl Hb%, 50 mm in 1st hour ESR, WBC 8500/cmm.
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Serial troponin I, Serum amylase, serum lipase was
within normal range. There was hyponatremia (Na+
125 mmol/l) with compensatory metabolic acidosis
in serum electrolyte report. X ray chest posterior
anterior view revealed bilateral moderate pleural
effusion, more on right side than left side. Pleural
fluids collected from right side were transudative in
nature (protein 1.2 gm/dl) and 90% lymphocytes out
of total 70 cells per cmm present. In ECG, ischemic
changes in lead I, II, III, avF, v4- v6. Initial
echocardiography exposed mild systolic dysfunction,
LVEF- 47%, anterior wall hypokinesia. Serum
creatinine was mildly raised (1.5 mg/dl). USG of whole
abdomen was suggestive of granular calculi or sludge
in the gall bladder with mildly thick wall and relatively
larger and swollen kidney due to reactionary change.
Moderate proteinuria, plenty pus cell was in urine
routine microscopic examination. E. coli was
identified in urinary culture. Urinary total protein in
24 hours was 0.84 gm in 1200 ml. Thyroid function
test was normal. Serum total protein was 62.5 gm/
litre and serum albumin was 28.0 gm/l. ANA was
negative done by indirect immunofluorescent method.
All tumour markers were negative. On 7th day of
admission, she again developed shortness of breath,
left lower chest pain and became drowsy. She became
cyanosed, her JVP was raised, 80/50 mm Hg and
oxygen saturation fall around 77% although no
peripheral oedema, no palpable tender liver. And she
was on inotropic support at that time. After 48 hours,
she became stable. So again serial troponin I was
done and it was negative all the time.

Echocardiography was also done 6 days after 1st

echocardiography. It revealed antero-septal-lateral-
apical hypokinesia, LVEF- 37%, Moderate LV systolic
dysfunction, MR (grade –II), massive pleural effusion
with echogenic shadow in left pleural space. CT scan
of chest showed bilateral large pleural effusion with
collapse- consolidation of adjacent lung field.
Inflammatory changes in antero- basal and lateral –
basal segments of right lower lobes and posterior
segment of left lower lobes, mediastinal
lymphadenopathy in right para tracheal region. Pleural
fluid of left side was also transudative in nature.
Serum BNP was very high (965 pg/dl) done at 20th

hospitalization day. We treated this case as Acute
on chronic heart failure with diuretics. After 72 hours
of starting diuretics, there was no pleural fluid
revealed by clinical examination and follow up X ray
chest posterior anterior view. Time to time, patient
condition was improved. Follow up CT scan of chest
done 2 weeks later revealed no pleural fluid, no
lymphadenopathy. One month later, no pus cell in
urine routine examination and no growth were

identified in urinary culture. In this time, she did
not get any antibiotic except linezolid.

Discussion:
Chronic heart failure commonly follows a relapsing
and remitting course, with periods of stabilization
and episodes of decompensation leading to worsening
symptoms1.  That means a patient with chronic heart
failure may pass through a phase of asymptomatic
LV dysfunction followed by the gradual development
of fatigue, exercise tolerance, shortness of breath,
leg oedema, ascites and ultimately skeletal muscle
wasting or cachexia. Dyspnoea and fatigue are the
cardinal symptoms of chronic heart failure. Sometimes
patient cannot easily distinguishes between dyspnoea
and fatigue and they frequently coexist. In chronic
heart failure, adaptive mechanisms are gradually
activated, cardiac hypertrophy develops and allows
the patient to adjust to and tolerate a reduction in
cardiac output with less difficulty. When the onset
of left-heart failure is gradual, the right heart develops
higher pressures in response to higher pulmonary
resistance; the acute onset of similar increases in
pulmonary resistance may produce acute right-heart
failure2. This patient achieved compensation by
adaptive mechanism activation. In this case, patient
experienced acute decompensation due to
uncontrolled hypertension. This hypertension was
due to development of diabetic nephropathy evidenced
by loss of albumin in urine and renal insufficiency
and reactionary large and swollen kidney described
by ultra sonography.

