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 EDITORIAL

Health care delivery  is  a concerted and systematic
process. Multiple factors influence the effectiveness and
outcome. Personnel like physicians, nurses, paramedics;
resources  and facilities available and efficient
management are the major determinants . No doubt skill
and competence of the working physician remains at
the centre of all activities pertaining to health care
delivery to the people. Teaching and training of graduate
and post-graduate students should therefore intend to
defining and achieving required competencies of a
physician to deliver patient care in a suitable setting.

About 100 years back Flexner   proposed reorientation
and reorganization   of medical education after a survey
of 155 existing medical schools in USA and Canada
amid widespread concern about performance and
competency ( Flexner A 1910 ) 1. It established the basis
for the adoption of scientifically designed curriculum
and the standards for medical education that continue
to the present day.  Flexner recommended for a) high
admissions standards, b) a university-based medical
school to train students to think like scientists c)
supervised clinical experience in a teaching hospital and
d) Instructions by physician-scientists . He also strongly
recommended that medical schools should employ full-
time clinical professors, who would become “true
university teachers barred from all but charity practice,
in the interest of teaching.”1

Remarkable reforms for an effective educational
program for preparation of physicians were planned
along with reorganization of healthcare system .  These
efforts integrated medical education, research and  health
care. Medical curricula were updated  within the
framework of universities. Partnership between
clinicians and academics came together to develop new
methods of improving medical education and increasing
patient safety.  Development of professionalism
including  humanistic qualities such as caring, empathy,
modesty, compassion, social responsibility, and
sensitivity to people’s culture and belief, which lie at

the heart of a patient centered approach was given more
emphasis  in designing curricula for graduate and post-
graduate  courses.2

The effect of reforms  in USA  had a global impact.
Similar efforts were made in the UK, European countries
and  in other parts of the globe. Regional centers were
developed to help re-orientation process in different
countries. Last century thus became a century of reforms.
At the beginning  there was a science based curriculum.
By mid century there was a call for problem based
approach to cope up with increasing complexity o f
psycho-social and financial problems. By the end of the
century there is a call for a system based approach to
medical education and training. Different countries and
institutions has adopted  these changes  in parts  giving
rise to a mixed pattern  in medical curricula.2,3

Target of these reforms could not be attained .There
were problem areas like  knowledge poorly linked to
experience;  inappropriate assessments; and missed
opportunities for allowing learners to participate in the
important nonclinical roles physicians play within health
care and more broadly in society. There is mismatch
between competencies  to patient care  and population
needs, poor teamwork, episodic encounters in place of
continuous care and too much reliance on hospital care
in place of primary care .

Moreover there are  fresh challenges to address in the
new millennium. New infection and rapidly rising non-
communicable disease, environmental and behavioral
risk, ageing population, fast demographic and
epidemiological shifts are among them. New scientific
inventions specially in molecular biology and
information technology and heightened expectation are
compelling forces to consider updating of medical
curricula and training so that new graduates and
specialist are ready to take challenge and also to be
capable to learn by themselves what is required for them
to achieve their goal of competent care.

Teaching and Training in Medical Education :

Need for an Update



This millennium began with new target “ Millennium
Development Goal ( MDG )” that match with other
frontiers of scientific and socio-political development.
Professional leaders  and Academics have joined
together to lay down the future of medical workforce
and health  care delivery.  General medical council of
UK has  formulated “ Tomorrow’s Doctor”, a document
that will guide shaping of future graduates.4 Similar
other documents from different countries also echoed
alike. 5-9. A global independent commission examined
the issue of medical education and advised instructional
and institutional changes to ensure and improve system
performance. Instructional reforms should include a shift
to competency based approach with a capability to adapt
competencies to local needs. Commission also
suggested for intra-professional and trans-professional
education. They also recommended utilization of IT for
learning and development of educational resources.

A social movement for revitalization of medical education
and training is the demand of the time. New
professionalism that is patient centered and team-based
remains  the aspiration  of concerned   professionals.
Australian Medical Association has proposed a
competency based curricula and training for graduate
doctors and post-graduate specialists.10  Assessment
system to evaluate the achievement of expected
competencies has also been integral part of the regulation
drawn up by the professional body. The introduction of
competency-based training in graduate and post graduate
medical education  has been a proactive response to
increase the transparency, accountability and efficiency
of training programs in the face of a changing healthcare
environment. These competency frameworks are
expected  to add value to medical education and training
by  promoting  higher order skills required of doctors,
providing guidance for curriculum development,
providing guidance to learners and teachers, and  to
identify the required infrastructure and support to deliver
training.  A number of other documents from other
countries have also been published. Institute for
International medical education has devloped a document
stating the minimum required standard of medical
colleges. 10 The WFME has published WFME Global
Standards for Quality Improvement and WHO/WFME
Guidelines for Accreditation of Basic Medical
Education.11 These documents are valuable guide for
planning and adoption of our goals and strategy.

In our perspective, the challenge is far more complex.
A large population , pitiable  level of literacy, financial
incapability and social complexity each has its own
impact. Our curricula does not fall back  to a great extent
but implementation, specially assessment both formative
and summative suffers because of mal distribution of
teachers  and resources. There is also discrepancy
between trainee, trainers and training posts rendering
post-graduate training grossly inefficient. We now need
a reform that will address national needs and carefully
set priorities in teaching and training of doctors who
will be caring for our population. Other elements of
patient care and health delivery system like nursing
personals and technologists , resource allocation and
logistic support has to be considered to work as efficient
team and have a holistic impact.

There is an urgent need for formulating a competency
based training program divided according to complexity
of contents and arranged as modules so that trainees
have exposure and experience in each of the area
required for intended specialty. Present system of
honorary training must stop  These trainees  must be
paid so that they will devote completely into their
training. For implementation a higher education training
council shall have to be formed where the Government,
trainers, Medical council and funding agencies come to
a platform and monitor training and teaching and also
evaluation process at accredited institutions. A
transparent quality assurance and accountability is also
required to accomplish the much cherished goal of a
competent doctor.

(J Bangladesh Coll Phys Surg 2011; 29: 183-185)

Md Margub Hussain

Professor of Surgery
Dhaka Medical College   and
Dean,
Faculty of post-graduate Medical Science and Research
Dhaka University.
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 ORIGINAL ARTICLES

Introduction:

Neonatal sepsis or septicemia is the term that have been
used to describe the systemic response to infection in
newborn infants during the first 28 days of life. There
are 2.8 million of neonatal deaths occur annually during
the first year of life in the world1. Mortality rates vary,
ranging from 12-30% in developing countries. 2,3 to 8.3
to 12.5 per 1000 live births in developed countries.4,5

While infant mortality has been declining all over the
world, changes in neonatal mortality rate has been much
slower in Bangladesh.1 The over all incidence of
neonatal sepsis varies between 1 and 4 cases per 1000
live births6 Infection accounts for 70 to 72.7% of
neonatal death.7,8

Predictive Values of Risk Factors in Neonatal Sepsis
MS HASANa, CB MAHMOODb

The attack rate of neonatal sepsis varies geographically
depending on the prevalence of organism in the
community. The infection may be mild, moderate or
severe and acute, sub acute or chronic or it may be
asymptomatic. The absence of clinical signs at the time
of the initial physical examination does not preclude
infection.   

Early manifestations of infection may be subtle and
nonspecific.9 Moreover accurate diagnosis of neonatal
sepsis is difficult because there is no definitive
diagnostic test; even blood cultures have an
unacceptably low sensitivity.

Cause, risk factors and consequences / sequel of sepsis
have not been adequately researched and clinical guide
lines for detection of sepsis by community health
workers have not been evaluated in Bangladesh. Even
we are not enriched with all required laboratory facilities
and sometimes we cannot bear the cost of all laboratory
expenses.  Moreover nothing is known about
microorganism patterns and their antibiotic sensitivities
in community based neonatal sepsis of our country. So,
it is important for physicians at periphery to recognize
the early features of neonatal sepsis, because late
detection and referral, delayed antibiotic therapy and

a. Dr. Mohammad Shameem Hasan, FCPS, Assistant Professor
(cc), Department of Child Health, Chittagong Medical College
Hospital

b. Prof. Chowdhury B. Mahmood, FCPS, Head of the Department,
Department of Child Health, Chittagong Medical College
Hospital
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House no# 48, Road no # 04, O.R. Nizam Rd R/A,  Chittagong.
Mail: dr.shamim_hasan@ymail.com

Received: 18 June 2008 Accepted: 20 September 2011

Summary:

Neonatal sepsis is one of the most important causes of

mortality and morbidity especially in developing countries.

Management of such cases is difficult, costly and need expert

centers in many cases. Therefore, identification of the risk

factors and their predictive values may help optimizing its

management. With the above idea this case-control study

was done to see the effects of maternal and neonatal risk

factors and to find their predictive values in the development

of neonatal sepsis. Fifty cases and fifty suitably matched

controls were enrolled in the study and different maternal,

natal and newborn factors were compared. Many risk factors

were found to have influence in the development of neonatal

sepsis. Among them the maternal intrapartum fever, foul

smelling liquor, young mother (< 20 yrs), poor income

group, prolonged labor, unclean vaginal examination

(UVE) and primi mother were much associated with the

occurrence of sepsis. Also the neonatal factors, like

prematurity, resuscitation at birth and low APGAR score

carried the significant risk of developing sepsis. But when

relative influence of these risk factors were analyzed over

neonatal sepsis in detecting their predictive values, it was

found that irregular antenatal check up, prematurity,

resuscitation at birth, and maternal intrapartum fever had

influenced most  in the development of neonatal sepsis in

chronological order.    

Key words: Neonatal sepsis, maternal risk factors, neonatal

risk factors

(J Bangladesh Coll Phys Surg 2011; 29: 187-195)



supportive care may lead to extensive unrecoverable
sepsis. Risk approach based identification can help all
to detect and treat neonatal sepsis and curb mortality.
Therefore detecting all maternal and neonatal risk
factors causing neonatal sepsis and relating them with
clinical and available laboratory findings neonates can
be discharged early from the hospital, stopping the
antibiotics, thereby reducing the cost of treatment and
anxiety of the family.

Materials and methods:

A total number of 50 cases were  enrolled as case having
established sepsis and 50 cases were matched as control
having no established sepsis. This study was done in
Child Health Department of Chittagong Medical College
Hospital from 1st October 2002 to 31st March 2003.

Neonates who developed symptomatic sepsis within 28
days of birth irrespective of gestational age and birth
weight were included in this study. Those symptomatic
neonates who either had positive blood culture or had
total WBC count<5000/cmm, IT Ratio e”0.2, CRP
e”10mg/dl were regarded as case.5 Those symptomatic
neonates whose blood culture were found negative  or
those having less than 3 negative screening test were
included as control.  Cases with neonatal tetanus,
TORCH infection, and babies born to hepatitis B virus
infected mothers, congenital malformation, perinatal

asphyxia; RDS and babies who received antibiotics prior
to admission were excluded from this study.

On admission clinical histories were obtained including
perinatal history. Through physical examination of the
infants were done.  All the relevant information was
recorded in a pre designed questionnaire and data was
compiled at the end of the study.

Results:

Risk factors influencing Neonatal Sepsis have been
plotted as Neonatal and Maternal Risk Factors in Table:
1 and Table: 2 respectively. Each risk factor was
individually analyzed against sepsis (using 2x2
contingency table I & II), to show their level of
significance in producing sepsis and were plotted in Table
III and Table IV respectively. Table V show frequency of
occurrence of individual risk factor. Table VI and also
the Chart: 1.1 and Chart: 1.2 shows the regression slope
and also the relative influence of risk factors over neonatal
sepsis highlighting predictive values.  

Among 50 cases under study 39 were male and 11 were
female and among control 31 were male and 19 were
female. The frequency rate of sepsis is more in male
(55.7%) than female. The difference is, however,
statistically not significant (P >0.0810). Male showed
2.173 times greater risk of developing sepsis than female.

Table-I

 Distribution of Neonatal Risk Factors

Character Casen (% ) Controln ( % )
Sex of the Baby Male 39 (55.7) 31(44.3)

Female 11 (36.7) 19(63.3)

Birth weight (grams) <2500 24(49) 25(51)
>2500 26(51) 25(49)

Gestational age in weeks <37 wks 16(72.7) 6(27.3)
>37wks 34(43.6) 44(56.4)

APGAR score<5 at 1min Yes 13(68.4) 6(31.6)
No 37(45.7) 44(54.3)

APGAR score<7 at 5min Yes 14(70) 6(30)
No 36(45) 44(55)

Use of AMBU bag/mouth to mouth breathing Yes 21(65.6) 11(34.4)
No 29(42.6) 39(57.4)
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Table-II

Distributions of Maternal Risk Factors

Character Casen (% ) Controln ( % )
Age of Mother in years <20 yrs 30(66.7) 15(33.3)

>20 yrs 20(36.4) 35(63.6)
Parity Primipara 40(57.1) 30(42.9)

Multipara 10(33.3) 20(66.7)
Income group Poor 25(39.1) 39(60.9)

Average 25(69.4) 11(30.6)
Antenatal check up Irregular 36(45) 44(55)

Regular 14(70) 6(30)
Duration of labor in hours >24 hrs 37(60.7) 24(39.3)

< 24 hrs 13(33.3) 26(66.7)
Duration of Rupture of membrane in hours >24 hrs 30(58.8) 21(41.2)

< 24 hrs 20(40.8) 29(59.2)
No of Unclean Vaginal examination >3 times 30(61.2) 19(38.8)

< 3 times 20(39.2) 31(60.8)
Intrapartum fever Yes 22(78.6) 6(21.4)

No 28(38.9) 44(61.1)
Foul smelling liquor Yes 19(79.2) 5(20.8)

No 31(40.8) 45(59.2)

Table-III

Analysis of Neonatal Risk Factors influencing neonatal sepsis by level of significance

Character X2 df P
1 Sex of the Baby 3.048 1 0.081
2 Birth weight (grams) 0.040 1 0.841
3 Gestational age in weeks 5.828 1 0.016
4 APGAR score < 5 at 1 min 3.184 1 0.074
5 APGAR score <7 at 5 min 4.000 1 0.046
6 Use of AMBU /mouth to mouth breathing 4.596 1 0.032

Table-IV

Analysis of Maternal Risk Factors influencing neonatal sepsis by level of significance

Character X2 df P
1 Age of Mother in years 9.091 1 0.003
2 Parity 4.762 1 0.029
3 Income group 8.507 1 0.004
4 Antenatal check up 4.000 1 0.046
5 Duration of labor in hours 7.104 1 0.008
6 Duration of Rupture of membrane in hours 3.241 1 0.072
7 No of Unclean Vaginal examination 4.842 1 0.028
8 Intrapartum fever 12.698 1 0.000
9 Foul smelling liquor 10.747 1 0.001
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Table-V

 Individual risk factor for neonatal sepsis by frequency of occurrence

Risk factors Frequency of occurrence
1 Foul smelling liquor: (79.2%)
2 Intrapartum fever: (78.6%)
3 Gestational age <37wks: (72.7%)
4 APGAR<7at5min: (70%)
5 APGAR<5at1min: (68.4%)
6 Age of mother <20yrs: (66.7%)
7 Resuscitation at birth: (65.6%)
8 UVE>3: (61.2%)
9 Duration of labor >24 hrs: (60.7%)
10 PROM>24 hrs:  (58.8%)
11 Primi Para (57.1%)
12 Male sex: (55.7%)
13 Birth weigh<2500gms  49%
14 Irregular ANC:  45%
15 Poor socioeconomic status 39.1%

Table-VI

Relative influence of risk factors over Neonatal sepsis (Multiple regressions)

Risk Factors B Significance
Sex (Male) 0.991 0.138
Birth weight (<2500 gms) -0.861 0.194
Gestational age (<37 wks) 1.772 0.027
APGAR score <5 at 1 min (yes) 0.125 0.906
APGAR score <7 at 5 min (yes) -0.217 0.843
Resuscitation at birth (yes) 1.578 0.071
Age of mother in years (<20 yrs) 0.995 0.137
Parity (Primi para) 0.498 0.488
Income group (poor) -0.651 0.275
Antenatal checkup (irregular) -1.885 0.017
Duration of labour (>24 hrs) 0.826 0.187
Duration of rupture membrane (>24 hrs) 2.651 0.969
Unclean vaginal examination (>3 times) 0.116 0.857
Intrapartum fever (yes) 1.638 0.089
Foul smelling liquor (yes) 0.120 0.904

(B= Beta, which stands for regression slope)
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Effects of birth weight on  neonatal sepsis showed that
24 neonate among cases and 25  among control had
LBW. But statistically LBW showed no significance (P
>0.841) in the development of neonatal sepsis.

Sixteen cases and six controls had gestational age < 37
weeks. 72.7 % of these babies developed sepsis, which
showed high statistical significance (P<0.016) in the
development of neonatal sepsis. They had 3.451 times
greater risk of developing sepsis than those having
gestational age of >37 weeks. Total 19 babies had an
APGAR score of <5 at 1 min of them 13(68.4%)
developed sepsis. Though the difference is not
statistically significant (P >0.074), they had 2.577 times
greater chance of developing sepsis than babies with
normal APGAR score. On the other hand 20 babies had
an APGAR score <7 at 5 min, of them 14(70%)
developed sepsis which is found to be statistically
significant (P<0.046) & the development chance of
sepsis was 2.852 times greater in this group.

Among 50 cases and 50 control 32 patients required
resuscitation at birth. 21 (65.6%) of them developed
sepsis and carried 2.567 times greater chance to develop
sepsis than those who did not require resuscitation
procedure. The finding was statistically significant
(P<0.032). Out of 50 cases and 50 controls 45 mothers
were found to be <20 years of age. Among them
30(66.7%) babies of these mothers had sepsis which is
3.5 times greater than babies born to mother having e”
20 yrs of age. It was also found to be statistically
significant (P<0.003). Among 70 babies of total Primi
mothers 40(57.1%) had sepsis and carried 2.667 times
greater chance of sepsis than babies born to Multipara.
It was found to be significant (P<0.029).

Fig.-2: Relative influences of risk factors over Neonatal

sepsis (Multiple regressions) showing their significance

(Predictive value)

Fig.-1: Relative influences of risk factors over Neonatal

sepsis (Multiple regressions) showing the regression

slope.

Babies born to poor family was 64, of  them 25(39.1%)
developed sepsis, so, this poor income group was found
significantly (P<0.004) associated with the occurrence
of neonatal sepsis. On the other hand 80 mothers had
irregular antenatal checkup, 36(45%) of their babies
later developed statistically significant (P<0.046) sepsis.
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Mothers of 37 infants among cases had prolonged labor
of e” 24 hrs as 24  infants among controls. Thus 60.7%
of exposed babies ultimately  suffered from sepsis with
3.083 time’s greater risks than those born after normal
duration of labor. This had highly significant (P<0.008)
association with the sepsis. PROM >24 hrs was found
among 51 mothers, of which 30(58.8%) infants born to
them developed sepsis later on. Though PROM carried
2.071 times higher risk of developing sepsis, it was not
found statistically significant (P <0.072). History of
unclean vaginal examination (UVE) e”3 times was found
in 49 mothers. Their 30(61.2%) newborn later had sepsis
with 2.447 times greater risk than those born to mothers
having <3 UVE. The association of sepsis with UVE
was significant (P<0.028).

The number of mothers who had intrapartum fever of
>100.70F was 28. Babies born to them later developed
sepsis, the number of which was 22(78.6%) and showed
5.762 times greater risks of sepsis than those born to
mother without intrapartum fever. It was found  highly
significant(P<0.000).  Twenty-four babies born to
mother had the history of foul liquor. Out of them
19(79.2%) developed sepsis. It carried 5.516 times
greater chance of developing sepsis than babies born to
mothers without foul liquor.

Multiple regressions for sepsis were done at the end.
There was an overall significant relation of the risk factor
for sepsis (F=46.608, P=0.000). The following factors
were independently  related to sepsis:
Irregular antenatal checkup of mother.
Gestational age <37weeks (Yes).
Resuscitation at birth (Yes).
Maternal intrapartum fever (Yes).

Discussion:

Neonatal septicemia is still a serious condition with high
mortality. 2,10 Different risk factors are known to have
profound influence on the development of neonatal
sepsis. Our study also reflected the same cumulative
influence of those risk factors, commonly known as
neonatal risk factors and maternal risk factors, in the
development of neonatal sepsis. Though, all the risk
factors did not show the equal and similar influences as
in other previous studies.

Among the neonatal risk factors (T-1 & T-3),
Prematurity, APGAR score<7 at 5 min and neonatal

resuscitations were significantly found to be associated
with neonatal sepsis. But other neonatal risk factors,
though found insignificant, are also discussed for
comparison with other studies. Sex incidence of neonatal
sepsis shows a male preponderance.11,12,13

Though our study shows higher frequency rate of sepsis
in male(39:11), but it failed to show statistical
significance(P<0.081), which is also a similar findings
with Raghavan,14 St. Geme 15 and Buetow et al. 16

Though some studies show nearly equal rate of
infection.17  Birth weight is a well recognized risk factor
for sepsis.18,19, 20, 21,22   As gestational age is not always
assessed accurately, and birth weight is taken as a better
variable. Though association of low birth weight(LBW)
with neonatal sepsis was significantly found in other
studies,13,14,17,21, unfortunately our study showed
insignificant result(P<0.841). Many of the LBW
neonates included in the study was near to normal birth
weight, as well as smaller sample size, might influence
our result. Prematurity is a widely accepted risk factor
for neonatal sepsis.22   In our study prematurity
(gestational age < 37 weeks) had a significant
association (P<0.016) with the development of sepsis,
as in other  observation 14,17,21,23,24,25 that justified the
inverse relationship of sepsis and gestational age. 18, 19

APGAR score 0-6 24or <6 26 in 1 min.  or at 5 min  15,18

is found to be predisposed to neonatal sepsis. In the
present study APGAR score <7 at 5 min had significant
(P<0.046) influence in the development of sepsis than
score <5 at 1 min (P<0.074), like other similar and
significant previous observations 14,17,18 Asphyxia
causes an immunological insult27and resuscitation
procedures following birth asphyxia tend to explore
them to pathogenic microbes.14,24  Resuscitation
procedures at birth pose greater risk of neonatal sepsis.
Many life- supporting procedures such as suctioning
and endo-tracheal intubations can lead to transient and
persistent bacteremia.24 Vascular channels19,28

umbilical catheterization and mechanical ventilatory
support, contaminated suction catheters, mouth to mouth
breathing predisposed the infants to higher risks of
sepsis.14,18,20,24,29,30 In our study effects of resuscitation
was found statistically significant (P<0.032) in the
development of sepsis, which is compliant with many
previous studies.14,16Among the maternal risk factors
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(T-2 and T-4) our study shows that the attack rates of
sepsis increased significantly with neonates born to
mothers <20yrs of age (P<0.003), in Primi (P<0.029),
in poor income group family (P<0.004) and those
mothers took irregular antenatal checkup (P<0.046). But
no previous study could be found to support these
factors. Prolonged labor e” 24 hrs is a recognized risk
factor for neonatal sepsis. 14,24 We also observed
significant (P<0.008) association between this factor
and sepsis. Our result compiles with previous
researchers. Soman et al 31 and Raghavan et al 14 found
significantly higher incidence of neonatal sepsis
following prolonged labor but Bhakoo et al 24 and Sing
et al 32 described it as a dependent factor, that it needs
other factors in association to cause sepsis. Prolonged
labor predisposes mothers to frequent handling and also
causes fetal compromise and asphyxia. Early rupture
invites ascending infection &infected amniotic fluid
frequently leads to neonatal sepsis. Prolonged rupture
of membrane (PROM) e” 24 hrs has received the
maximum attention of investigators, and is an important
risk factor,particularly in early onset neonatal sepsis
(EONS).14, 17,25,33,34 It increases the attack rate by more
than 10 folds.  We found PROM in 58.8% cases though
it did not reflect statistical significance (P<0.072).

Unclean vaginal examination (UVE) is a potential
source of bacterial contamination.35   Multiple UVE (>3)
increases the risk of neonatal sepsis.34, 36

Our findings (UVE >3) was consistent with other studies
24,37 & it was found to be highly significant
(P<0.028).Attack rate of neonatal sepsis increases with
rise of maternal intrapartum temperature; a 10 fold is
documented when peak temperature rises to 380 C or
more. Our study also found highly significant (P<0.000)
relation of this factor with sepsis. This is consistent with
observation of other workers. Knudsen et al 37 found
20% incidence of sepsis & Bhakoo et al found 12.5%
incidence in term and 55.5% in pre term babies born to
febrile mothers. It has an independent association with
neonatal sepsis. 24

Intrapartum fever is indicative of maternal infections
that are frequently transmitted to the baby in utero or
during passage through birth canal. 24   Presence of foul
smelling liquor has been considered to be indicative of
amnionitis by various investigators, 14,38,39 and found
to be associated with 10% incidence of sepsis.40 Our

observation was highly significant(P<02.001) and
comparable to findings of other researchers. Singh et al
32 described it to be an independent factor. Actually foul
smelling liquor is a reliable feature of chorioamnionitis,
emitting the smell due to breakdown products of
bacterial metabolism, and the infection is easily
transmitted to the fetus in utero.35

The aim of study was not only to detect sepsis, but also
to find out the predictive values of those factors. We
have analyzed those factors individually and also found
the relative influence of them on neonatal sepsis.
Individual analysis of  risk factors showed that many
factors like prematurity, APGAR score<7 at 5 min and
neonatal resuscitations among the neonatal factors ( T-
1& 3)  and all the maternal risk factors (T-2 &4)  were
significantly found to be associated and influenced the
development of sepsis. But when relative influence of
those factors was searched by multiple regressions
(Table VI & Chart 1.1 & 1.2) to see the predictive values
of risk factors, it was found that irregular antenatal
checkup of mother (P<0.017) ,prematurity (P<0.027,
T-6),resuscitative procedure(P<0.071) & maternalthe
risk factors associated with neonatal intrapartum  fever
(P<0.089); the association of which  was near statistical
significance. In order to treat all infants with sepsis
rapidly and to minimize therapy for those without
infection, risk factor analysis by history is important
41,42.  We may correlating them with clinical and
laboratory data shall help to recommend intervention
strategies designed to reduce incidence and mortality
of neonatal sepsis by prompt recognition and effective
management of high-risk infants at birth.

Conclusion:

From this study it can be concluded that, maternal
intrapartum fever, foul smelling liquor, young mother
(< 20 yrs), poor income group, prolonged labor, UVE
& Primi mother can be designated as maternal risk
factors for neonatal sepsis. Among neonatal factors,
prematurity, resuscitation at birth & low APGAR score
carried the significant risk of developing sepsis. Relative
influence of these risk factors when analyzed over
neonatal sepsis in detecting their predictive values, it
was found that maternal irregular Antenatal check up,
prematurity, resuscitation at birth, and maternal
intrapartum fever are the main risk factors in the
development of neonatal sepsis in our set up.
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Appraisal of these perinatal risk factors for neonatal
sepsis could be of  great value in identifying the areas
requiring attention to   improve perinatal care in order
to prevent neonatal sepsis in our country. However,
small-scale study does not reflect the whole population
and definite conclusion is yet to be drawn. Based on the
result of our study, a cohort study can be undertaken to
obtain additional evidence to refute or support the
existence of  association between the risk factors and
neonatal sepsis.
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Introduction:

A temporary stoma is often created to protect a low
colorectal, colo- or ileo-anal anastomosis 1.  It also
done in ileal perforation with advanced (faecal)
peritonitis and ileal/ileocaecal gangrene when the site
is closure to ileocaecal valve. A loop ileostomy is
considered the preferred method for faecal diversion
2 and its main purpose is the attenuation or even
prevention of anastomostic leakage. Though end
ileostomy is also considered in some cases of late
maltreated patients of  perforation or gangrene in the

terminal ileum. Gastrointestinal continuity is usually
restored after a period of 6 weeks to 3 months.
However, during this restoration period, stoma-
related morbidity occurred in up to 30% of patients,
resulting in increasing cost and difficulty for the
patient 3–5. A loop/end ileostomy has an adverse effect
on the quality of life, which is further aggravated if
stoma-related complications occurred 3,6. Early
closure of loop ileostomies is feasible and seems to
be safe for majority of the patients 7 while delayed
closure may further increase the risk for morbidity 8.
The standard operative technique of ileostomy
closure includes mobilization of the stoma and
anastomosis of the two limbs most commonly by a
hand-sewn  technique after resection of the ileostomy
9. Following closure, complications rates of up to 20%
have been reported 10. The aim of this study was to
evaluate the morbidity associated with loop/end
ileostomy creation and closure retrospectively in
Rnagpur Medical College Hospital (RpMCH),
Rangpur.
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Summary:

The temporary proximal loop or end ileostomy is considered

suitable to protect a distal anastomosis following surgery for

gangrene or perforation of terminal ileum with faecal

peritonitis and colorectal surgery. This technique is, however,

associated with failure, complications and even mortality. The

aim of this study was to quantify retrospectively the morbidity

associated with an ileostomy and its subsequent closure. Fifty

patients with a temporary ileostomy, created between July

2007 and December 2009 were retrospectively analyzed from

a review of patient records. All operations of ileostomy closure

were done after a median period of 106 days (interquartile

range: 69–174 days). Stoma related morbidity occurred in

26(52%) patients. After ileostomy closure, 21 major

complications were seen in 10(20%) patients and 28 minor

complications occurred in 17(34%) patients. Sixteen (32%)

patients had neither stoma-related morbidity or peri- or

postoperative complications after stoma closure. Protective

proximal ileostomy was found to be associated with a high

morbidity. This raises the question of the mode of identifying

the specific patients with an ileal perforation/gangrene or

low anastomosis  who should be provided an ileostomy for

protection, set against the potential complications of the

formation and closure of the ileostomy.

Indexing words- Protective ileostomy, loop ileostomy, faecal

diversion, low anterior resection, ileal perforation, ileal or

ileocaecal gangrene.
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Materials and Methods:

Between July 2007 and December 2009, a consecutive
series of patients undergoing creation and subsequent
closure of a loop/end ileostomy in the surgical
department of the Rangpur Medical College Hospital
(RpMCH) were included in this study. Patients’ case
records were assessed retrospectively for demographics,
primary diagnosis, operative indication for loop/end
ileostomy, its duration, stoma-related morbidity, length
of hospital stay during ileostomy closure, postoperative
morbidity and mortality during a 60 days follow up
period. The hartman’s procedures for sigmoid volvulus
with gangrene or death following primary surgery were
excluded from the study. As the RpMCH is a teaching
hospital, procedures were performed by surgical
residents/consultants under direct supervision of an
associate professor.

Statistical analysis

Statistical analysis was performed using the SPSS
software package. Medians and interquartile ranges were
depicted when appropriate. The chi-square test, students’
t-test or Fisher’s exact test were applied when
appropriate for group comparisons.

Results:

Fifty patients were included in this study. The median
age at the time of ileostomy closure was 46 years
(interquartile range: 29–66 years). Twenty seven male
patients and 23 female patients were admitted into this
study.  Most patients had an ileal perforation near
ileocaecal valve with severe faecal peritonitis [(19)
38%], or gangrene of the terminal ileum or ileocaecal
region [10 (20%)], or volvulus of the sigmoid colon
with gangrene in 7(14%) patients and rectal carcinoma
in the middle or upper third in 8(16%) patients. Others
are colon trauma 2 (4%) and carcinoma colon with
obstruction 4 (8%) (Table-1).

Morbidity following primary surgery- Forty eight stoma-
related complications  (major and minor) was seen in
26 (52%) patients during the time period in which the
ileostomy was present (Table 2).  Complications are
dermatitis in 21 (42%) (Fig-1), bleeding from stoma in
7 (14%), parastomal infection in 4 (8%), high stoma
output in 3 (6%), retraction in 6 (12%), parastomal
hernia in 3 (6%) and stomal stricture 2 (4%) patients.
Following primary surgery, four (8%) of 26 patients
developed an anastomotic complication despite the

Table-I

Patient characteristics, indication for surgery and

procedure. Values are numbers and percentage

within parenthesis.

Variable Diverting ileostomy
(n=50) (%)

Gender
Male 27 (54%)
Female 23 (46%)

Age–median (interquartile range) 46 (29-59)
years Indications for surgery

Terminal ileal perforation 19 (38%)
Gangrene 10 (20%)
Sigmoid volvulus with gangrene 7 (14%)
Rectal carcinoma 8 (16%)
Others 6 (12%)

Procedures Performed
Wedge Resection and anastomosis 19 (38%)
Resection and end ileostomy 10 (20%)
Low anterior resection 8 (16%)
Right hemicolectomy 3 (6%)
Transverse colectomy 1 (2%)

Table-II

Ileostomy-related complications before

closure (n=26).

Complications Number (%)

Dermatitis 21 (42%)

Bleeding from stoma 7 (14%)

Parastomal infection 4 (8%)

High stoma output 3 (6%)

Enterocutaneous fistula 2 (4%)

Retraction 6 (12%)

Parastomal hernia 3 (6%)

Stomal stricture 2 (4%)

Total 48

Values are number percentage within parenthesis. Same patient may
had more than one complications.

Complications of Protective Ileostomy in Emergency Surgery HR Roy et al.

197



protective ileostomy. In one patient, a definitive
colostomy was carried out for  faecal peritonitis. In the
other three patients (two with purulent peritonitis and
one with a presacral abscess), a definitive colostomy
was avoided, in one case by a pull-through procedure
and in the other two by drainage of the local peritonitis
and irrigation of the cavity.

Late major complications after primary surgery (within
2 months after primary surgery) were as follows:
anastomotic leakage in 5 (10%), enterocutaneous fistula
in 6 (12%), bowel obstruction in 2 (4%) and wound
dehiscence in 8 (16%) (Fig-2). Minor complications
developed at that interval were: wound infection in 10
(20%) (Fig-3), pneumonia in 8 (16%), infection
elsewhere in 4 (8%) and others in 6 (12%) patients
(Table- 4).

Morbidity of closure

The median interval between primary surgery and
ileostomy closure was 106 days (interquartile range: 69–
174 days). Most closures [29 (58%)] were performed
using a circumstomal incision but in 21 (42%) a midline
incision was necessary because of the inability to

mobilize the ileostomy limbs for a safe anastomosis or
to correct an additional lesion including parastomal
hernia (three), enterocutaneous fistula (two), and small
bowel stenosis (two). The median operation time was
65 min (interquartile range: 55–80 min) and the median

Fig-1: After closure of ileostomy and repair of

parastomal hernia.

This patient had severe dermatitis. Fig-2: Wound dehiscence after ileostomy

Fig-3: Dermatitis and wound infection after ileostomy

closure.
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hospital stay was 8 days (interquartile range: 5–10 days).
Patients who developed a complication had a
significantly longer hospital stay than those without
complications (10 vs 7 days, P = 0.001) (Table 3).
Overall, 49 postoperative complications (same patient
may had more than one complications) occurred in 27
patients (54%) during a 2-month period. These included
21 major complications in 10 (20%) patients and 28
minor complications in 17 (34%) patients.  Other
complications are shown in Table 4. No statistical
difference in morbidity was found between patients
having a long or short interval to ileostomy closure (cut-
off value 100 days). There was no statistical difference
among major complications in patients having a midline
incision or circumstomal incision (5% vs 13%, P =
0.459) but the incidence of minor complications were
significantly greater after a midline incision.

Table-III

Ileostomy closure, peri-operative data (n=50).

Time to closure (days), median 106(69-80)
(interquartile range)

Operating time (minutes), median 65 (55–80)
(interquartile range)

Blood loss (ml), median 150 (50–250)
(interquartile range)

Hospital stay (days), median 8 (5–10)
(interquartile range)

Table-IV

Complications within 2 months of ileostomy

closure (n=27).

Complications Total (%)
Major

Anastomotic leakage 5 (10%)
Enterocutaneous fistula 6 (12%)
Bowel obstruction 2 (4%)
Wound dehiscence 8 (16%)

Minor
Wound infection 10 (20%)
Pneumonia 8 (16%)
Infection elsewhere 4 (8%)
Others 6 (12%)

Total 49
Values are number percentage within parenthesis. Same patient may
had more than one complications.

Discussion:

Creation and subsequent closure of a loop ileostomy is
a commonly performed procedure with a high risk of
morbidity and even mortality 3–8,10. In this study,
creation of ileostomy resulted in morbidity in 52% of
patients and closure led to complications in 54%
patients. Major and minor complications in 20% and
34% of patients. Remarkably, only 32% of patients in
this series avoided any complication. The results of this
study show a complication rate following ileostomy
closure higher than that reported in the literature 3–8,10.
This may in part be because of the fact that RpMCH is
a tertiary referral centre treating many difficult cases
including patients with multiple previous abdominal
operations. This could also explain the relatively high
percentage of laparotomy needed for ileostomy closure
where the small bowel limbs could not be mobilized
adequately for a safe anastomosis because of adhesions.
Laparotomy was found to be related to a higher
incidence of minor complications in this series. The
reported incidence of leakage of a distal colorectal
anastomosis ranges between 1% and 24% 11, 12. The
main purpose of a temporary loop ileostomy is to prevent
leakage or to mitigate its effects once established 13– 15.
This beneficial effect should be set against the morbidity
associated with creation and closure of a loop ileostomy,
which is reported to be approximately 30% 10,16. This
raises the question as to when a low anastomosis should
be protected by an ileostomy. The randomized trial
carried out by Matthiessen et al. 17 of no faecal diversion
vs faecal diversion following low anterior resection
reported significantly less anastomotic leakage in the
group with faecal diversion. However, the trial included
a very heterogeneous group of anastomotic leakage and
did not attempt to determine which specific patients
would benefit from faecal diversion. Furthermore, no
data regarding stoma-related morbidity were given.
Thus, guidelines for when an ileostomy should be used
are lacking. Remzi et al. 18 compared proctocolectomy
with or without protective faecal diversion in a study of
over 2000 patients and found no differences in septic
complications, quality of life or functional results. The
high morbidity of the ileostomy and its closure make a
question whether frequent use of ileostomy is at all
justified or not. Ileostomy is definitely protective and
beneficial only in highly selective patients. Otherwise,
it should be avoided as far as possible to avoid the high
rate of complications of ileostomy and its closure. It
also may influence the timing of adjuvant chemotherapy
in carcinoma colon or rectum. Little is known of the
effect of chemotherapy on complications of loop
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ileostomy closure. Thalheimer et al. 21 found that the
rate of minor complications was twice as high in patients
receiving postoperative adjuvant therapy compared with
those not having any such therapy. The ideal timing of
loop/end ileostomy closure has been estimated to be
between 8 and 12 weeks following the primary surgery
10, 22. In 2003, Bakx et al. 7 concluded that ileostomy
closure is feasible without increased morbidity within
the initial hospital admission for primary surgery. In the
present series, the median interval to ileostomy closure
was in line with the published literature but despite this
there was a high morbidity following closure. The
question of which specific patients have a defunctioning
ileostomy following surgery of ileal perforation or
gangrene or colorectal carcinoma remains unanswered.

Conclusion:

Protective loop ileostomy was found to be associated
with a high morbidity. This raises the question of the
mode of identifying the specific patients who should be
provided an ileostomy for protection, set against the
potential complications of the formation and closure of
the ileostomy.
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Introduction:

Seborrheic dermatitis is a common papulo- squamous
dermatosis, present in an estimated 15-20% of the
population.1 It is a chronic, superficial, inflammatory
disease with a predilection for the scalp, eyebrows,
eyelids, naso-labial creases, ears, axilla, submammary
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folds, umbilicus, groins and gluteal creases. The disease
is characterized by scaling on an erythematous base.
The scale often has a yellow, greasy appearance. Itching
may be severe. In extreme cases a greasy, dirty crust
with an offensive odor covers the entire scalp.2 The
cause of seborrheic dermatitis is unknown;
Immunological, nutritional, environmental and lifestyle
factors that might increase the predisposition to
seborrheic dermatitis.3  The prevalence of seborrheic
dermatitis among HIV-positive and AIDS patients
between 34% and 83%. Seborrheic dermatitis in HIV-
positive and AIDS patients is more severe than the usual
immune deficiencies.4 Seborrheic dermatitis is also
associated with chronic alcoholic pancreatitis, hepatitis
C virus and various cancers. It is also common in patients
with genetic disorders, Hailey-Hailey disease and cardio
-facio-cutaneous syndrome. Arsenic, gold, methyldopa,
cimetidine, and narcoleptics drugs, post encephalitic
parkinsonism, epilepsy, supraorbital injury, facial

Efficacy of Oral Itraconazole in the Treatment of

Seborrheic Dermatitis
L KHONDKERa, AM CHOUDHURYb, MA WAHABc, MSI KHANd

Summary:

Background: Seborrheic dermatitis is a common papulo-

squamous dermatosis and occurring in 2% to 5% of the

population. The prevalence of seborrheic dermatitis among

HIV-positive and AIDS patients between 34% and 83%. The

anti-inflammatory activity of oral itraconazole and efficacy

on Malessezia suggests that itraconazole capsule will be the

first oral treatment option in future in seborrheic dermatitis.