The peculiar presentation of this case was patient
having raised jugular venous pressure and bilateral
large pleural effusion & mediastinal lymphadenopathy
but no ascites, no oedema, no tender congested
hepatomagaly. Pleural effusions are a common
manifestation of heart failure & usually associated
with other manifestations of heart failure while the
dyspnoea is frequently out of proportion to the size
of the effusion. Patients who present with the typical
findings of cardiomegaly and bilateral pleural effusions
probably do not require diagnostic thoracocentesis3.
However, marked pleural effusion in the absence of
cardiomegaly except heart failure due to acute
myocardial infarction should raise the suspicion of
some other disease and should undergo
thoracocentesis as what we did in this case. In one
study of 76 patients with bilateral pleural effusions
but a normal-sized heart, only 4% were due to
congestive heart failure4. For chronic heart failure,
pleural effusion are transudates with a low protein
concentration (pleural fluid to serum ratio less than
0.5) and a low absolute lactate dehydrogenase (LDH)
value (less than two-thirds the upper limit of normal)
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and a pleural fluid to serum LDH ratio of less than
0.6 5. The fluid typically contains less than 1000 cells/
cmm, the majority of which are lymphocytes and
mesothelial cells 6 which completely correlate with
our findings. In patients with pleural effusions
secondary to chronic heart failure, mediastinal
lymphadenopathy is common. One study stated that
the prevalence of mediastinal lymphadenopathy with
a diameter greater than 1 cm on the short axis was
81% with a calculated ejection fraction less than 35%7.
We also found para tracheal mediastinal
lymphadenopathy in CT scan of chest that misguided
us at some point. As pleural effusion was resolved
with only diuretic therapy, the diagnosis is considered
clinically confirmed. For establishing the diagnosis,
serum or pleural fluid BNP should be considered. In
clinical practice, levels below 100pg/ml are thought
to make congestive heart failure unlikely, whereas
levels above 500pg/ml are considered diagnostic of
congestive heart failure 8. In this case we found 965
pg/ml serum BNP and established our clinical
suspicion. In 2nd time echocardiography also revealed
an echogenic shadow in left pleural place but in
subsequent CT scan of chest we did not find any mass
in that space. We also found E. coli in urinary culture
that considered as aymptomatic bacteriuria as she
had no fever, burning micturition, renal angle
tenderness, and lower abdominal pain.

Conclusion:
Heart failure is so common in our society that a
physician face this situation so many times in clinical
practice. But one should rely on clinical intuition to
recognition of atypical presentation of heart failure
for further testing and treatment though it is very
difficult.
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Mrs. H. A. 32 years old lady admitted with the
complaints of huge abdominal swelling and abdominal
pain for 5 month. The pain was continuous & dull
aching in nature which was localized on  her right
side of abdomen.   There was no history of weight
loss, jaundice, oliguria, dysuria, cough,
breathlessness, palpitation, joint pain, vomiting,
constipation or diarrhoea .She didn’t visit to any filaria
prone zone since her childhood. On query we were
informed that the similar type of symptoms first
developed when she was of only 9 months  age.  Since
then, she had recurrent abdominal swelling which
responded occasionally with frusemide. In 1998 and
2012, she again developed similar type of symptoms
with severity and admitted in a tertiary care hospital
and paracentesis of 3.5 Litres of milky
fluid(chyleascites) (Fig.-1) was done.  She was
prescribed with tablet Frusemide which she
consumed for 1 year. On abdominal examination there
was huge ascites evaluated by fluid thrill. There was
no  lymphadenopathy. Liver was enlarged in size
,about 2 cm from rt. Costal margin along the rt. Mid
clavicular line. It was mildly tender with a smooth
surface,sharp margin,no associated bruit. Respiratory,
Cardiovascular, Neurological  & all other system
examination revealed normal findings.

 CLINICAL IMAGE IN MEDICAL PRACTICE
CONGENITAL INTESTINAL LYMPHANGACTASIA
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Fig.-1: Chyleascites at paracentesis shown milky fluid
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Fig.-2: Lymphocentigram shows normal lymphatics in
both lower limbs but complete absence of tracing at
abdomen suggesting absence of lymphatic channels.

biopsy and Fibroscan of liver  revealed incidental mild
chronic hepatitis which can not explain the
chyleascites since 9 months of age. The patient was
diagnosed as Congenital Intestinal
Lymphangactasias. Lymphoscintigraphy is safe,
easily performed and relatively noninvasive. By
contrast, lymphangiography is time-consuming,
invasive and not without risk of lymphangitis,
pulmonary embolus and, under some circumstances,
cerebral embolization and anaphylactoid reactions to
the iodine-containing contrast medium1,2. This
diagnostic test, however, does have a place in the
preoperative evaluation of patients undergoing surgery
for primary chylous disorders and, when expertly
performed,complements the data provided by
lymphoscintigraphy.3,4
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Lymphoscintigraphy of both lower limb with 99m-
Tc-Dextran Nanocolloids was done which suggest
patent lymphatic drainage in both lower limbs with
obstruction in abdominal drainage in both side (Fig
2). CT scan of abdomen was unremarkable and Liver
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