Unfortunately there is no data base study with the efficacy

of oral itraconazole for the treatment of seborrheic

dermatitis over Bangladeshi people.

Objectives: To evaluate the efficacy of itraconazole in the

treatment of Seborrheic dermatitis.

Methods: This was an interventional type of study and total

thirty seven patients of seborrheic dermatitis  from department

of Dermatology and Venereology, Bangabandhu Sheikh

Mujib Medical University (BSMMU) was enrolled. The study

was carried out for a period of  two years from January 2008

to December 2009 and purposive type non-probability

sampling technique was followed in this study.

Results: The scoring of seborrhea was 6.33±1.15 before

treatment and 4.33 ±3.21 after treatment, scoring of itching

was 6.66 ±1.49 before treatment and 3.61 ±2.70 after

treatment and scoring of greasy crust was 7.12 ±2.70 before

treatment and 4.00 ±3.16 after treatment. It was observed

that before treatment, erythema was severe in 43.2% cases,

moderate in 51.4% cases and mild type erythema was present

in 5.4% cases. And after treatment, 29.7% had severe type

erythema, no patient had moderate type erythema, only

43.2% had mild type and 27% cases had no erythema at all.

Before treatment, papular eruption was severe in 27% cases,

moderate in 54.1% cases and only 18.9% had mild type

papular eruption. But after treatment, 10.8% had severe

type, 18.9% had moderate, 51.4% had mild and 18.9% had

no papular eruption at all. It was observed that before

treatment, squamation was severe in 37.8% cases and

moderate in 62.2% cases. But after treatment, 18.9% had

severe type squamation, 10.8% had moderate, 45.9% had

mild and 24.3% had no squamation. Improvement was

shown in 26(70.27%) cases and 11(29.73%) cases shown

no improvement at all.

Conclusion: The study suggests that oral itraconazole has

significant efficacy profile for treatment option of seborrheic

dermatitis.

Key words: Itraconazole, Seborrheic dermatitis, Efficacy.
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paralysis, poliomyelitis, syringomyelia, and
quadriplegia; low fall and winter temperatures and low
humidity and psoriasis; biotin deficiency, and abnormal
metabolism of essential fatty acids have been proposed
as possible mechanisms.1 Diseases associated with
Malassezia spp. are also commonly found in patients
with seborrheic dermatitis, these include pityriasis
versicolor and pityrosporum folliculitis.4 Patients with
seborrhoeic dermatitis may show upregulation of
interferon (IFN)-g, expressed interleukin (IL)-6,
expressed-IL-1a, and IL-4. Expressions of cytotoxicity
activating ligands and recruitment of natural killer (NK)
cells have also been noted.2 Itraconazole is a lipophilic
and keratophilic systemic antifungal agent. Seborrheic
dermatitis shows marked reduction in inflammation
when treated with itraconazole. It suppresses the random
movement and chemotaxis of neutrophil via inhibition
of interleukin-8 production in epidermal keratinocytes.5

The anti-inflammatory activity of oral itraconazole and
efficacy on Malessezia suggests that itraconazole
capsule will be the first oral treatment option in future
in seborrheic dermatitis. Its high lipophilicity means that
it persists in the skin and appendages above the
therapeutic concentration for some weeks even after the
cessation of therapy (reservoir effect). This dual
antifungal and anti-inflammatory effect may account for
the prolong therapeutic action of low dose itraconazole.6

Unfortunately there is no data base study with the
efficacy of oral itraconazole for the treatment of
seborrheic dermatitis over Bangladeshi people. Limited
information is available regarding this. Here, an
endeavor had been made to do such a study.

Materials and Methods:

The interventional study was carried out for a period of
total two years from January 2008 to December 2009
in the department of Dermatology and Venereology,
Bangabandhu Sheikh Mujib Medical University
(BSMMU), Dhaka in Bangladesh. Total thirty seven
patients of seborrheic dermatitis were selected
considering exclusion criteria like patient with known
hypersensitivity to any ingredients of the itraconazole,
pregnancy/ lactation, impaired hepatic function,
impaired renal function and severe systemic illness. The
inclusion criteria of patient selection were include both
male and female patient of any age, patient willing to
give consent to take part in the study, patient expected
to be available for the duration of study and able to

comply with the study visit and patient received no
topical treatment for 2 weeks prior to the study and no
systemic antifungal intake. Purposive type non-
probability sampling technique was followed in this
study. After collection of data, these were screened by
checking consistency, edited and were finally analyzed
by software SPSS (Statistical Package for Social
Science) method.

Procedure of Treatment: All patients with seborrheic
dermatitis were treated by oral itraconazole capsule (200
mg/ day X 7 days) in first month and consecutive usage
200 mg/ day for the first 2 days of the following 11
months.  Skin involvement before and after therapy was
assessed by a clinical score based on the involvement
of different grades of erythema, papular eruption and
squamation(scale). On the initial evaluation, the patients
were examined at three sites- scalp, face and chest and
graded numerically at each site for erythema, papular
eruption and squamation/scale: 0=normal, 1=mild,
2=moderate and 3=severe for all. Skin lesions were
inspected with respect to diameter and color. The area
of involvement were measured on a scale of 1 to 5. Scale
1=less than 10%, 2= 11%-30%, 3=31%-50%, 4=51%-
70% and 5=more than 70% area involvement. The final
assessment of the total improvement were made after
12 months. Response to therapy were rated as excellent
when > 75% improvement; good when 50-75% clearing;
fair when 25-50% clearing and poor when <25%
clearing of skin lesion occurred.

Results:

Total thirty seven patients of seborrheic dermatitis from
the department of Dermatology and Venereology,
Bangabandhu Sheikh Mujib Medical University
(BSMMU) were subjected to this study. Table I showed
that scoring of seborrhea was 6.33±1.15 before
treatment and 4.33 ±3.21 after treatment, scoring of
itching was 6.66 ±1.49 before treatment and 3.61 ±2.70
after treatment and scoring of greasy crust was 7.12
±2.70 before treatment and 4.00 ±3.16 after treatment.
Table II showed the distribution of patients of seborrheic
dermatitis by grading of erythema, papular eruption and
squamation, before and after treatment by drug. It was
observed that before treatment, erythema was severe in
43.2% cases, moderate in 51.4% cases and mild type
erythema was present in 5.4% cases. And after treatment,
29.7% had severe type erythema, no patient had
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Table I

Relationship between complaints and scoring in before and after treatment (n=37).

Complaints                                       Before treatment                                    After treatment
No Mean ± SD No Mean ± SD

Seborrhoea 3 6.33±1.15 3 4.33±3.21

Itching 18 6.66±1.49 18 3.61±2.70
Greasy crust 16 7.12±2.70 16 4.00±3.16

Table II

Distribution of patients by grading of erythema, papular eruption and squamation before

and after treatment by using drug (n=37).

Before treatment After treatment
Erythema Normal 0(00) 10(27)

Mild 2(5.4) 16(43.2)
Moderate 19(51.4) 0(00)

Severe 16(43.2) 11(29.7)
Papular eruption Normal 0(00) 10(27)

Mild 7(18.9) 16(43.2)
Moderate 20(51.4) 0(00)

Severe 16(43.2) 11(29.7)
Squamation Normal 0(00) 10(27)

Mild 2(5.4) 16(43.2)
Moderate 19(51.4) 0(00)

Severe 16(43.2) 11(29.7)

moderate type erythema, only 43.2% had mild type and
27% cases had no erythema at all. Before treatment,
papular eruption was severe in 27% cases, moderate in
54.1% cases and only 18.9% had mild type papular
eruption. But after treatment, 10.8% had severe type ,
18.9% had moderate, 51.4% had mild and 18.9% had
no papular eruption at all. It was observed that before
treatment, squamation was severe in 37.8% cases and
moderate in 62.2% cases. But after treatment, 18.9%
had severe type squamation, 10.8% had moderate,
45.9% had mild and 24.3% had no squamation. From
Table III  it was observed that when complaint was
seborrhea, level of erythema was moderate 1 and severe
2 before treatment and after treatment, was normal 1,
mild 1 and severe 1, when complaint was itching, level
of erythema was mild 2, moderate 9 and severe 7 before
treatment and after treatment, level of erythema was
normal 9, mild 4 and severe 5, when complaint was

greasy crust , level of erythema was moderate 9 and
severe 7 before treatment and after treatment, mild 11
and severe 5. It was observed that when complaint was
seborrhea, level of papular eruption was mild 1, and
moderate 2 before treatment and after treatment, level
of papular eruption was mild 2, and moderate 1. When
complaint was itching, level of papular eruption was
mild 5, moderate 8 and severe 5 before treatment and
after treatment, level of papular eruption was normal 3,
mild 10, moderate 3 and severe2. When complaint was
greasy crust, level of papular eruption was mild 1,
moderate 10 and severe 5 before treatment and after
treatment, level of papular eruption was normal 4, mild
7, moderate 3 and severe 2. And it was observed that
when complaint was seborrhea, level of squamation was
moderate 3 before treatment and after treatment, was
mild 2 and moderate 1. When complaint was itching,
level of squamation was moderate 11 and severe 7 before
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treatment and after treatment, level of squamation was
normal 3, mild 10, moderate 3 and severe 2 and when
complaint was greasy crust, level of squamation was
moderate 9 and severe 7 before treatment and after
treatment, level of squamation was normal 6, mild 5
and severe 5. Figure I showed the level of improvement

by drugs among 37 patients of seborrheic dermatitis.
Improvement was shown in 26(70.27%) cases and
11(29.73%) cases shown no improvement at all.
Statistical test was done and found significant (p< 05).
In table IV improvement observed on the 1st follow up
visit at the end of 6 weeks. Response was fair10
(38.46%) cases and poor 16 (61.54%) cases and marked
improvement observed on the 2nd follow up visit at the
end of 12 weeks-response was good in 23 (88.46%)
cases, fair 2 (7.69%) and poor 1 (3.85%) cases.

Table-III

Relationship between complaints and clinical finding in before and after treatment by drugs (n=37).

            Before treatment                             After treatment

Erythema Complaints Normal Mild Moderate Severe Normal Mild Moderate Severe
Seborrhoea 0 0 1 2 1 1 0 1

Itching 0 2 9 7 9 4 0 5

Greasy crust 0 0 9 7 0 11 0 5

Total 0 2 19 16 10 16 0 11

Papular Complaints Normal Mild Moderate Severe Normal Mild Moderate Severe

eruption Seborrhoea 0 1 2 0 0 2 1 0

Itching 0 5 8 5 3 10 3 2

Greasy crust 0 1 10 5 4 7 3 2

Total 0 7 20 10 7 19 7 4

Squamation Complaints Normal Mild Moderate Severe Normal Mild Moderate Severe

Seborrhoea 0 0 3 0 2 1

Itching 0 0 11 7 3 10 3 2

Greasy crust 0 0 9 7 6 5 0 5

Total 0 0 23 14 9 17 4 7

Table IV

Distribution of response of treatment by using drug

at different weeks (N=37).

Response 6 weeks of 12 weeks of
treatment treatment

Excellent 0 0
Good 0 23 (88.46%)
Fair 10 (38.46%) 2 (7.69%)
Poor 16 (61.54%) 1 (3.85%)

Fig.-1: Distribution of patients by level of improvement

by using drug (N=37)
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Discussion:

This interventional type of study carried out to evaluate
the efficacy of itraconazole in the treatment of
Seborrheic dermatitis. Total 37 patients of seborrheic
dermatitis were subjected to this study. The scoring of
seborrhea was 6.33±1.15 before treatment and 4.33
±3.21 after treatment, scoring of itching was 6.66 ±1.49
before treatment and 3.61 ±2.70 after treatment and
scoring of greasy crust was 7.12 ±2.70 before treatment
and 4.00 ±3.16 after treatment, similar to the study of
Kose et al and Baysal et al.5,6    It was observed that
before treatment, erythema was severe in 43.2% cases,
moderate in 51.4% cases and mild type erythema was
present in 5.4% cases. And after treatment, 29.7% had
severe type erythema, no patient had moderate type
erythema, only 43.2% had mild type and 27% cases
had no erythema at all. Before treatment, papular
eruption was severe in 27% cases, moderate in 54.1%
cases and only 18.9% had mild type papular eruption.
But after treatment, 10.8% had severe type, 18.9% had
moderate, 51.4% had mild and 18.9% had no papular
eruption at all. It was observed that before treatment,
squamation was severe in 37.8% cases and moderate in
62.2% cases. But after treatment, 18.9% had severe type
squamation, 10.8% had moderate, 45.9% had mild and
24.3% had no squamation, similar to the study of Baysal
where initially scaling disappeared and then erythema
and papular eruption.6

 The study showed that score of patients of seborrheic
dermatitis, before treatment was 6.83±1.30 and after
treatment was 3.83±1.18 like Kose et al where score of
patients of seborrheic dermatitis, before treatment was
10.44±2.45 and after treatment was 3.30±1.90.5

Improvement was shown in 26(70.27%) cases and
11(29.73%) cases shown no improvement at all, similar
to the study finding of Kose et al where clinical
improvement was observed in 23(83%) patients among
the 29 patients and Baysal where improvement was
observed in 28(87%) patient among 32 patients.5,6

Conclusion:

It was evidenced that before treatment, erythema was
moderate in majority of cases but after treatment, no
patient had moderate type erythema, majority had mild
type and more than one-fourth cases had no erythema
at all. Papular eruption was moderate in majority of cases
prior to the treatment but after treatment, half of the

patients had mild type and one fifth had no papular
eruption at all. It was further observed that before
treatment, squamation was moderate in majority of
cases. But following treatment, half of the patient had
mild type and one-fourth had no squamation at all.
Improvement was shown in three- forth cases and one-
forth cases shown no improvement at all. Level of
improvement was observed on the 1st follow up visit at
the end of 6 weeks. Response was fair in one-third cases
and poor in halves cases. Marked improvement was
noticed on the 2nd follow up visit at the end of 12 weeks.
Response was good in three- fourth cases.

Recommendation:

 The study revealed that itraconazole has remarkable
efficacy profile for treatment option of seborrheic
dermatitis. This was an open and uncontrolled study on
a limited number of cases. Further blinded, randomized,
placebo-controlled studies are needed to investigate the
effectiveness of therapy. As itraconazole is still
expensive, cost-effectiveness studies should be
performed. If future studies include large sample size
with appropriate economical support ensured and study
finding would be more reliable.
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Introduction:

Genitourinary fistula is the most dreadful complication
encountered in obstetrics and gynaecology. Over two
million women worldwide are living with obstetrical
fistula. The incidence of fistula has been estimated about
1-2per 1000 deliveries worldwide, with an annual
incidence of upto 50,000 to 100,0001. Though the
incidence varies from country to country, World Health
Organization estimates the prevalence of obstetrical
fistula is 0.3% of all deliveries. In Bangladesh 1.9%
women are suffering from genitourinary fistula1.

Journal of Bangladesh College of Physicians and Surgeons
Vol. 29, No. 4, October 2011

In developing countries 90% of these fistulas are a
consequence of neglected and obstructed labour as
opposed to developed countries, where they are a
complication of surgery or radiotherapy.2 The overall
incidence of traumatic fistula varies between 0.5-1.5%
and bladder injuries are more common than ureteric one.3

Prolonged, obstructed labour is the primary factor
associated with obstetrical fistula. Other   major
contributing factors include poverty, illiteracy, low status
of women, sex inequality, malnutrition, social and
cultural issues to family planning and the lack of
emergency obstetric care.4

Fistula is as old as mankind but its documentation is
much younger than that.

The occurrence of such fistula definitely dates since
antiquity. Vesico-vaginal fistula in the mummy of

Genitourinary Fistula –Experience in a Peripheral

Hospital of Bangladesh
SN BEGUM

Summary:

Genitourinary fistula is one of the most dreadful

complications encountered in obstetrics and gynaecology

and constitute a major surgical challenge for the

urogynecologist. With advanced obstetric care, this fistula

is rare in industrialized world but it is still a major health

problem in underdeveloped countries, particularly in sub-

Saharan Africa and Asia including Bangladesh.

Victim of fistula become physically cripple, socially outcast,

psychologically traumatized. Surgical repair is the definitive

cure. A surgeon with adequate training and experience can

optimize outcome of surgery by modifying techniques.

Repair of vesicovaginal fistula remains a major challenge

to surgeon worldwide.

Aim of the study was to undertake a baseline evaluation of

all genitourinary fistula cases and to share the experience

of management of fistula with others.

This descriptive study was conducted in the department of

Obstetrics and Gynaecology, Sylhet M.A.G. Osmani Medical

College Hospital.  A total 311 genitourinary fistula cases

were admitted and managed here from July 2004 to March

2010.

In this study 64.63% of the patients were between 20-35yrs

of age (range 18-70yrs), 42.76% were primipara whereas

20.57% were grandmulti. Height was <145cm in 67.84%
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cases. Majority (80.38%) of the patients were from poor

socioeconomic status; 91.63% was housewife, and 89.38%

was illiterate. Obstructed labour was responsible for 86.81%

of fistula.

Vesico-vaginal fistula was the most common (87.46%) type

of fistula and 79.43% of fistula was complex in nature.

92.10% had local repair through vaginal approach, labial

fat graft was used in 44% cases.

In this study out of 242 operation 85.54 %(n-207) had

successful repair. Among them 75.61% patient were

completely continent.

Causes of failure were likely to be due to extensive scarring

with loss of tissue, previous failed repair, large size of fistula

and in some cases post-operative catheter problem and

infection.

Fistula is largely a preventable condition.  More emphasis

should be given on prevention of fistula by increasing

community awareness, female education and empowerment,

avoiding early marriage, family planning, improved

maternity services, timely referral and availability of

emergency obstetric care services.

Key words- Genitourinary fistula, socio-demographic

characteristics, management outcome.
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Henhenit (2050 B.C.), wife of the Egyptian Pharaoh
was documented in 1935.5

Avicenna in 1037 AD, first recognized the relationship
between a hole in bladder (fistula) and difficult
childbirth. James Marion Sims, the father of American
Gynaecology, was first to treat women with vesico-
vaginal fistula.

Genitourinary fistula is a devastating condition affecting
the physical and psychological health of women. Victim
of fistula remain childless which adversely affects the
woman’s future.  They are likely to be abandoned by
their husband on whom they were economically
dependent. So it is not a life threatening but socially
debilitating condition.

Surgical repair is the definitive cure. The best chance
of successful repair is at the first attempt. A surgeon
with adequate training and experience can optimize
outcome of surgery by modifying techniques according
to the site, size and complexity of fistula.6   Repair of
vesicovaginal fistula remains a major challenge to
surgeon worldwide with many acceptable surgical
techniques.

Aim of this present study is to share the experience of
management of genitourinary fistula in a tertiary level
peripheral hospital of Bangladesh.

Materials and methods:

This descriptive study was carried out in the department
of obstetrics and gynaecology, Sylhet MAG Osmani
Medical College Hospital from July 2004 to March 2010.
All women admitted with genitourinary fistula were
included in this study.  311 genitourinary fistula cases
were admitted during the study period. Every patient were
evaluated with a detail history regarding age, parity,
socioeconomic status, obstetrical history, causes and type
of fistula , associated problem,   operative treatment  with
it outcome. Thorough preoperative evaluation of fistula
was done in every case.  Methylene blue dye test and
examination under anesthesia was undertaken in difficult
cases. Cystoscopic evaluation and intravenous urography
was done in some cases. 50 cases of complex fistula   need
ureteric catheterization during operation due to close
proximity of ureteric orifices to fistula margin.  Due
permission was taken from the hospital authority for this
study. All the data were collected by the investigator in a
predesigned data sheet. Data were analyzed manually.

Result:

 A total 311 patient with genitourinary fistula were
admitted during the study period.

Table-I showing demographic profile of fistula patient.
64.63% were   between 20- 35 yrs age group (range18-

Table I

Socio-demographic character of study subject.

Parameter Number(n=311) Percent (%)
Age (yrs)- < 20 38 12.21

20-35 201 64.65
36 and above 72
23.15

Height of patient (cm)-            < 145 211 67.84
                                                   >145 100 32.15
Parity- 1 133 42.76

2-4 109 35.04
5 and above 64 20.57
Unmarried 04 1.60

Socioeconomic condition-
Poor ( 5000Tk/month) 250 80.38
 Lower middle class (5000-15000 Tk/M) 49 15.75
Middle  class (>15,000Tk/M) 12 3.85
Occupation- House wife 285 91.63

Day labour 25 8.03
Service holder 01
0.32

Education- Illiterate 278 89.38
Primary 28 9.00
Secondary 05 1.60
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70yrs), 67.84% were <145cm in height, 42.76% were
primipara, 80.38% were from poor socioeconomic
status, 89.38% were illiterate, 91.63% were housewife.

Table-II showing out of total 311 cases, 95.81% were
obstetrical  fistula (n-298) and  86.81% of fistula was
following obstructed labour

Table-III showing vesicovaginal fistula were the
commonest type of fistula(87.46%) among those
79.43% of fistula were complex in nature.

Table-IV showing   vaginal stenosis, RVF, CPT, failed
repair are  the major associated complicating factors
with fistula.

Table-V showing 242 patients were operated for
genitourinary fistula; majority of the patient (n-223) had
local repair with or without graft through trans-vaginal
route.

Table-VI showing the outcome of operation for
fistula. Successful repair of genitourinary fistula
includes those who were completely continent or
those who have only urethral incontinence following
surgery. 84.54% patient had successful repair out of
which 75.61% were completely continent. It also
showed that most of the failures were in complex type
of fistula.

Table-II

Causes of fistula-

Causes of fistula Number Pertcent(%)
Obstetrical causes 298 95.81
            Obstructed labour 270 86.81
             Ruptured uterus 28 9.00
Traumatic 7 2.25
Inflammatory 2 0.64
Malignancy 3 0.96
Congenital 1 0.32
Total 311 100

Table-III

Types of fistula

A. According to site Number(%)
1. Vesico vaginal fistula (VVF) 272(87.46%)

Mid vaginal- 110
Juxtra urethral- 25
Juxtra cervical- 74
Circumferential- 63

2. Vesico-cervical 8
3. Vesico-uterine 1
4. Vault fistula 3
5. Urethro-vaginal 16
6. Uretero-vaginal 9
7. VVF & RVF 8
8. Vesico-labial 1
B. Types of fistula according to WHO criteria
Simple 64 (20.57%)
Complex 247 (79.43%)
Total 311
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Table-IV

Associated problems complicating the fistula

Associated Problem Number
Vaginal  stenosis 57
RVF(Rectovaginal fistula) 8
CPT(complete perineal tear) 6
Combined( VVF, RVF, CPT) 5
Previous failed repair 55
Secondary amenorrhoea 28
Urethral incontinence 16
Complete or partial avulsion of urethra 7
Hydroureter  with hydronephrosis 2
Vesical calculus 10
Obstetrical palsy 7
VVF with fibroid, VVF with pregnancy 3

Table-V

Operative Management of genitourinary fistula

Operative Management of genitourinary fistula Number
A.Operated for   genitor-urinary fistula 242
1.Local repair with or without graft 223
Local repair of VVF without graft 102
Local  repair with graft 107
Local repair with graft &  urethroplasty 9
Local repair with graft with repair of RVF 5
2.TAH with  Transvesical repair of VVF 4
3.Transvesical repair of VVF 6
4. Re-implantation of ureter 8
5. Augmentation cystoplasty 1
B. Other operations (Kelly suture, Colostomy, RVF repair ) 19
Total  operation 261

Table-VI

Outcome of repair according to type of  fistula-

Outcome Simple Complex Total operation
(n-60) (n-182) (n-242)

Successful 58 149 207
    Complete dry - - 183
    Urethral incontinence - - 24
Failed 2 32 34
Death - 1 1
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Discussion:

This descriptive study was conducted in the department
of Obstetrics and Gynaecology, Sylhet M.A.G. Osmani
Medical College Hospital. About 14,000 patients were
admitted each year in this department. A total 311
genitourinary fistula cases were admitted and managed
here from July 2004 to March 2010. During the study
period, rate of genitourinary fistula was 2.59 %,which
was higher in comparison to a community based study
by Engender health (1.69%)7.

Early age of marriage and childbearing, high parity,
increased rate of obstructed labour and low
contraceptive prevalence rate were the major
contributory factors in this area. Also there is increase
referral from different districts of greater Sylhet to this
only tertiary care center of this region.

Aim of the study was to undertake a baseline evaluation
of all genitourinary fistula cases and to share the
experience of management of fistula with its outcome
in a tertiary hospital of Bangladesh.

 In this study 64.63% of the patients were 20-35yrs of
age whereas 23.15% were more than 35yrs. In a study
from Nigeria showed that  obstetrical fistula occur
usually in younger age group8.  Another  study  in
Bangladesh have  shown that majority of the  fistula
patients belong to 16 to 20 years  age group which does
not correlate with this study9.

In this study  Primipara were 42.76% whereas 20.57%
were grandmulti which has similarity with another study
in Bangladesh where 54% patient developed fistula at
their first child birth.10 It also correlate with other
studies where they have shown that primipara are more
vulnerable to develop fistula 6,11,13.

Height is an important criterion for diagnosis of
contracted pelvis which may lead to obstructed labour
during vaginal delivery. Women whose height is less
than 140 cm. are more likely to have cephalopelvic
disproportion and require surgical intervention for child
birth.8,9 In present study height of the patient were
<145cm in 67.84% cases. Average height of Bangladeshi
women is 145 to 150 cm.13.

Most (91.63%) of the patients were housewife in this
study which reflects that housewives are less empowered
and more dependent on others for their wellbeing.
Education, socio-economic condition and antenatal care
rather than occupation are the probable associated
factors in previous studies.

Majority (80.38%) of the patient were from poor
socioeconomic status which is similar to other the study

in Nigeria8 and in our country9,12. Poor socioeconomic
condition is inter-related to a number of other factors
such as ignorance, lack of knowledge regarding ante-
natal care, gravity of the situation and treatment seeking
behavior. Prevention of genital tract fistula requires
significant changes in these social, economic and
cultural issues. There are 12 cases from higher middle
class group where patient husband remains abroad. They
have no voice in decision making, and they are depended
on other family member.
In this study 89.38% patient were illiterate. Education
and economic empowerment of girls/women are vital
in addressing this issue.
Obstructed labour was responsible for 86.81% of fistula,
which correlate well with other study6.  There are 7 cases
of traumatic fistula of which 3 had history of fall on
sharp object, 4 had iatrogenic fistula following
abdominal hysterectomy. One interesting case of vesico-
labial fistula develop following local repair of VVF with
labial fat graft  in a 40yrs lady. There is sacculation of
bladder wall through the weak point of graft with
formation of fistula. There are 2 cases of unsuccessful
repair due to bladder tuberculosis diagnosed by
histopathology which need further surgery.

Vesico-vaginal fistula was the most common (87.46%) type
of fistula in this study which has similarity to other study6,10.
There were 63 cases of  circumferential fistula where there
is complete loss of tissue in between bladder and urethra.
It is difficult to interpret and compare many reported
studies due to lack of accepted classification of fistula.
Currently two main classification systems one based on
anatomical site and another based on WHO criteria are
in use. WHO classify fistula as simple & complex type
(depending on the possible degree of anticipated
difficulty during surgical repair).
Complex fistula includes size > 4cm., multiple in
number, associated RVF, vaginal stenosis, involvement
of urethra or continent mechanism, involvement of
cervix, circumferential defect with extensive tissue loss
and previous failed repair.
 In this study 79.43% of fistula were complex in nature.
Rest of the fistula were simple which was easy to repair
with good prognosis and the result is comparable to
other study10.
Successful repair of fistula depends on many factor.
Patients presenting with vesicovaginal fistula may
present with other associated problems which
complicate and interfere with successful repair. These
associated problems adversely affected successful repair
as documented in other study13.
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57 patients (18.32%) presented with associated vaginal
stenosis, 55 had previous failed repair with extensive
scarring. There were RVF in 8 case, 5 cases had
combined RVF,VVF & CPT.  7 patients had complete
avulsion of urethra. The ischemic changes caused by
obstructed labour have a devastating impact on urethral
function. So after successful correction of bladder
defect, many women have short, fibrosed functionless
urethra.  About 30% women with fistula have some
degree of stress incontinence following repair14.  There
are 10 cases of vesical calculus which needed
cystolithotomy prior to fistula repair.
 Out of 242 operation for genital fistula 223(92.14%) had
local repair through vaginal approach which is similar to
other study.16 The transvaginal approach seems to be
faster, less morbid with relatively minimum blood loss
and also had advantage in term of patient comfort.
During repair of fistula labial fat graft was given in 107
cases (44%). Use of graft specially in complicated fistula
has improved the outcome in this study. It was observed
that grafts increases the success rate in comparison to
the directly closed fistulas. It brings new blood supply
and fills the dead space between bladder & vagina. C.R.
Majinge routinely used Martius Bulbo-cavernosus graft
to reinforce the repair with 96% success rate 15.
Success rate depends on type of fistula, technique of
operation and above all skill of surgeon.2 Primary repair
gives the best chance of continence. Repeated operation
is justified but success rate decreases progressively with
number of previous repair.
Successful repair of genitourinary fistula includes those
who are completely continent and those who had only
urethral incontinence following surgical repair. In this
study out of 242 operation 207(85.54%) had successful
repair. Among them 183 (75.61%) patient were
completely continent, 24 had some degree of urethral
incontinence.  This success rate is comparable to others.
6,10   Repair was failed in 34 cases which were mainly
of complex  type of fistula. One patient expired due to
formation of fecal fistula following augmentation
cystoplasty for grossly contracted bladder.
Interpretation of per operative and post operative data
with outcome of repair revealed the causes of failure of
operation. It was due to extensive scarring and loss of
tissue, previous failed repair, large size of fistula and in
some cases post-operative catheter problem and
infection. So, it can be concluded that with other
important factors (fibrosis, skill of surgeon, technique
of operation).  Adequate postoperative care is also vital
for increasing success rate.

Conclusions:

Obstetric fistula is one of the most devastating disability
of women developed from childbirth. Vasicovaginal
fistula is not only a problem for the patient, family
members and the society but also one of the major and
difficult problem for treating gynaecologist. It
occurrence reflects the level of maternity care in a
community. More emphasis should be given on
prevention of fistula by increasing awareness among
people, female education and empowerment, avoiding
early marriage, availability of emergency obstetric care
and family planning services.
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Summary:

Background: The field of cervical cancer prevention is

rapidly evolving because of identification of Human

Papilloma Virus (HPV) as the necessary cause of disease.

HPV vaccines are now in the market.For successful

triggering of cervical cancer prevention program, HPV

informations should be communicated to health care

providers whose understanding about HPV has lagged

behind the scientific and technical advances .

Objective: The objective of this intervention study was to

identify gap and educate health care providers delivering

services to women and adolescents in Medical Colleges on

HPV related issues and vaccination.

Methods: The study was done from July 2007 to June 2008

where 3 advocacy workshops were conducted. The
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which offers protection against HPV infection and
resultant disease.

Acceptability and wide use of this new vaccine demands
clear understanding about HPV infections, immunity,
benefits and drawbacks of vaccine. This HPV
informations should be communicated to various target
groups. Among them education of health professionals
is a priority as they are the first contact of women and
girls. Moreover HPV infection has significant social and
psychological consequences which can be tackled by
communication skill of health care providers.
Unfortunately health care providers understanding about
HPV issues has lagged behind the scientific and
technical advances in the field 5. Provider endorsement
is the key determinant of HPV vaccine acceptance by
parents and potential vaccine recipients 6. The present
study aimed to-

(a) Identify knowledge gap of  health care providers
on HPV related issues.

(b) Educate health care providers on HPV related
issues including vaccination.

(c) Determine improvement in knowledge of Health
care providers on HPV related issues after
education.

Journal of Bangladesh College of Physicians and Surgeons
Vol. 29, No. 4, October 2011

Knowledge of Health Care Providers on HPV Related

Issues in Cervical Cancer.
F HUSSAINa, MS FLORAb, K NAHARc, M KHANd

knowledge level of 106 participants were assessed before

and after intervention. Updated informations about HPV

and vaccine was given to participants as intervention.

Results: Wide knowledge gap was identified among

participants on HPV related insues, but significant

improvement was observed following intervention. The

pretest and post test score of knowledge was 28.09 and 38.60

respectively showing an average increase of 10 after

intervention.

Conclusions: HPV education should be extensively

disseminated to health care providers to obtain public health

benefits of HPV vaccination program.

Key words : Cervical Cancer, Human Papilloma Virus

(HPV) ,Health Care Providers.

(J Bangladesh Coll Phys Surg 2011; 29: 213-218)

Introduction :

Cervical Cancer is a major public health problem for
developing countries. It is second most common cancer
among women world wide, with an estimated 4,93,000
new cases and 2,74,000 deaths in 2002.1 83% 0f these
cases occur in developing countries 1 Human Papilloma
Virus (HPV) has been recognized as a necessary cases
of  cervical cancer 2,3. It has been estimated that HPV
16 and 18 accounts for 70% of cervical cancer 4. Genital
HPV infection is sexually transmitted and any sexual
activity poses a risk. No treatment of existing infections
is available to reduce the duration of infection. After 15
years of extensive clinical trials on transmission
dynamics of HPV, HPV vaccines have been invented



The impact of above intervention will result in
strengthening capacity of Health Care providers
delivering services to women and adolescents in
Medical Colleges to provide prevention services for
cervical cancer integrating screening, HPV testing and
vaccination.

Methodology :

The study was an intervention study with pre and post
test design. There was no control group for comparison.
Intervention was given by advocacy on four different
aspects of HPV issues. The advocacy materials and
questionnaire were field tested in BSMMU immediately
before the workshops. The knowledge level of the
participants before and after intervention was compared
to find out-

(a)  Knowledge gap of participants on HPV related
issues and

(b)  Impact of intervention in upgradation of knowledge
on HPV related issues.

Knowledge gap of participants were found by looking
at the pretest score and identifying the areas of
knowledge deficiency while improvement of knowledge
was found by making a comparison between pretest and
post test score.

Duration of the study :

The study was of 12 months duration from July 2007 to
June 2008. First four months was the preparatory phase
for development of advocacy materials and
questionnaire and field testing, next five months for
advocacy workshop in three different venues and last
three months was for compilation of data and report
writing.

Place of study:

Venue selection was done purposively to cover selected
health care providers of government and private medical
college. The venues for advocacy were in Dhaka
Medical College, Shaheed Shuhruwardy Medical
College and Bangladesh Medical College. 10
participants from Holy Family Red Crescent Medical
College joined the workshop in Bangladesh Medical
College.

Details of the activities conducted :

1. Development of Advocacy materials and
Questionnaire :

Advocacy materials to educate health care providers
on HPV related issues including vaccination was
developed by a technical group. The objective was to
create awareness of participants about HPV related
issues including vaccination and strengthen their
capacity to provide screening for cervical cancer
integrating HPV testing. The four presentations in
advocacy workshop were

1. Overview of HPV in relation to cervical cancer

2. Achievement and limitations of pap’s smear

3. Clinical application of HPV testing

4. HPV vaccine

A self administered questionnaire containing fifty
questions and each carrying one marks were arranged
for pre and post test covering the four presentation.
Pretest identified the knowledge gap of health care
providers on HPV related issues. Post test determined
the improvement of knowledge of the same participants
on HPV related issues. The presentations and
questionnaire was field tested in BSMMU, Dhaka.

2. Advocacy workshops :

Three advocacy workshop were conducted in three
different venues of Dhaka. Each workshop was
chaired by the Head of the Dept. of Obstetrics and
Gynaecology of that venue. The principal or the
Director of that venue was the chief guest.

Target Audience :

A total of 106 participants participated in three advocacy
workshop. In each advocacy workshop 30-40 health care
providers dealing with the service delivery of women
and adolescent girls were the target audience. They
included obstetricians and gynaecologists, paediatrician,
pathologist and microbiologist. These participants were
selected at each venue according to convenience.

Data Management and Statistical Analyses

Data were entered using the SPSS Data Entry
Programme. The knowledge level of the study
participants was assessed by counting the number of
correct answers.  Pre- and post-test scores were checked
for skewness and logarithmic transformed (base 10)
were applied where necessary to normalise the data.
Statistical tests used to determine the association
between characteristics of the study participants and pre-
and post-test score included Student t-test and one-way
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analysis of variance(ANOVA).  A result was considered
significant at a p value level <0.05. To find the influence
of intervention on knowledge level by paired t-test and
repeated measure analyses was done. The analyses were
carried out using the Statistical Package for Social
Sciences (SPSS) version 14.0.

Results

Background characteristics

Almost equal number of medical graduates working in
three medical colleges, Shaheed Shuhruwardy Medical
College (35), Dhaka Medical College (39) and Private
Medical College (32) were recruited in the study.

Their background characteristics are shown in Table 1.
Most of them were females (93.4%) and working in the
department of Obstetrics and Gynaecology (90.5%). Of
the total participants, 23.8% had more than one post-
graduation qualification. One-third of them did not
complete post-graduation and about 46% were working
as junior level doctors (medical officer & assistant
registrar). The participants were between the age of 27
and 55 years with a mean (SD) of 39.38 (7.40) years
and median of 38 years.

Knowledge level of study participants about Human

Papiloma Virus (HPV)

A tool was developed with fifty questions having two
types of responses, true or false to assess the knowledge
level of study sample. A pretest was taken from one
hundred and six participants who enrolled in the
intervention. Of them five did not appear for the post-
test.

There was wide gap in HPV related knowledge among
study participants. The pretest score was 28.09 out of
50. Though 90% could correctly identify HPV as the
cause of cervical cancer, but 72% lacked the knowledge
about HPV persistence and 46% incorrectly stated the
association of HPV types with cervical cancer. 60%
were ignorant about different methods of HPV testing.
Big knowledge gap was observed in the clinical
application of HPV testing. Only 48% participants
knew that most genital HPV infections cleans without
treatment. Wide knowledge gap was also observed in
the natural history of HPV and cytology based
screening among the participants. The health care
providers were more unaware about issues related to
HPV vaccines.

Change in knowledge level after intervention

One hundred and one participants scored, on average,
28.20 in the pre-test which increased by, on average, 10
in the post-test. This difference was tested by paired t-
test and found significant. (Table:2).

Table-I

Background characteristics of study participants

Characteristics Frequency Percent
Sex
Male 7 6.6
Female 99 93.4
Age in years
<30 7 6.7
30-34 25 24.0
35-39 25 24.0
40-44 18 17.3
45-49 15 14.5
50+ 14 13.5
Specialty
Obstetrics & Gynaecology 97 90.5
Pathology & Microbiology 4 3.8
Paediatrics 5 4.7
Position  
Medical Officer 48 45.7
Consultants 27 25.7
Teaching Position 30 28.6
Post graduation
No post graduation 36 34.3
Diploma 13 12.4
Post graduation 56 53.3

Table-II

Differences in knowledge level in overall pre and

post-test score

Score N Mean SD t p
Pre-test 101 28.20 4.83 -16.9 <<0.001
Post-test 101 38.60 3.84

Figures 2 and 3 shows the distribution of pre and post-
test score respectively. As both the data were skewed,
they were log transformed for further analyses.
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Knowledge level about Human Papiloma Virus (HPV)

by the medical colleges

No significant difference was observed in the pre-test
and post-test score between the participants of three
medical colleges by one-way ANOVA. (Table : 3)

Knowledge level about Human Papiloma Virus (HPV)

by the speciality of participants

The independent sample t-test found that the participants
working in Obstetrics and  Gynaecology  obtained higher

Fig.-1: Score obtained in the pre-test

Table-III

Pre and post-test score of knowledge level by participants of different medical colleges

Medical College                 Pre-test score              Post-test score
n Mean SD p n Mean SD p

SSMC 35 27.31 5.81 33 38.46 4.64
DMC 39 27.90 4.68 ns 38 38.47 2.64 ns
PMC 32 29.19 3.68 30 38.93 4.26

SSMC- Shaheed Shuhruwardy Medical College; DMC- Dhaka Medical College; P- Private Medical College

Table-IV

Pre and post-test score of knowledge level by the speciality

Speciality                              Pre-test score                           Post-test score
n Mean SD p n Mean SD p

Gynaecology 96 28.43 4.61 <0.05 91 38.76 3.65
nsOthers 10 24.90 6.05 10 37.20 5.33

Fig.-2: Score obtained in the post-test

score in the pre-test but no significant difference was
found in post-test score. The observation included only
10 participants from other specialities.(Table: 4)

Knowledge level about Human Papiloma Virus (HPV)

by the post-graduation status of participants

One-way ANOVA test did not show any significant
difference in pre-and post-test score between the post-
graduation status of the participants. (Table:5)
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Discussion:

The successful introduction of any new vaccine depends
on many factors, including the need for broad based
support from policy makers, health care professional
and general public 7, 8.  Understanding of Health care
providers regarding HPV infection is low in developing
world. There is confusion about how HPV leads to
cervical cancer HPV testing and its integration in the
screening for cervical cancer. Wide knowledge gap is
evident in areas of HPV vaccination and its
incorporation into cervical cancer prevention program.
Therefore effective HPV education and training
programs for health care providers must be in place to
promote the acceptability of HPV Vaccination.9,10.
Moreover health care providers communication skill
also need to be upgraded to facilitate effective
discussions with vaccine recipients and their parents.

Health care providers are key audience for HPV vaccine
related communication and training. They include
persons involved in delivering HPV vaccine through
immunization services, adolescent health centres,
women’s health centre, cancer care centres, school
health programs and private pharmacies. They need to
know how and why HPV vaccine is important. Thus
Health care providers need training, education and
communication tools to facilitate effective discussions
with their parents, such as simple talking and visual aids.

In this study HPV related knowledge was not up-to-
date among health care providers. The pretest score was
28-09 out of 50. The findings of knowledge gap among
health care providers in this survey as evident in the
pretest score was consistent with the findings of other
surveys conducted in United: States: 10,11,12. However
intervention in the from of advocacy brought
improvement in the knowledge level of health care
providers. The post test score was 38.60, and there was
an improvement of 10 score from the pretest which was

Table-V

Pre and post-test score of knowledge level by the post-graduation status

Post-graduation                                  Pre-test score               Post-test score
n Mean SD p n Mean SD p

No post-graduation 36 28.61 4.67 36 37.69 3.16

Diploma 13 27.46 5.88 ns 13 38.15 2.58 ns
Postgraduates 56 28.00 4.75 51 39.39 4.43

found significant (p<0.001) within the subjects.
Significant improvement was observed in issues like
natural history of HPV, HPV persistence, association
of HPV types in cervical cancer, HPV DNA testing.
There was still  incorrect response in the posttest in
clinical application of HPV testing and HPV
vaccination. More details discussion on the issues might
clear the confusion among the participants. The
improvement in knowledge among participants on HPV
related issues in this survey clearly proves the
importance of awareness raising program in HPV
infection and vaccination.

Conclusion and Recommendation:

This study clearly  shows the knowledge gap of health
care providers on HPV related issues. To overcome
this gap large scale surveys on General Practioners,
Primary care clinicians, Obstetricians and
Gynaecologists, Pediatricians, Pathologists,
Cytologists, Microbiologists and Health care providers
from other disciplines should be conducted to identify
knowledge gaps. Interventions in the from of CMEs,
Seminars, symposium should be organized with health
care providers to provide updated informations on
HPV related issues. Moreover the health care providers
should have easy access to training curricula, clinical
decision support tools to facilitate  patients counselling
and education. The interested Health care providers
should  be offered access to expensive peer- reviewed
journals and prints downloaded from web. All these
are few options which will minimize the knowledge
gap of Health care providers on issues of HPV and
vaccine.
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Summary:

Most of the patients of psoriasis have a chronic course with

the need for continuous control of disease activity. Patients

with moderate-to-severe disease generally require

phototherapy, photo-chamotherapy or systemic agents (e.g.

cyclosporine, methotrexate, oral retinoids, fumaric acid

esters) to control their disease adequately. In general these

therapeutic modalities have proven to be highly effective in

the treatment of psoriasis. However, potentially serious toxicity

can limit their long term use. In this respect, hydroxyurea

 REVIEW ARTICLE

compares favourably with methotrexate which has a potential

for producing irreversible hepatic damage and cyclosporine

A with its potential for dose-related nephrotoxicity.

Hydroxyurea, a hydroxylated molecule of urea is commonly

used to treat chronic myelogeneous leukemia and

polycythemia vera. Recent studies suggest it as an alternative

to methotrexate in moderate-to-severe psoriasis.

Key words: Hydroxyurea, psoriasis, efficacy of hydroxyurea.

(J Bangladesh Coll Phys Surg 2011; 29: 219-226)

Role of Hydroxyurea in Psoriasis - A Review
L KHONDKERa, AM CHOUDHURYb, MOR SHAHc, M SHAHIDULLAHd, M  SHAHIDULLAHe, ARS AHMEDf

Introduction:

Psoriasis is a common, chronic, disfiguring, inflammatory
and proliferative condition of the skin, in which both
genetic and environmental influences have a critical role.
The most characteristic lesions consist of red, scaly,
sharply demarcated, indurated plaques, present
particularly over extensor surfaces and scalp.1 Psoriasis
is universal in occurrence. Epidemiological studies from

around the world have estimated the prevalence of
psoriasis to be anywhere from 0.6 to 4.8%.2 According
to another published report its prevalence in different
population varies from 0.1 to 11.8%.3

Psoriasis is a chronic skin disease that may require
lifelong intermittent treatment. Treatment usually starts
with topical measures such as local corticosteroids,
calcipotriol, dithranol/anthralin/cignolin or tar. It is
assumed that about 30 % of patients have at least
moderate disease, often requiring systemic treatment in
addition to topical treatment. Patients with moderate to
severe disease generally require phototherapy (e.g.
narrowband ultraviolet B radiation), photo
chemotherapy (oral psoralen plus ultraviolet A radiation)
or systemic agents (e.g. Cyclosporine, methotrexate, oral
retinoids, fumaric acid esters) to control their disease
adequately. In general, these therapeutic modalities have
proven to be highly effective in the treatment of psoriasis
but have potentially serious toxicities with long-term
use. There is no standard therapeutic approach for
patients with moderate to severe psoriasis, the benefits
and risks of phototherapy, photo chemotherapy and
systemic therapy must be weighed carefully for each
patient, and treatment should be individualized
accordingly.4 National Psoriasis Foundation (USA)
Benchmark Survey found that systemic therapies widely
used for psoriasis before 2003 have not fully met most
patients’ needs and less than 40 percent of psoriatic
patients are very satisfied with any of the current
therapies eg., acitretin, cyclosporine, methotrexate or
PUVA.5 As most of the new developments (biologics)
only target single steps in a complex cascade of

a. Dr. Lubna Khondker, MBBS, DDV, MCPS, FCPS Specialist
in Dermatology and Venereology, Bangabandhu Sheikh Mujib
Medical University, Shahbag, Dhaka.

b. Dr. Agha Masood Choudhury, MBBS, DDV, DD, MS. Professor
and Chairman, Dept of Dermatology and Venereology,
Bangabandhu Sheikh Mujib Medical University, Shahbag,
Dhaka.

c. Col. (Dr) Md. Obaidur Rahman Shah, MBBS, DDV, FCPS
Classified Specialist in Dermatology and Venereology,
Combined Military Hospital (CMH), Dhaka Cantt, Dhaka.

d. Dr. Md. Shahidullah, MBBS, DDV, MCPS, FCPS, FRCP,
Professor and Head, Dept of Dermatology and Venereology,
Shaheed Monsur Ali Medical College Hospital, Dhaka.

e. Major (Dr). Md Shirajul Islam Khan, MBBS, MCPS, DDV
Specialist in Dennatology and Venereology, Combined Military
Hospital (CMH), Dhaka Cantt, Dhaka.

f. Dr. Abu Reza Sayem Ahmed, MBBS, MCPS, DDV Junior
Consultant in Dermatology and Venereology Directorate
General of Health,  Mohakhali, Dhaka.

Address of Correspondence: Dr. Lubna Khondker, MBBS, DDV,
MCPS, FCPS Specialist in Dermatology and Venereology,
Bangabandhu Sheikh Mujib Medical University, Shahbag, Dhaka,
Mobile- 01552370429

Received: 23 May 2011 Accepted: 20 September 2011



inflammatory immune-mechanisms, some are only
partially sufficient. Further developments of classical
anti-psoriatics or the discovery of new indications of
non-dermatological old agents also can contribute to
the enormous number of new products.6

In dermatology, hydroxyurea is used chiefly for the
treatment of psoriasis. Efficacy has been demonstrated
in plaque, pustular and erythrodermic forms.7 In the
three largest case series of patient with psoriasis treated
with hydroxyurea, the reported satisfactory response
rates have been ranged from 45 to 80%. Since the mid
1950s, methotrexate has become the gold standard by
which other systemic psoriasis medications are
measured.8 Compared with methotrexate, it has the
virtue of being a less frequent cause of anorexia, nausea
and hepatoxicity.1

Background:

Hydroxyurea is a hydroxamic acid. It has the empirical
formula CH4N202 and is a water-soluble, colorless,
crystalline solid. Hydroxyurea was first synthesized in
Germany in the 1869s by Dressler and Stein. Its efficacy
in cancer therapy was reported in 1960. Kormeili et a1.
demonstrated the drug’s ability to induce leucopenia and
anemia in animals. Today this chemotherapeutic agent
is principally used to treat patients with chronic
myelogenous leukemia.9 The haematological side-
effects of leukopenia and megaloblastic anaemia were
noted in 1928. In 1960, retardation of growth in a
number of malignant tumours in animals was noted and
subsequent investigations established its value in the
treatment of human chronic myeloid leukaemia. The
favourable response of severe psoriasis to hydroxyurea
was first reported by Leavell and Yarbro and subsequent
reports have been made by Stein et al. and Kormeili et
al.10,11,9 Kipnis et al. suggests that hydroxyurea is an
effective long-term treatment for psoriasis that is
refractory to conventional topical therapy and that the
incidence of serious adverse effects compares
favourably with other cytotoxic drugs.12

Chemical Structure:

with peak plasma levels occurring at 1 or 2 hours. The
onset of action is fairly rapid with tissue effects noted
by 5 hours, peaked in 8 hours, and persisting for 20
hours. The half-life of the drug is 5.5 hours.13 Roenigk
and Maibach stated that after ingestion, hydroxyurea
distributes in appreciable concentrations to tissues as
well as to cerebrospinal fluid and breast milk.15 The
actual metabolism of the drug is unclear, although it
may be metabolized to aceto-hydroxamic acid. Overall,
80% of the drug is excreted by the kidneys.13

Hydroxyurea appears to have few significant drug
interaction, with the exception of co-administration with
other myelo-suppressive agents and cytarabin. Whitney
and James stated that use of such agent with hydroxurea
may lead to additive bone marrow toxicity.7 Doses range
from 1 to 1.5g/day taken in divided doses. The usual
dose is 20 to 30mg/kg daily.13

Basic concept of pathogenesis of psoriasis:

In psoriatic epidermis, keratinocytes proliferate and mature
rapidly so that terminal differentiation, normally occurring
in granular keratinocytes and then squamous corneocytes,
is incomplete. Hence, squamous keratinocytes aberrantly
retain intact nuclei (parakeratosis) and release few
extracellular lipids that normally cement adhesions of
corneocytes. Accordingly, poorly adherent stratum
corneum is formed and this results in the characteristic
scale or flakes of psoriasis lesions. The epidermis of the
mature lesion manifests markedly increased (approximately
10-fold) keratinocyte hyperproliferation extending to the
lower suprabasal layers. Epidermal mass is increased three
to five times, and there are many more mitoses observed
frequently above the basal layer. The proliferative cell
population is approximately doubled in psoriasis, whereas
the cell cycle is more than 8 times shorter (36 vs. 311 hours)
and daily production of keratinocytes in psoriatic lesions
is approximately 28 times greater than that in normal
epidermis.3

In the normal epidermis, basal keratinocytes divide
approximately every 13 days, with the majority of this
time spent in the G1 phase of the cell cycle. The
maturation and subsequent shedding of these cells takes
approximately 26 days. In contrast, the cell cycle of
hyperproliferating psoriatic keratinocytes is shortened
to approximately 1·5 days, while the maturation and
shedding occur within 4 days. About 10 percent of basal
keratinocytes are cycling in normal skin, whereas this
value rises to 100 percent in lesional psoriatic skin.
There is marked but not necessarily uniform loss of the
granular layer with overlying compaction of the stratum
corneum and parakeratosis, increased numbers of CD8+

Pharmacology of Hydroxyurea:

Hydroxyurea may be administered orally, topically, and
parentally.13,14 Hydroxyurea is well-absorbed orally
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T cells, and accumulation of neutrophils in the stratum
corneum (Munro’s micro abscesses).15

Theories to explain the relationship between the
keratinocyte abnormalities and immune activation of
psoriasis: Although the pathogenesis of psoriasis is not
completely understood, it is likely that activated T
lymphocytes and keratinocytes play a role in triggering
and/or perpetuating the disease. There are two primary
theories explaining the relationship between the
keratinocyte abnormalities and immune activation. The
first theory proposes that the primary defect arises in
keratinocytes. Under this hypothesis, the defective
epidermal keratinocytes are directly activated by
physical, chemical, or ultraviolet injury (Koebner
phenomena). These increase the synthesis and release
of cytokines and result in an antigen-independent
activation of T lymphocytes. The second theory suggests
that the psoriasis is fundamentally a disease of the
immune system and that abnormal keratinocyte
proliferation and differentiation are a consequence of
abnormal immune activity. According to this theory,
persistent T-lymphocyte stimulation can be mediated
through antigens or superantigens, or through
autoimmunity.  Keratinocyte hyperproliferation is
stimulated by cytokines released from both T
lymphocytes and keratinocytes. Previous studies have
shown that psoriasiform epidermal hyperproliferation,
perturbed keratinization, and inflammation occur in
transgenic mice by suprabasal overexpression of
integrins that are normally expressed in basal layer
keratinocytes. This finding suggests that epidermal
keratinocytes play an important role in the development
of psoriasiform tissue reactions. Keratinocytes produce
IL-6, IL-8, transforming growth factor -á (TGF-á), TGF-
b, and amphiregulin. TGF-á and amphiregulin both
stimulate hyperproliferation of keratinocytes and are,
along with TGF-b, ligands for IL-1 and epidermal
growth factor receptor (EGF-R), the expression of which
is increased in psoriasis. IL-8 stimulates proliferation
of keratinocytes and is also a chemoattractant for
neutrophils and certain cells. Supernatants of psoriatic
lesional, but not normal keratinocytes, can activate
purified CD4+ T cells, emphasizing that they are capable
of propagating skin inflammation. It is widely accepted
that keratinocytes form a major cellular constituent of
the skin immune system (SIS), in particular of the skin’s
innate immune defense. 3

Mechanism of action:

Hydroxyurea effects DNA synthesis, DNA repair, and
gene regulation. The primary mechanism of action is
through inhibition of ribonucleotide reductase, a rate-
limiting enzyme in DNA synthesis. This enzyme
catalyzes the reductive conversion of ribonucleotides
to deoxy-ribonucleotides, which are integral to DNA
synthesis. Another important feature of this drug is its
action as a radiation sensitizer. Hydroxyurea may also

Fig.-1: Generation of a T-cell response in the skin

Fig.-2: Various cell populations and their mediators

are responsible for the ‘keratinocyte response’ stage of

pathogenesis of psoriasis.
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affect gene expression directly by causing
hypomethylation of fetal hemoglobin gene leading to
fetal hemoglobin induction, normalization of psoriatic
skin by the induction of differentiation, and induction
of other genes.13 Hydroxyurea is most active in cells
with high proliferative index. It is preferentially
concentrated within leukocytes.7

Hydroxyurea profoundly influences the ribonucleotide
reductase enzyme system within the cell. This enzyme
catalyzes the conversion of ribonucleotides to
deoxyribonucleotides and consists of two separate
subunits, M1 and M2. M2 is an iron-containing
polypeptide and, unlike M1, is present in varying
cytosolic concentrations that depend on the cell cycle
phase. Enzyme activity probably depends on cellular
M2 levels. Hydroxyurea binds to the M2 protein and
inactivates it. The non-heme component is believed to
contribute. Cells in the synthesis phase of the cell cycle
are killed selectively and proportionally depending on
the concentration of hydroxyurea.14

Leavell and Yarbro suggested that hydroxyurea might
inhibit DNA polymerase; other investigators disagree.
Hydroxyurea also seems to play an inhibitory role in
pyrimidine synthesis. Authors noted that thymidine or
deoxyuridine incorporation into DNA was blocked by
hydroxyurea but that protein synthesis was unimpeded.10

Hematologic changes are prominent in patients who
receive this drug and may contribute to its alleviation
of psoriasis. Jeffry believe that the megaloblastic
changes undergone by red corpuscles influence the
course of the disease. These authors hypothesize that
conformational alterations of the cellular membrane,
prohibit the blood cell from easily traversing the
capillaries which denies the basal cell layer -the oxygen
needed, to continue in a hyperproliferative mode. 14

Stein et al. in their study of pustular psoriasis believed
that the number of circulating polymorphonuclear
leukocytes were reduced and resulted in a suppression
of pustule formation. Aberrant neutrophil chemotaxis
has been shown in patients treated with hydroxyurea. 11

The specific effects of this drug on epidermal cells have
not been well studied. Kipnis et al. administered 7 gm
of hydroxyurea to a patient with psoriasis. Subsequent
lesional biopsy specimens demonstrated damaged cells
in the epidermis with eosinophilic cytoplasm and
pyknotic nuclei.12 Kennedy et a1. have noted hydropic

degeneration of the basal layer in patients treated for
chronic myelogenous leukemia. 16 The body may have
a selective sensitivity to this drug with skin being more
sensitive than other systems. A normalization of keratin
expression in psoriatic plaques has been found in
patients who take hydroxyurea. 14

Contraindications of hydroxyurea:

Absolute contraindications are pregnancy and lactation
(Category D) and hypersensitivity to hydroxyurea.
Relative contraindication are concomitant administration
of cytarabine (ara-C), blood dyscrasias (particularly those
involving diminished counts), unreliability or emotional/
mental impairment, substance abuse, ongoing infection,
hepatic/renal/cardiopulmonary disease, psoriatic
arthropathy and unstable/fulminant psoriasis. 14

Therapeutic use in Dermatology:

US food and drug administration approved indications
are squamous cell carcinoma of the head and neck (rare
use) and metastatic melanoma and gastro-intestinal
melanoma (rare use). “Off-label” usages are severe
psoriasis, pyoderma gangrenosum, sweet syndrome,
cryoglobulenemia, scleromyxedema and  hyper-
eosenophilic syndrome, described by Whitney and
James. 14

Indication of hydroxyurea in psoriasis:

Patients unresponsive to more conventional therapy of
psoriasis (topical corticosteroids, tars, anthralin, UVB) and
patients who may not be acceptable candidates for more
extensive/toxic treatments (PUVA, methotrexate, etretinate,
cyc1osporine), suggested by Boyd and Nedlner. 14

Adverse reactions of hydroxyurea:

Hydroxyurea is usually well tolerated. One study
showed that 57% of patients who received 1.5 gm/day
of the drug experienced no adverse effects and that only
18% had side effects significant enough to necessitate
stopping the medication. Authors noted no deaths or
serious toxicity in more than 100 psoriasis patients
treated with hydroxyurea. Older patients are more prone
to have side effects. Oral administration of the drug
results in more toxic events than intravenous
administration. 14

Hematologic effect

The most common adverse effect with hydroxyurea is
myelosuppression. Mild megaloblastic changes are
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ubiquitous among patients receiving hydroxyurea and
are not a reason for discontinuance. Frank anemia
present in 12-34% of treated patients, leucopenia in 7%
and thrombocytopenia in 2-3%. Myelosuppression due
to hydroxyurea resolves rapidly on discontinuation, from
the study done by Whitney and James. 7

Gastrointestinal effects

Hepatitis with elevated bilirubin and transaminases has
been described by some investigators but not others.
Irreversible hepatic damage has not occurred and liver
biopsy specimens have not shown fibrosis. Patients may
also complain of mild to moderate nausea, vomiting,
and anorexia. 7

Renal effects

Hematuria and an elevated blood urea nitrogen value
have been reported. Layton et al. studied renal
abnormalities in patients given 40 mg/kg/day and found
instances of albuminuria, pyuria, cast formation, and
mild suppression of tubular function. Recently, kidney
failure developed in two patients who received
hydroxyurea, 0.5 to 1.5 gm/day, for polycythemia vera.
At high doses (100 mg/kg/day) a uricosuric effect is
noted.12 One long-term study of hydroxyurea
administration in psoriasis demonstrated no renal
dysfunction by Jeffrey.14

Teratogenicity

The initial report about the teratogenicity of hydroxyurea
described its use in animals. Pregnant female rats given
the drug produced malformed embryos. Other animal
models have shown numerous chromosomal
abnormalities. A subsequent article documented central
axis deformities and spina bifida. Currently,
hydroxyurea is considered to be a powerful teratogen.14

Hydroxyurea is a category D agent during pregnancy,
and use is generally avoided. There is a single report of
hydroxyurea use for polycythemia vera during
pregnancy without any apparent fetal or neonatal
complications, suggested by Whitney and James. 7

Cutaneous side effects

Hydroxyurea does not appear to produce many
cutaneous side effects. A “skin rash” was initially
reported that was severe enough to necessitate stopping
the medication. Hydroxyurea has also been suspected
of causing a fixed drug eruption, stated by Jeffrey.14

Of the important cutaneous side effects are
dermatomyositis-like eruption, a lichenoid drug

eruption, leg ulcers, photosensitivity with radiation
recall, and hyperpigmentation of the skin and nails,
suggested by Whitney and James.7  Alopecia, if it occurs
at all, is transient and only minimally severe. Additional
mucocutaneous findings include onycholysis,
onychodystrophy, palmar and plantar keratoderma, oral
ulcerations, stomatitis, palpable purpura, xerosis, and
cutaneous vasculitis. 14

Neoplastic effects

The medication has been rarely associated with the
development of acute leukemia. Non-melanoma skin
cancers, including basal cell carcinoma and squamous
cell carcinoma have also been reported by Perlis et al. 13

Safety and monitoring for use of hydroxyurea:

Initial evaluation: Careful history and physical
examination, identification of proper patient
characteristics and risk factors and survey for interacting
medication (Cytarabine).

Baseline laboratories: CBC with differential and
platelets, basic serum chemistry profile, urinalysis, renal
function testing (Creatinine or blood urea nitrogen)

Ongoing laboratory monitoring: Complete Blood Cell
(CBC) with differential and platelets, perform weekly
initially, then transition to biweekly or monthly after
one month, perform testing with dose escalation,
decrease/discontinue if hemoglobin decreases by 3g/
dl, white blood count < 4000/mm3, or platelets <
100,000/mm3, Serum chemistry and urinalysis, perform
monthly initially, then transition to every 3-6 months if
stable, perform testing with dose escalation described
by Whitney and James. 7

Fig.-3: A female patient of psoriasis with a well

circumscribed erythematous plaque and silvery scale

around the umbilicus.
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Role of hydroxyurea in psoriasis:

In 1970 Leavell and Yarbro published the first double-
blind study on the use of hydroxyurea to treat psoriasis.
The authors noted improvement both clinically and
histologically in 9 of 10 patients. Several smaller studies
soon followed and showed favorable results.10 The first
report of a larger number of patients came in 1973 when
Kevin published their paper on 60 psoriasis patients
given hydroxyurea intermittently for 18 months.  These
patients were treated with 1to 1.5 gm daily. The
investigators noted good to excellent results in 63%.
Seventeen percent noted a poor response. 17 A follow-
up report 3 years later by Jeffrey described similar results
in a total of 92 patients.14

Kipnis et al. treated 85 therapy-resistant psoriasis
patients starting at 1.5 gm/day. A 61% rate of
“satisfactory remission” was noted.12  Jeffrey combined
the use of hydroxyurea and methotrexate in 14 patients
with severe psoriasis and noted an “adequate response”
in 13 patients. Topical hydroxyurea has also been
investigated. Plaque psoriasis responded to the
application of a 10% cream but only with continuous
occlusion. The authors concluded that a topical
formulation of this drug was of little value.14

Certain types of psoriasis may respond better than
others. Most studies have concentrated on the plaque
form of the disease. Stein et a1. treated four patients
with pustular psoriasis with 1 to 2 gm/day and noted
good clearing in all. 11  Leavell and Yarbro also described
two patients with generalized pustular psoriasis who
responded impressively to administration of
hydroxyurea.10 Other investigators, have not found the
drug to benefit pustular disease.  Authors treated 13
patients with pustulosis palmaris et plantaris without
improvement. Psoriatic erythroderma and guttate
psoriasis have responded to hydroxyurea.14

Kumar et al. treated 31 patients with 1-1.5g/day with
a median duration of 36 weeks. A 74.2% patient
showed at least adequate response (35-70% fall in
PASI), 55% patient showed good response (70-90%
fall in PASI) and complete or almost complete
clearance (>90% fall in PASI) was achieved in 26%.
Twenty-five patients followed up for a mean duration
of 36.1+/- 13.8 week (range 4-120 weeks) after
stopping treatment. Of the 18 responder on regular
follow up 50% relapsed at mean follow up duration of

Fig.-4: A male patients of psoriasis with multiple

erythematous plaques and papules, along with silvery

scale in trunk and upper extremities.

Fig.-5: A male patients of psoriasis with multiple

erythematous plaques and  papules, along with silvery

scale in upper extremities.

Fig.-6: A male patients of psoriasis with multiple

erythematous plaques and papules, along with silvery

scale in lower extremities.
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16+/- 8.4 weeks. The others continue to be in remission
and are on regular follow up. 18

Sharma et al. treated 34 patients with 1-1.5g/day over
16 months. Good to excellent response (excellent, >75-
95% clearance; good, >50-75% clearance) was observed
in 73.5%, less than 50% response in 20.6% patients.
Therapy was discontinued in 3 patients due to
leucopenia that recovered on discontinuation of
hydroxyurea. Patients were followed up to 1 year and
relapse was observed in 5 patients. The duration of
remission varies from 6 months to 1 year.19

Ranjan et al. done a comparative study of 2 groups of
15 patients with weekly doses of methotrexate (15-
20mg/week) or hydroxyurea (3-4.5g/week) for 12
weeks. A 66.66% patient in the methotrexate group
achieved > 75% reduction in the PASI score, while in
the hydroxyurea group only 13.33% patients showed
similar results, signifying that methotrexate leads to a
faster clearance of the disease. The methotrexate related
side effects, however, were also higher. 20

An evaluation of the efficacy of hydroxyurea is difficult
because various investigators have used different doses
for varying time intervals and evaluated their patients
by different criteria. Overall, a favorable outcome has
been reported in 45% to 63% of treated patients and
excellent results in 18% to 38%. Fifteen to twenty
percent have had a poor result. Not all investigators have
found hydroxyurea to be of benefit. Feldman reported
that only 13 of 86 patients (15%) originally started with
the drug were able to use it for long-term maintenance
therapy. Thirty-four patients (40%) subsequently
relapsed, 29 (34%) were treatment failures, and 10
(11%) discontinued the drug because of side effects. 21

Hydroxyurea does not appear to improve significantly
the natural course of psoriasis. However, McDonald
found that 20% to 30% of his hydroxyurea-treated
psoriasis patients experienced a longterm remission of
their disease. Other authors have found that none did.13

Kormeli and Leavell and Yarbro in their early studies
found no patients experienced are bound flare when the
drug was stopped but both study populations were small.
9,10 Kevin in his analysis of 92 patients found an
incidence of 5%. It had been thought that patients who
failed to respond to methotrexate or PUVA would be
unlikely to benefit from hydroxyurea but this notion has
since been refuted for both systemically and topically

recalcitrant disease. An occasional adverse effect on
psoriasis has been reported.17 Most studies have shown
the maximum effect of hydroxyurea to occur 4 to 8
weeks after treatment was begun, although in pustular
psoriasis an earlier response is possible. 14

Conclusion:

The efficacy and safety of hydroxyurea is equal to better
than methotrexate, it can be used as a monotherapy or
as an effective pair or in combination therapy or
rotational therapy. Bangladesh is a developing country
and majority of the people are in low socioeconomic
condition. Hydroxyurea is relatively inexpensive,
contraindications are few and it is relatively less toxic
and easily available in Bangladesh. The potential toxic
effects of long term use of the classic anti-psoriatics,
long continuous therapy, higher cost and low socio-
economic conditions of patients justify the use of
hydroxyurea in Bangladesh.
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Summary

Pseudohypoparathyroidism (PHP) is a rare hereditary

disorder having the prevalence of 3.4 per million. It is

characterized by symptoms and signs of

hypoparathyroidism, typically in association with distinctive

skeletal and developmental defects. The features of

hypoparathyroidism are due to tissue resistance to the effect

of parathyroid hormone (PTH). We will describe a 32-year-

old woman who had recurrent convulsion for 16 years,

infertility, cataract, psychosis, candidiasis and typical

features of Albright’s hereditary osteodystrophy (AHO),

which include a round face, short neck, short stature and

brachydactyly. Laboratory investigations showed

hypocalcemia, hyperphosphatemia with high PTH level.

Computed tomography scan of head revealed wide spread
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 CASE REPORTS

calcification in basal ganglia and cerebral hemispheres. X

ray of left foot showed short left 4th metatarsal bone. The

patient was diagnosed as a case of PHP on the basis of

somatic features of AHO with typical biochemical

abnormalities and uncontrolled convulsion with combined

antiepileptic drugs for 16 years. The unusual features in our

case are long delay in clinical diagnosis and absence of family

history. She was treated with calcium salt and vitamin D.

With this treatment patient’s condition was improved and she

experiences no attack of convulsion and carpal spasm.

Anticonvulsants were withdrawn gradually. We recommend

that hypocalcaemia should be excluded before commencing

anticonvulsant therapy in all epileptic patients and those

patients whose seizures are refractory to anticonvulsant drugs.

(J Bangladesh Coll Phys Surg 2011; 29: 227-230)

Pseudohypoparathyroidism: A Case Report of a Rare

Disease with Uncommon Presentation Producing

Diagnostic Dilemma
MZ UDDINa, MAR HOWLADERb, MR AMINb, MG MORSHEDc

Introduction:

Pseudohypoparathyroidism (PHP) is a hereditary
disorder characterized by symptoms and signs of
hypoparathyroidism, typically in association with
distinctive skeletal and developmental defects. The
features of hypoparathyroidism are due to resistance to
the tissue response to parathyroid hormone (PTH)1. In
1942, Albright and his co-workers first described this
condition resembling hypoparathyroidism,
hypocalcaemia and hyperphosphataemia, are found
together with various somatic abnormalities2. The

disorder is usually considered to be inherited as a sex-
linked dominant trait and the diagnosis is made in the
typical patient at the age of 5-10 years3. This is a rare
disorder having the prevalence of 3.4 per million4.
Hypocalcaemic convulsions may be the major practical
problem for the patient. In this case report we describe
a 32-year-old woman who has recurrent convulsion,
tetanic spasm of hands, infertility, cataract, psychosis,
candidiasis and typical features of Albright’s hereditary
osteodystrophy (AHO), which include a round face,
short neck, short stature and brachydactyly.

Case Report:

A 32-year-old woman got admitted to Dhaka Medical
College Hospital in October 2009 with the complaints
of repeated attack of generalized tonic clonic seizure
for 16 years, occasional cramping pain and tingling
sensation of both hands and feet for 10 years, gradual
dimness of vision for 5 years and occasional carpal
spasm of both hands for 3 weeks.

Her convulsion started at the age of sixteen years which
was generalized tonic clonic type associated with tongue
bite and involuntary voiding but not preceded by



headache, aura or visual disturbance. She consulted
many physicians for several times and diagnosed as a
case of epilepsy and treated initially with
carbamazepine. As there was no improvement,
phenobarbitone was added. Despite combination
therapy and increment of the dosages of the
anticonvulsant drugs her condition was not improved
rather deteriorated.

At the age of 26 years, she developed occasional
cramping pain and tingling sensation of both hands and
feet. Considering patient’s new symptoms, she was
diagnosed as a case of carpal tunnel syndrome in 2002
and was treated surgically but there was no
improvement. For the last 5 years she had complained
of gradual dimness of vision and diagnosed as a case of
bilateral cataract. Later surgical correction with
intraocular lens implantation of left eye was done on
2006 with the plan of surgery for the other eye. One
year back she developed frank psychosis for a brief
period of time and treated accordingly. She developed
carpal spasm with the aggravation of her previous
symptoms like convulsion, cramping pain & tingling
sensation of both hands & feet following vomiting and
diarrhea for last 3 weeks. She was oligomenauric and
infertile though she is married for 12 years.

On examination she was of short stature, being only 4´
6´´ and was depressed. She had rounded face, short neck
(Fig-1), onychomycosis, and oral candidiasis. There was
excessive pigmentation around pressure areas.

Laboratory studies (Table-I) revealed hypocalcemia (1.4
mmol/l) and hyperphosphatemia (2.3 mmol/l) with
normal serum albumin (42 g/l) and magnesium
(0.78mmol/l) level. The parathyroid hormone (PTH)
level was 7.3 pmol/l which was higher than normal. The
thyroid function was normal. Her ultrasound of lower
abdomen detected no abnormality. Semen analysis of
her husband was normal.

X-ray of the left foot (Fig-3) showed short 4th
metatarsal. CT scan of head (Fig-4) showed widespread
calcification in basal ganglia and cerebral hemispheres.
An electroencephalogram (EEG) revealed presence of
sharp and slow waves suggestive of seizure disorder.

Table-I

Bio-chemical parameters

Bio-chemical parameters Patient’s level Reference value5

S. calcium 1.4 mmol/l 2.12-2.62 mmol/l

S. inorganic phosphate 2.3 mmol/l 0.8-1.4 mmol/l

S. magnesium 0.78 mmol/l 0.75-1.0mmol

S. albumin 42 g/l 35-50 g/l

S.PTH 7.3 pmol/l 1.0-6.5 pmol/l

TSH 2.4 mU/L 0.15-3.5 mU/L
Fig.-1: the patient showing short stature, short neck &

rounded face.

Fig.-2: Showing short left 4th toe, onychomycosis, hyper

pigmented & hyperkeratotic lesion over the dorsum of

the foot.

Chvostek’s and Trousseau’s signs were positive. She
had papilloedema in the left eye and cataract in the right
eye. The hands and feet were stubby and her left 4th toe
was found short (Fig- 2).
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Her clinical features, biochemical parameters and
imaging study were consistent with the diagnosis of
pseudohypoparathyroidism. She was put on calcium
salts and vitamin D tablets. The anticonvulsants were
gradually withdrawn and after correction of
hypocalcemia, the convulsions ceases and for the last
six months she had no such attack.

Discussion:

Pseudohypoparathyroidism (PHP) is a rare hereditary
disorder characterized by symptoms and signs of
hypoparathyroidism, typically in association with
distinctive skeletal and developmental defects. In our
case the combination of the various somatic,
biochemical and radiological abnormalities suggested
the diagnosis of pseudohypoparathyroidism, despite the
apparent absence of family history 6. The finding of a

raised plasma parathormone level in the presence of
hypocalcaemia indicated active parathyroid glandular
activity as is found in Pseudohypoparathyroidism.

Pseudopseudohypoparathyroidism differs from
pseudohypoparathyroidism in patient with similar
clinical features in whom serum calcium and PTH
concentrations are normal. In fact they are considered
as two forms of the same syndrome to which the name
of Albright’s Hereditary Osteodystrophy is applied7.

True or idiopathic hypoparathyroidism seems unlikely
because of the patient habitus and calcification of the
basal ganglia which is not a features of idiopathic
hypoparathyroidism8.

Mechanism of development of calcification is unknown.
Cerebral calcification would be caused by the
concurrence of a systemic factor, a disturbance in
calcium/ phosphate metabolism, and local factors such
as previous inflammatory processes or anoxia or a
vascular component9. Albright thought that it could be
due to plasma super saturation with phosphorus10.

Certainly it is noteworthy that the patient was not
diagnosed until the age of 32 years. Although the
condition is rare, a young patient with cataract associated
with recurrent epileptic fit should lead the clinician to
suspect the possiblity of a hypocalcaemic state3.

This patient was on anticonvulsant therapy for many
years without any improvement. Paradoxically, her
seizures increased gradually even after combination of
anticonvulsant drugs. It virtually excluded epilepsy as
there is no improvement of seizures even after
combination anticonvulsant therapy. Recently it has been
demonstrated that long-term anticonvulsant therapy,
particularly when more than one drug is used, can
precipitate hypocalcaemia11.

Almost all patients with hypoparathyroidism or
pseudohypoparathyroidism can be effectively treated
with calcium and vitamin D analogue and patients with
PHP require lower doses than patients with true
hypoparathyroidism. In this case report once correction
of her hypocalcaemia was achieved with calcium salt
and vitamin D therapy, she had no further convulsions
and her anticonvulsant therapy was withdrawn gradually.

Conclusion:

The elevated serum concentration of PTH in a patient
with chronic hypocalcemia, hyperphosphatemia, and

Fig.- 3: X-ray left foot showing short 4th metatarsal

Fig.-4: CT scan of head showing widespread

calcification in basal ganglia & cerebral hemispheres.
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normal renal function exclude hypoparathyroidism and
suggestive of pseudohypoparathyroidism. Often a
definitive diagnosis requires examination of radiographs
of the hands and feet. The careful history and physical
examination made possible the diagnosis of this rare
and unusual case. From this case report we recommend
that hypocalcaemia should be excluded before
commencing anticonvulsant therapy in an epileptic
patient and those patients whose seizures are becoming
more frequent despite an increase in anticonvulsant
drugs.
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Summary:

Autoimmune pancreatitis is a type of chronic pancreatitis

characterized by an autoimmune inflammatory process in

which prominent lymphocyte infiltration with associated

fibrosis of the pancreas causes organ dysfunction.

Clinically it is very important to be aware of autoimmune

pancreatitis because autoimmune chronic pancreatitis (AIP)

can clinically disguise as pancreaticobiliary malignancies,

ordinary chronic or acute pancreatitis. 1 Here we report a

case of autoimmune pancreatitis presented with obstructive

jaundice with initial diagnosis of carcinoma of head of the

pancreas.

(J Bangladesh Coll Phys Surg 2011; 29: 231-234)

Autoimmune Pancreatitis Presenting as

Obstruction Jaundice
MA RAHMANa, IK DATTAb, R BHUYIANc, TM BHUIYANd, MM KABIRe, MN HAQUEf,

MG AZAMg, MA MAMOONh, MN MOHSINi

to describe the form of chronic pancreatitis that is
associated with autoimmune manifestations revealed on
laboratory, histologic and clinical testing.2 Autoimmune
pancreatitis is rare.

Autoimmune pancreatitis is associated with
hypergammaglobulinemia, histologic evidence of
lymphoplasmacytic infiltration, coexistence of other
autoimmune diseases and favorable response to steroid
therapy, which are clinical evidence of autoimmunity.
Autoantibodies against lactoferrin and carbonic
anhydrase II have been identified as potential serologic
markers of AIP.3,4 Patients with AIP present with a wide
variety of symptoms- eg. obstructive jaundice and
abdominal pain. Most symptoms associated with AIP
are responsive to corticosteroid therapy. Occasionally
patients present with symptoms related to
extrapancreatic organ involvement. The Japan Pancreas
society has proposed a diagnostic criteria that contains
three items:(1) radiologic imaging, diffuse swelling of
pancreas and segmental or diffuse irregular narrowing
of the main pancreatic duct; (2) laboratory data, elevated
IgG4 or detection of autoantibodies and (3)
histopathologic examination, lymphoplasmacytic
infiltration and fibrosis in the pancreas.5 For the
diagnosis of AIP, all of the criteria should be present or
criterion 1 together with either criterion 2 or 3.

Case Report:

Mr. Hannan, a 56 years old diabetic, normotensive, non
alcoholic, married businessman from Siddhirgonj,
Dhaka presented with epigastric pain for 4 months which
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Introduction:

The term autoimmune pancreatitis was introduced by
Yoshida et al. in 1995



was deep, boring in nature with radiation to back,
associated with nausea and vomiting. Pain usually
worsened after meal and eased by leaning forward and
taking analgesics. He also developed progressive
jaundice with generalized itching for 2 months. His stool
was pale. He had no history of fever, arthralgia, bleeding
per rectum or vomiting of blood. He was diabetic for 6
months and on insulin. He is ex- smoker.

On examination he was mildly anaemic, moderately
icteric. Scratch marks was present over different parts
of body. Temperatre- 98oF, Pulse: 80/min, BP: 120/70
mmHg, Respiratory rate: 14/min. Abdomen examination
revealed tenderness over epigastrium with no
organomegaly and no other palpable lump. Other system
examination revealed no abnormality.  Liver function
test was cholestatic in nature (serum bilirubin 6.7mg/
dl, SGPT 235 U/ml, SGOT 126 U/ml, Serum Alkaline
Phosphatase 823 U/ml, serum total protien   72gm /L,
Albumin 41 gm/L.). Viral screen for hepatitis was
negative (HBs Ag, Anti HEV IgM, Anti HCV). USG of
whole abdomen showed that inhomogenous echotexture
in head region of pancreas with mildly dilated common
bile duct (CBD) and mildly distended Gall bladder;
suggestive of Ca head of   pancreas Pancreatitis. CT
scan of upper abdomen showed large homogenous
exophytic mass lesion measuring 3.9x3.5 cm seen in
the head of pancreas with mild prominence of pancreatic
duct.  Small sized (up to 2.1cm) lymph node seen in the
periportal region suggesting regional lymphadenopathy.
CT diagnosis was possible neoplasm of head of pancreas
with infiltration to distal CBD and regional
lymphadenopathy. With the working diagnosis of Ca
head of pancreas ERCP was done. ERCP diagnosis was
carcinoma of head of pancreas involving lower common
bile duct. So endoprosthesis was implanted to
decompress billiary tree. Patient responded well. His
bilirubin came down to normal. Itching was less. Then
for further evaluation CT guided FNAC of pancreatic
head lesion was done and it revealed moderate cellular
material containing pancreatic acinar cells, duodenal
mucosal epithelium, a few polymorphs, lymphocytes and
histiocytes in the background of blood.  No malignant
cells or granuloma seen.

He went to Tata Memorial Hospital, Mumbai, India where
he was evaluated. Endosonography was done and head
of the pancreas showed heterogenous echo texture. No
definite hypo echoic lesion seen in the head region. Body

Fig: Endosonography showing heterogenous head of

the pancreas, stent in CBD and heterogenous lymph

node in suprapancreatic region.

and tail of pancreas showed similar echogenicity. CBD
showed uniformly thick wall. Several heterogenous lymph
nodes were seen in the supra pancreatic region. The
aetiology was likely to be inflammatory. EUS guided
cytology: FNA from pancreatic mass showed that
scattered honeycomb fragments and clusters of ductal
cells exhibiting mild  nuclear atypia were noted. The
background showed scattered lymphocytes, bare nuclei
and stromal fragments.  No malignant cells observed.
FNA from peripancreatic lymph nodes: the smears
revealed stromal fragments, lymphohistiocytic clusters
against a haemorrhagic background,also noted scattered
mature and transformed lymphocytes along with benign
granular cells.

Serum immunoglobulin G ( IgG): 970 mg/dl (Ref 600-
1500 mg/dl )

Serum immunoglobulin G4 (IgG4): 5.69 gm/l (Ref 0.03-
2.0 gm/l)

He was readmitted in our department with abdominal
pain of previous type, loss of appetite, generalized
weakness and weight loss. This time he was mildly
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anaemic otherwise normal general and systemic
examination findings. SGPT 84 U/ml,  SGOT 83 U/ml,
ALK  314 U/ml  S. Bilirubin 1.0 mg/dl.  S. amylase  25
u/l, S. Lipase  28 u/l.

Total Cholesterol  298 gm/l, Triglyceride 198 gm/l.
Fasting blood sugar 7.2 mmol/l, ABF 11.6 mmol/l. Along
with premix insulin injection we started empiric
treatment with tab. prednisolone 40mg daily after meal
for initial 1 week followed by tapering of doses by 5mg/
week.  Follow up visit after 3 weeks patient was
asymptomatic.  Hb% 12.9gm /dl, total WBC count
14500/cmm,  Neutrophil  80%   Lymphocyte15%    ESR
20 mm in 1st hour.   SGPT- 70 U/l, Alkaline Phosphatase-
247 U/l, and Blood sugar was controlled. He is now on
regular follow up. He has no symptoms. He is getting
Tab. Prednisolone 5 mg daily as maintenance dose.

Discussion:

Autoimmune pancreatitis present with multiple
symptoms, but severe abdominal pain or acute
pancreatitis is unusual. In a large series, 63% of patients
had jaundice and 35% of patients had abdominal pain.6

Patients rarely complained of typical severe abdominal
pain of pancreatitis, and the major presenting symptom
of many patients (65%) was painless jaundice. Other
symptoms of AIP included nonspecific mild abdominal
pain (35%) and weight loss (35%). Diabetes mellitus is
often noticed in AIP with reports ranging from 42%-
76%. 7,8. Our patient presented with epigastric pain
having characteristics of pancreatitis and progressive
jaundice with generalized itching consistent with
obstructive type.

The classic appearance of the pancreas on abdominal
CT in patients with diffuse pancreatic involvement is
sausage-shaped enlargement with homogeneous
attenuation, moderate enhancement, and the peripheral
rim of a hypo attenuation “halo”. In long-standing
autoimmune pancreatitis, involution of the pancreatic
tail is almost always evident. Mild enlargement of the
regional lymph nodes is also common. Focal pancreatic
involvement is encountered more often in the head of
the pancreas and typically appears as a low-attenuation
or an isoattenuation mass. Therefore, the differential
diagnosis of the focal form of autoimmune pancreatitis
rather than pancreatic carcinoma can be very difficult
on the basis of CT imaging only. In our case we initially
diagnosed him as Carcinoma of head of páncreas and
underwent ERCP and stenting. But CT guided FNAC

excluded malignancy. EUS guided FNA from pancreatic
mass and peripancreatic lymph nodes again excluded
malignancy, rather it showed: Lymphohistiocytic clusters
and scattered mature and transformed lymphocytes, the
etiology was likely to be inflammatory.

According to the literature, IgG elevation or
hypergmmaglobulinemia has been reported in 37-76%
of the patients in AIP. IgG4, a subtype of IgG, levels
have been reported to be able to distinguish AIP from
other pancreatic disorders with a high sensitivity (95%)
and specificity (97%).9 In our patient also IgG4 level
was high.

In addition  to the Japan Pancreas society another
diagnostic criteria has been proposed by an Italian group:
(1) histology and cytology, (2) the association with other
postulated autoimmune diseases, and (3) the response to
steroid therapy.5  Once a diagnosis of autoimmune
pancreatitis has been made a treatment course with
corticosteroids should be considered. Although the
dramatic response to steroid is a well-known phenomenon
in AIP, a detailed steroid schedule has not been fully
established at the present time. The initial dose of
corticosteroids (prednisone) should be 40 mg daily for 1
week, followed by a taper of dose by 5 mg per week.9,10

During the first 2 to 4 weeks of therapy, CT should be
used to monitor the response.11,12Laboratory
abnormalities (such as elevated IgG4 levels,
hypergammaglobulinemia, and presence of
autoantibodies) may also show improvement with
corticosteroid therapy. Extrahepatic biliary obstruction
has also proved to be responsive to corticosteroid therapy.
13A poor response to corticosteroids should raise the
question of pancreatic cancer or other forms of chronic
pancreatitis. Although the vast majority of patients with
autoimmune pancreatitis will readily respond to
corticosteroids within a few weeks, a small subgroup may
require maintenance therapy with prednisone at a dose
of 5 to 10 mg per day.14 The role of immunosuppressive
agents has not been defined. On the basis of EUS guided
FNA report which was in favour of inflammatory in nature
and negative for malignancy and elevated IgG4 levels of
serum; we diagnosed the patient as autoimmune
pancreatitis.

Conclusion:

AIP is an immune-based systemic disease that should
be diagnosed on the basis of imaging, histologic and
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serologic criteria. Its diagnosis is important, since AIP
can mimic pancreatic cancer (as a pancreatic mass
obstructing pancreatic–biliary duct) and respond so
readily to corticosteroid therapy (CST). More use of
pancreatic biopsy will aid in the diagnosis of AIP and
provide a secure basis for the treatment with CST .The
failure to differentiate AIP from malignancy may lead
to unnecessary pancreatic resection for a benign disease
which responds well to medical therapy
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Summary:

Bilateral adrenal masses caused by histoplasmosis is a rare

condition. To our knowledge this is the first case report of

bilateral adrenal enlargement by histoplasmosis in

Bangladesh.

We report a case of 75 years old man who presented with

low grade fever, night sweating, anorexia and progressive

weight loss for 9 months prior to admission in Square

Hospital. Clinical profile was unremarkable apart from low

grade fever (with maximum temperature recorded up to

101ºF) and low blood pressure with significant postural

drop. Plasma cortisol (morning and evening) and glucose

were normal but short ACTH stimulation test revealed low

plasma cortisol response. Abdominal ultrasound gave a

definite clue of left adrenal mass which was later found as

bilateral adrenal masses of significant size by abdominal

CT scan.

Initially Gomori’s Methenamine Silver (GMS) stain of CT

guided FNAC of the left adrenal mass showed small budding

yeast morphologically consistent with histoplasmosis. A

second CT guided FNAC of both adrenal masses also

showed similar findings which was finally confirmed by

fungus culture as Histoplasma capsulatum. The patient was

then treated with injection amphotericin-B followed by oral

itraconazole and fludrocortisone and he responded well.

Key words: Immunocompetent elderly man, bilateral

adrenal masses, CT-guided FNAC, Histoplasma

capsulatum, Histoplasmosis, Partial adrenal insufficiency.

(J Bangladesh Coll Phys Surg 2011; 29: 235-240)

Introduction:

Histoplasmosis is a fungal disease that is endemic in
USA, Central Africa and South of Sahara and sporadic
in Africa and Far East1-4. Human cases are rare outside
endemic areas. The true prevalence of histoplasmosis
in South East Asia is not known and pockets of
endemicity probably exist throughout the region.

 The disease is caused by Histoplasma capsulatum which
has two forms: spore (saprophytic) and yeast (infective)
form. In humans, spores usually enter into the body
through inhalation via lungs where it germinates into
yeast form and rarely through inoculation (skin) and
sometimes by some unknown routes. The spores are
found in contaminated soil and their growth is facilitated
by excreta of birds and bats e.g. bat guano 3, 4.
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In most (99%) cases the infected persons show no overt
manifestation. However immunosuppressed persons and
persons with extremes of ages may develop acute or
chronic pulmonary infection or disseminated form of
the disease 3, 4, 5. Chronic disseminated histoplasmosis
rarely occurs in normal (immunocompetent) adults.
Recurrent illness interspersed between asymptomatic
periods ranging from several years up to two decades
may be seen in some patients cell immunity plays the
predominant role in recovery from histoplasmosis 6, 7.
Diagnosis of disseminated histoplasmosis depends on
a high index of suspicion, recognition of the common
mode of presentation, histopathological examination and
microbiological confirmation by obtaining samples such
as sputum, bronchoalveolar lavage, blood, bone marrow
or any other suspected tissue.

Case Report:

A 75 year old Bangladeshi male, farmer of middle class
family hailed from Gopalgonj district previously in good
health was admitted in Square Hospitals Limited, Dhaka,
on 5th October 2009 with 9 months history of anorexia,
progressive weight loss and irregular low grade evening
fever with chills which subsided with mild sweating.
He had no previous history of tuberculosis,
histoplasmosis or travel abroad. Prior to admission here
he was admitted in several hospitals of Dhaka city
without any improvement. He received antibiotic
therapy without success.

On examination he was ill-looking, mildly pale and
emaciated with weight of 50 kg. There was no peripheral
lymphadenopathy. He was having postural hypotension
(basal lying pressure was 100/62 mmHg while standing
pressure was 70/55 mmHg) with pulse 100/min. Fever
pattern was irregular with maximum temperature
recorded up to 101ºF in the evening. Cardiac and
pulmonary examinations were normal. Abdominal and
neurological examinations also revealed no abnormality.

Fig.-1 (Axial View): Contrast CT Abdomen showing –

bilateral adrenal masses.

Fig.-2  (Coronal View): Contrast CT Abdomen showing

– bilateral adrenal masses.

Laboratory investigations showed normal serum cortisol
levels in the morning (14 µg/dl) and evening (11.9 µg/
dl) with normal serum potassium 4.1 mmol/L and serum
CRP 24.2 mg/L. Serology for HIV was negative. There
was no lymphopenia. Mantoux test was negative (02
mm size) and the chest X-ray was normal. However,
there was mild elevation of ESR (41 mm in first hour).
Abdominal ultrasonography revealed a left adrenal mass
(Size 7.21 X 4.18 cm). CT scan of both kidneys and
supra-renal glands with I/V contrast showed  bilateral,
almost symmetrical heterogeneous well defined adrenal
masses [ Left adrenal mass approx. 68 mm (CC) X 61
mm (AP) X 48 mm (TR), right adrenal mass approx. 64
mm (CC) X 61 mm ( AP) X 34 mm (TR) ] consistent
with likelihood of tuberculosis or metastasis as shown
in figure 2 & 3. CT guided FNAC of the left adrenal
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mass was done and sent for histopathological
examination. GMS stain showed yeast like bodies extra-
cellularly as well as within macrophages along with
necrotic materials containing numerous neutrophils and
macrophages as shown in figure 6. Morphologically
these features were consistent with adrenal abscess with
histoplasmosis. Repeat CT guided aspiration biopsy of
both adrenal masses from posterior approach using a
LP needle ( size 23) was performed. GMS stain of the
both adrenal aspirates again showed the same findings
and fungus culture of the specimen confirmed diagnosis
of Histoplasma capsulatum as shown in figure 7. Short
ACTH stimulation test was also done. On the day of
test, morning plasma cortisol was 9.9 µg/dl ( normal
4.2 to 38.4µg/dl) and  morning plasma ACTH level was
34.60 pg/ml (normal 8.3 to 57.8 pg/ml).  After Injection
ACTH 250 µgm I/M,  plasma cortisol increased to 12.2
µg/dl at the end of 45 minutes.

80 mm of Hg and pulse 48 / minute) , edema in lower
limbs and hypokalemia ( 2.8 mmol/L).  All relevant
laboratory investigations were normal except serum
potassium (2.8 mmol/L), CRP (13.1mg /L), ESR(44mm
in first hour) and Hb (11gm %). During this  follow up,
dose of Fludrocortisone was reduced by 0.05mg every
alternate day but other treatment was kept same .During
his last  follow up (27 th Week) he was totally
asymptomatic with normalization of blood pressure (
120/80 mmHg), serum potassium ( 4.5mmol/L) and
disappearance of peripheral oedema.

Discussion :

Disseminated histoplasmosis is a rare and potentially
fatal disease caused by dimorphic soil fungus
Histoplasma capsulatum 8 .  This fungus has a particular
predilection for adrenal cortex causing adrenal
enlargement .It is more common in male with male to
female ratio of 3-10:1.  Due to its non-specific
presentation, disseminated histoplasmosis usually
creates diagnostic dilemma to the clinicians.  The
common clinical features  include fever, weight loss,
anorexia and malaise. In endemic countries useful clues
in the diagnosis of disseminated histoplasmosis are one
or more of following features : unilateral or bilateral
adrenal enlargement in USG / CT scan , postural
hypotension, electrolyte abnormalities , hypoglycaemia
.But in country like ours, we should think of more
common diseases such as tuberculosis, secondary
metastasis or sarcoidosis before considering
disseminated histoplasmosis 9. This patient presented
with long duration of fever, night sweat, weight loss,

Fig.-3: Histoplasma-Gomori’s Methenamine Silver

(GMS) Stain x 100

The patient was treated initially with 5 days course of
amphotericin-B  I/V infusion daily followed by oral
itraconazole 200mg three times daily after food for three
days and thereafter 100 mg twice daily to be continued
for one year. In addition, he was given oral
fludrocortisone 0.1mg once daily for persistent low BP
with significant postural drop. He was discharged from
hospital on 19th October 2009 while he was improving.
He came for follow up in medical OPD on 10th , 24th

and  27th week of treatment. During follow up at 24th

week , he was found free from all of the previous
symptoms  but with a few new problems. These were
systolic hypertension without postural drop ( BP 160/

Fig.-4: Growth of Histoplasma capsulatum in

Sabouraud’s Agar media
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anorexia, along with low blood pressure  ( 100/62 mm
of Hg) with significant postural drop, which suggests
involvement of both adrenal glands. However , we got
definite evidence of adrenal involvement  by abdominal
USG and  CT scan suggesting either of metastatic
malignancy, chronic disseminated tuberculosis or deep
mycosis at this age10.

On ultrasound ,adrenal masses are usually hypoechoic
( as seen in this case) and can be homogenous or
heterogenous in texture with characteristic feature of
maintenance of triangular shape 11,12. The most definite
way to get the  final diagnosis is to perform  CT or
Ultrasound guided FNAC or open biopsy of the adrenal
mass 13,14 and send for histopathological and
microbiological examinations. We did FNAC for our
diagnosis and found histoplasmosis in both the adrenal
masses. So this is a case of chronic disseminated
histoplasmosis with bilateral adrenal masses 13-16.  It
has been observed  in several studies that adrenal
involvement in the disseminated form is relatively
common in HIV-negative patients than in HIV-positive
ones. Moreover Kumar et al described 9 cases of
adrenal histoplasmosis in India; all of them were HIV-
negative 17-19.

As the basal morning and evening plasma cortisol  were
normal, we performed short ACTH stimulation test to
see stimulated plasma cortisol response .It  revealed
partial glucocorticoid  deficiency because  ACTH
stimulation  did not increase plasma cortisol  >18 µg/dl
(i.e., low ACTH stimulated cortisol response) 13,20. In
normal adrenal functional state , plasma cortisol is
increased to >18 µg/dl  at or after 45 minutes following
intramuscular injection ACTH . In clinically overt case,
morning plasma cortisol should be below 3 µg/dl. On
the contrary if morning plasma cortisol is 18 µg/dl or
more and  then it virtually excludes Addison’s disease
.Normal plasma ACTH level indicates normal anterior
pituitary .The other main component of adrenal cortex
is mineralocorticoid which was insufficient in our patient
as evident by significant postural drop of blood pressure
. This was corrected with fludrocortisone therapy. We
can conclude that so far adrenal function is concerned,
this patient had partial glucocorticoid and full
mineralocorticoid deficiency. Involvement of adrenal
gland is common (80—90%) in  chronic disseminated
histoplasmosis. However, only about half (40%) develop
adrenal insufficiency. Among them only 10% of cases

develop full blown adrenal insufficiency 8.

Disseminated histoplasmosis may affect almost any
system in immunocompromised individuals or at age
extremities. Histoplasmosis presenting as bilateral
adrenal enlargement has been previously described
9,15,16,21,23. However, to our knowledge, this case of
bilateral adrenal histoplasmosis with partial adrenal
insufficiency in an immunocompetent host is rare
worldwide 11,16,21,23.

In Bangladesh, so far no case was reported as a patient
with bilateral adrenal masses due to histoplasmosis. This
man did not travel to any other country and hence it is
difficult to presume how did he acquire this disease.
Further search in his local area, Gopalgonj may reveal
other cases of histoplasmosis. Our patient did not
develop disseminated histoplasmosis by re-infection
because there is no previous history of documented
histoplasmosis. Logically this is a case of re-activation
of latent histoplasmosis, where organisms were in
quiescent phase following recovery from initial episode
of asymptomatic manifestation.. The reactivation is
commonly associated with  immunosuppressive diseases
such as diabetes , but in some cases age is the only risk
factor probably due to a selective defect in the cell
mediated immunity against the Histoplasma 17. This
patient was neither diabetic nor immunosupressed.

Our patient responded to treatment by amphotericin-B
and was followed by oral itraconazole and
fludrocortisone. During follow up we found that this
patient had developed  signs of excess fludrocortisone
therapy (hypokalemia, hypertension and peripheral
oedema). These side effects disappeared completely
with reduction of fludrocortisone dose .

Treatment is indicated for all patients with disseminated
histoplasmosis. Clinical practice guidelines for the
management of patients with histoplasmosis were
updated in 2007 by the Infectious Disease Society of

America 23. In the majority of cases, the choice of
acceptable therapy is one of lipid formulations of
Amphotericin-B (liposomal amphotericin-B,
deoxycholate amphotericin-B or lipid complex
amphotericin-B ) I/V daily till patient becomes afebrile
or at least shows improvement of fever ( this usually
takes 3 to 7 days) followed by oral itraconazole 200 mg
three times daily with food for three days ( to achieve
steady serum concentration more rapidly) 21. Thereafter
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the maintenance dose of  200mg once or twice daily.
We could not detect serum concentration of Itraconazole
due to lack of facilities. Liposomal  amphotericin –B is
better than other formulations. The optimal duration of
Itraconazole therapy is not known. Therapy for one to
two years is preferred because it may reduce the risk of
relapse 9,15,20. Chronic maintenance therapy may be
needed in immunosuppressed individuals and those who
relapse after one year of treatment.  Fluconazole is not
as active against Histoplasma capsulatum as
itraconazole and is associated with increased side effects
and development of resistance 9.That is why fluconazole
was not given to our patient.

Concentration of Histoplasma antigen in urine and serum
fall with effective therapy 7, 24, 25 . Failure to do so
indicates ineffective therapy 5. In responders, serum and
urine histoplasma antigen should be performed at 4-6
months intervals. The antigen detection tests are not
available in our country. Most (~90 %) cases of adrenal
insufficiency are partial and do not require cortisol
replacement therapy. Reversal of adrenal dysfunction
to normal has been described after prolonged antifungal
treatment 20,22.

Disseminated histoplasmosis if remains undiagnosed or
left untreated is usually fatal. Early diagnosis and
treatment leads to favorable outcome 26  .

Conclusion:

 Any case of prolonged fever without localizing
symptoms and signs , and /or adrenal insufficiency
should arouse the suspicion of chronic histoplasmosis
infection in addition to consideration of other causes of
chronic infections and malignancies. The clue to
diagnosis may be facilitated by the detection of bilateral
or unilateral adrenal enlargement on CT scan.
Confirmation depends upon culture and biopsy of the
infected tissue samples .CT guided FNAC of the adrenal
gland is a safe, accurate, inexpensive and effective
method in the diagnosis of adrenal histoplasmosis.
Continuation of anti-fungal therapy for at least one year
along with monitoring of adrenal insufficiency is the
recommended method of management .
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Summary:

Two cases of the rare blood group “Bombay phenotype” are

discussed here. This rare blood group, Bombay (Oh)  was first

established by Bhende et al in Bombay (Mumbai), in 1952.In

the ABO (ABH) blood group system, the ‘O’ antigen represents

the lack of A or B antigens; however it has the most amount of

H antigen. If the H gene is absent, which is extremely rare, H

substance can not be formed and subsequent A and B antigens

can not also be formed. Absence of H gene results in the

Bombay phenotype (Oh) 1-6, 7-13. Individuals with the Bombay

phenotype develop anti-H antibodies. This is the reason that

undetected Bombay individuals (typically typed as O

individuals) will be cross match incompatible with O

individuals. Bombay phenotype individuals can only receive

blood from other Bombay individuals. In India, 1 in 10,000

has been found to have “Bombay” blood group. Where as, in

Bangladesh till now only nine persons with Bombay (Oh) blood

group have been formally reported by the Transfusion Medicine

Department of  Bangabandhu Sheikh Mujib Medical

University (BSMMU). Using two cases we would like to discuss

strategies to properly diagnose cases of Bombay phenotype in

Bangladesh.

Key Words:   Bombay blood group,  Bombay phenotype,

‘O’ blood group.
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Bombay Phenotype: Report of 2 Cases
TFA DIPTAa, KN HOSSAINb, A KHATUNc, M RAHMANd, AZ HOSSAINe, A WAHEDf, N SHILg

Introduction:

The existence of a human H/h genetic polymorphism
was first established by Bhende et al in Bombay
(Mumbai), in 1952. In ABO (ABH) blood group system,
the ‘O’ antigen represents the lack of A or B antigens;
but individuals with O blood group has the most amount
of the H antigen as none have been converted to A or B

antigens. If the H gene is absent, which is extremely
rare, H substance can not be formed and subsequent A
and B antigens can not also be formed. Absence of H
gene results in the Bombay phenotype (Oh) 1-6, 7-13.
Individuals with the Bombay phenotype develop anti-
H antibodies. This is the reason that undetected Bombay
individuals (typically typed as O individuals) will be
cross match incompatible with O individuals. Bombay
phenotype individuals can only receive blood from other
Bombay individuals. In India, 1 in 10,000 has been
found to have “Bombay” blood group. Where as, in
Bangladesh till now only nine persons with Bombay
(Oh) blood group have been formally reported by the
Transfusion Medicine Department of Bangabandhu
Sheikh Mujib Medical University (BSMMU).

Case Reports:

Case -1:

A 52 year old O Rh positive Muslim male ‘M’ who was
anaemic and scheduled for bypass cardiac surgery at
BSMMU required O Rh positive packed red cells. Cross
match with O Rh positive units resulted in
incompatibility. The blood group of both patient and
donor was re checked using both cell typing and serum
typing procedure, with same results. However, with anti-
H lectin the patient showed negative reaction, whereas,
strong positive reaction showed by donor who is
confirmed as O Rh D positive. Thus the patient lacks



any H antigen. It was concluded that he was a patient
with Bombay phenotype.

Case-2:

A 35 year old O Rh positive Hindu female was admitted
to Square Hospitals Ltd. She was a known case of
pancreatic carcinoma on chemotherapy. She required
blood transfusion for correction of anaemia and was
cross match incompatible with multiple O Rh positive
units. Subsequent testing with anti-H lection confirmed
her to be a case of Bombay phenotype.

Materials and method:

For confirmation and final diagnosis each case was sent
to the Department of Transfusion Medicine, BSMMU.
Forward grouping was done with Anti-A,  Anti-B , Anti-
AB (Monoclonal antibody, Biotec Laboratories, UK)
and Anti-D (Monoclonal antibody IgG and IgM, Biotec
Laboratories, UK)  and reverse grouping was done with
freshly prepared A-cell, B-cell , O-cell  (Washed for
four times , 5% saline suspension). Strong agglutination
reaction (4+) was observed with panel “O” cell in
reverse grouping. There was also reaction with both A
and B cell in reverse grouping. However, auto/ self
control (washed patient’s cells with patient’s serum)
showed negative result. Anti-A, Anti-B and Anti-AB sera
also showed negative agglutination with patient cells.
With anti –H lectin (Tulip Diagnostic, India) patient’s
cell showed no evidence of agglutination
macroscopically and microscopically. As parents of
these patients were not alive, family study includes only
brother, sister and children.  None showed Bombay
blood group and these individuals were not chimeric
either. The patient’s saliva did not show presence of A,
B and H antigens. They did show presence of Le a
substance. Thus they were non secretors; Le (a+ b-).

Discussion:

The expression of A and B antigens are determined by
the H and Se genes, which both give rise to glycosyl
transferase that add L- fucose, producing the H antigen1-

5.The presence of an A or B gene results in the production
of further glycosyltransferase which convert H substance
into A and B antigens, respectively. A gene causes N-
acetyle-galactosamine to be added to H substance,
producing A antigen and B gene causes D-galactose to
be added to H substance, producing B antigen5, 6. If
both A and B genes are present, some H-chains are

converted to ‘A’ antigen and are some converted to ‘B’
antigen, produces ‘AB’ 2, 5. Since the O gene produces
an inactive transferase, H substance persists unchanged
as group O. Thus the ‘O’ antigen represents the lack of
A or B antigens; but it has the most amount of the H
antigen. If H gene is absent, which is extremely rare, no
H substance can be formed and therefore no A or B
antigen can be formed as well. This results in what is
referred to as the Bombay phenotype (Oh) 1-6, 7-13. In
Bombay blood group individuals there is anti-A, anti-
B, anti-AB and anti-H which are all active at 370 C2-5

,11- 16.The use of Anti-H lectin and detection of secretor
status by using saliva are also important for diagnosis,
as the Bombay group people are non secretors4, 5. In
Bangladesh at present ABO and Rh typing is done by
forward grouping in the vast majority of cases. Rarely
reverse grouping is utilized. This is resulting in lack of
diagnosis of Bombay phenotypes as well as incorrect
blood group typing. Hemolytic transfusion reactions are
a serious threat in all such cases. So reverse grouping
as well as incorporation of O cells in reverse grouping
is very important.

Conclusion:

Reverse grouping (serum typing) with O cell control,
anti-H lectin and detection of secretor status are all
important tools for detecting the Bombay group
individuals in our country. At the very minimum
incorporation of ‘O’ cell in reverse typing is very
important in detecting this rare, but clinically important
blood group.
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Cone Beam Computed Tomography (CBCT) is an
updated imaging technology which is widely used in
dental and maxillofacial areas. CBCT scanners are now
finding many uses in dentistry, such as in the fields of
Oral surgery, Orthodontic planning & implant
anchorage, Cephalometric analysis, TMJ analysis,
Airway study (sleep apnea), Jaw tumors assessment,
Impacted teeth extractions, Periodontal assessment and
treatment, Endodontic diagnosis and treatment, Pre-
prosthetic alveolar ridge evaluation, Planning and
placement of Dental Implant etc.

CBCT uses a rotating gantry with a fixed X-ray source
and detector. The scanner rotates around the patient’s
head (from 160 to 360 degrees) obtaining up around
600 distinct images (160 to 1024 depending on the
system). A cone shaped source of ionizing radiation
penetrates the area of interest to the X-ray detector. The
scanning software collects the data and reconstructs it,
producing what is termed a digital volume composed
of three dimensional voxels of anatomical data that can
then be manipulated and visualized with specialized
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Fig-1: Assessment of mandibular bone quality &

position of inferior alveolar neurovascular bundle for

dental implant placement planning in Oblique CBCT

Image.

Fig-2: Assessment of Periodontal status and

malpositioned tooth for orthodontic treatment planning

in CBCT Image.
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software (voxel is the volumetric pixel, i.e. a 3-
dimensional pixel where pixel is the smallest component
of an image).

CBCT Scanners are preferable than regular CT Scanners
in many ways. Medical CT uses a fan-shaped beam and
acquires individual image slices with a number of
rotations. Each slice requires a separate scan and
reconstruction. Cone Beam CT uses a cone-shaped beam
and acquires a volume of the complete FOV (Field Of
View) in only a single rotation (varies from 160-360
degrees depending on the scanning device). One scan
acquires enough data for a complete 3D reconstruction.

It is capable of providing sub-millimeter resolution, with
shorter and faster scanning times. Scan on a CBCT takes
between 10-40 sec, while on a regular CT scanner it
takes a few minutes. Radiation dosages are reportedly
up to 15 times lower than those of conventional helical
CT scans. The image acquisition is somehow similar to
conventional CT but also has differences that result its
superiority in maxillofacial field. Metal and motion
artifacts in CBCT are much less than conventional CT
scan.

Though Cone beam technology was first introduced in
the European market in 1998 and into the US market in
2001 had been being practiced randomly last few years.
In Bangladesh, the practice of using this technology
began with the installation of PreXion3D CBCT
machine first ever in Department of Dental Radiology,
Dhaka Dental College and Hospital, Dhaka in January
2011.
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Fig-3: Assessment of Complex TMJ and Associated Area

in CBCT Image.

Fig-4: With high quality image resolution CBCT can

visualize the position of the mental foramen and the

shape of the alveolar bone clearly. It catches lateral

vessels branches, no matter how small they are.

Fig-5: CBCT Axial and coronal views for assessment

of maxillary sinus abnormality.
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LETTER TO THE EDITOR

To,
Editor-in-Chief
Journal of Bangladesh College of Physicians and
Surgeons

The reported case in “A case of diffuse Cutaneous
Leishmaniasis in a HIV positive patients” (April, Vol
29 No. 2, 2011, page 106-108) is a rare one. We are
happy to be informed about such a case, which is also
the first reported case in Bangladesh.

After going through this case report, a question has
arisen in our mind. Could it be case of post kala-azar
dermal leishmaniasis (PKDL)? Not only PKDL is more
common in our country, but also 20% of patients with
PKDL have no past history of Kala-azar or its treatment.
Only on skin biopsy, LD bodies can be seen in such
patients.

In those cases DAT and ICT for Kala-azar can help us
to identify the subclinical infection. It is seen that DAT
can be positive up to 7 years after treatment and ICT
using the rK39 can be positive in patient even after 1
year of treatment.

Although paucity of LD bodies is more common in
PKDL, in nodular variety, plenty of LD bodies can be
seen, as demonstrated in this case.

By doing ICT and DAT, the case report could have been
cleared to us by differentiating from PKDL. However,
thanks to all the authors to identify this kind of emerging
problem in Bangladesh.

Dr. M.A.Jalil Chowdhury

Professor of Medicine, BSMMU

Dr. Farzana Shumy, Medical officer , Department of
Medicine. BSMMU,

Dr. Abed Hussain Khan, Medical Officer, Department
of Medicine, BSMMU
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Author’s Reply

To
Editor-in-chief
Journal of Bangladesh College of Physicians &
Surgeons

First of all we would like to thank Prof. M A Jalil
Chowdhury , Dr Farjana Sumi and Dr Abed Hossan
Khan Of BSMMU Dhaka, for making an inquiry about
the published article,” A case of diffuse cutaneous
Leishmaniasis” in a HIV positive  patient.

Disseminated cutaneous Leishmaniasis begins with
single ulcer, nodule or plaque from which satellite
lesions develop and disseminate to cover the entire body.
In our case, the lesion first appeared over the left cheek
and gradually involved the whole of the face, extremities
and genitalia. On the contrary, in PKDL there  is an
eruption of macular depigmented  or nodular variety or
skin lesions including nodule, papule, macule and
patches; that are typically most prominent on the face.

Disseminated cutaneous Leishmaniasis is characterised
by anergy to the organism. In our case the patient
complained of fever, cough, diarrhea, anorexia and
weight loss for six months  & papulo-nodular lesion for
only one month. So, it could be concluded that a patient
acquired HIV first and then cutaneous leishmaniasis ;
the anergy is evident by negative Tuberculin Test.

In Disseminated cutaneous Leishmaniasis there is a
super abundance of parasites in the lesion  and the
histology is characteristic in that Macrophages full of
Amastigotes. In contrast in PKDL  there is paucity of
LD bodies.
As the patient expired ,the tests like ICT for Kala-azar
and DAT could not be done.

We again congratulate such a fascinating query and
looking forward for your comments.

Professor (Dr.) Md. Ismail Patwary

Dr. Matiur Rahman

Dr. Md. Saleh Ahmed

Sylhet MAG Osmani Medical College



COLLEGE NEWS AND CPD PROGRAMME

(J Bangladesh Coll Phys Surg 2011; 29: 247-253)

Examinations news:

Results of FCPS Part-I, Part-II and MCPS examination held in July 2011 are given bellow:

3813 candidates appeared in FCPS Part-I examination held in July, 2011 of which 603 candidates came out successful.

 Subject wise results are as follows:

Sl No. Subject Appeared Passed % of Pass

1. Medicine 1192 209 17.53
2. Surgery 666 146 21.92
3. Paediatrics 395 47 11.90
4. Obst. And Gynae 796 98 12.31
5. Otolaryngology 110 13 11.82
6. Ophthalmology 86 11 12.79
7. Psychiatry 13 1 7.69
8. Anaesthesiology 86 8 9.30
9 Radiology 75 17 22.67
10 Radiotherapy 30 1 3.33
11 Dermatology and Venereology 91 2 2.20
12 Physical Medicine & Rehabilitation 29 7 24.14
13 Dentistry 190 29 15.26
14 Family Medicine 0 0 0.00
15 Haematology 26 10 38.46
16 Microbiology 12 1 8.33
17 Histopathology 14 2 14.29
18 Transfusion Medicine 2 1 50.00

Grand Total 3813 603 15.81

The  following candidates satisfied the Board of Examiners and were declared to have passed the FCPS examination
held in July, 2011 subject to confirmation by the council of Bangladesh College of Physicians and Surgeons.

Roll No. Name From where graduated Subject

018-8701 Dr. Shahana Zaman Sir Salimullah Medical College , Dhaka Cardiology

018-8702 Dr. Shaila Nabi Sir Salimullah Medical College, Dhaka Cardiology
018-8706 Dr. Abu Daud Md Shariful Islam Chittagong Medical College, Chittagong Paediatric Surgery
018-8708 Dr. Mohammed Rashedul Islam Chittagong  Medical College, Chittagong Plastic and Recon. Surgery
079-7002 Dr. Shahriar Ahmed Rajshahi Medical College , Rajshahi Anaesthesiology
079-7003 Dr. Habibul Hai Masud Mymensingh Medical College, Mymensingh Anaesthesiology
079-7005 Dr. Nepal Chandra Saha Sher-E-Bangla Medical College, Barisal Anaesthesiology
079-7007 Dr. Mohammed Mostafizur Rahman Sir Salimullah Medical College, Dhaka Anaesthesiology
079-7009 Dr. Lubna Naznin Dhaka Medical College, Dhaka Biochemistry
079-7013 Dr. Md. Shafiqul Alam Dhaka Dental College, Dhaka Conservative Dentistry
079-7014 Dr. Md. Ismail Hossain Rajshahi Medical College, Rajshahi Conservative Dentistry
079-7015 Dr. ATM Rezaul Karim Rajshahi Medical College, Rajshahi Dermatology and Venereology



079-7020 Dr. Mohammad Abdullah-Hel Kafi Dhaka Medical College, Dhaka Dermatology and Venereology
079-7032 Dr. Kismat Ara Islam Dhaka Medical College, Dhaka Dermatology and Venereology
079-7039 Dr. Abu Reza Sayem Ahamed Sher-E-Bangla Medical College, Barisal Dermatology and Venereology
079-7042 Dr. Mohammad Niamat Alahi Dhaka Medical College, Dhaka Dermatology and Venereology
079-4043 Dr. Mst. Moriom Nesa Rajshahi Medical College, Rajshahi Dermatology and Venereology
079-7050 Dr. Farida Arjuman Chittagong Medical College, Chittagong Histopathology
079-7059 Dr. Syed Abul Foez Mymensingh Medical College, Mymensingh Medicine
079-7060 Dr. Sonia Nasreen Ahmad Bangladesh Medical College, Dhaka Medicine
079-7063 Dr. Mohammad Reazul Karim Sir Salimullah Medical College, Dhaka Medicine
079-7073 Dr. Gobinda Chandra Banik Sir Salimullah Medical College, Dhaka Medicine
079-7095 Dr. Md. Amir Hossain Chittagong Medical College, Chittagong Medicine
079-7099 Dr. Prabir Mohan Basak Rajshahi Medical College, Rajshahi Medicine
079-7100 Dr. Md Faridul Islam Chittagong Medical College, Chittagong Medicine
079-7106 Dr. Hasna Fahmima Haque Rangpur Medical College, Rangpur Medicine
079-7107 Dr. Abed Hussain Khan Jahurul Islam Medical College, Bajitpur Medicine
079-7110 Dr. Ashfaque Ahmmed Rangpur Medical College, Rangpur Medicine
079-7111 Dr. A S M Rezaul Karim Rajshahi Medical College, Rajshahi Medicine
079-7118 Dr. Reaz Mahmud Huda Mymensing Medical College, Mymensing Medicine
079-7142 Dr. Mohammad Anwarul Bari Dhaka Medical College, Dhaka Medicine
079-7167 Dr. Mohammad Rafiqul Islam Mymensing Medical College, Mymensing Medicine
079-7174 Dr. Mohiuddin Ahmed Sir Salimullah Medical College, Dhaka Medicine
079-7175 Dr. Mohammad Ala Uddin Dinajpur Medical College, Dinajpur Medicine
079-7178 Dr. Kazi Mohammad Abrar Hasan Dhaka Medical College, Dhaka Medicine
079-7182 Dr. Aminur Rahman MAG Osmani Medical College, Sylhet Medicine
079-7183 Dr. Ranjon Kumer Roy Rangpur Medical College, Rangpur Medicine
079-7192 Dr. Mohammad Shaheen Sikder Dhaka Medical College, Dhaka Medicine
079-7195 Dr. Mohammad Mosharof Hossain Faridpur Medical College, Faridpur Medicine
079-7202 Dr. Mohammad Syedul Islam MAG Osmani Medical College, Sylhet Medicine
079-7207 Dr. Sheikh Khairul Kabir Dinajpur Medical College, Dinajpur Medicine
079-7209 Dr. Mohammad Iqbal Hossain Dhaka Medical College, Dhaka Medicine
079-7211 Dr. Al-Muksit Md. Taufiquer Rahman Rangpur Medical College, Rangpur Medicine
079-7223 Dr. Md. Nuruzzaman Rangpur Medical College, Rangpur Medicine
079-7224 Dr. Md. Shahidul Islam Shahid Ziaur Rahman Medical College, Bogra Medicine
079-7228 Dr. Md  Aynul Islam Rangpur Medical College, Rangpur Medicine
079-7229 Dr. Md  Abul Kalam Azad Rajshahi Medical College, Rajshahi Medicine
079-7239 Dr. Tapash Saha Dhaka Medical College, Dhaka Medicine
079-7253 Dr. Ummay Fatema Khatun Chittagong Medical College, Chittagong Medicine
079-7260 Dr. Mohammad Zaynal Abedin Comilla Medical College, Comilla Medicine
079-7266 Dr. Mohammed Gias Uddin Chittagong Medical College, Chittagong Medicine
079-7269 Dr. Atia Saeed Mymensing Medical College, Mymensing Medicine
079-7272 Dr. Debasish Kumar Saha Dhaka Medical College, Dhaka Medicine
079-7274 Dr. Md Abu Bakar Siddique Mymensing Medical College, Mymensing Medicine
079-7278 Dr. Mohammad Murad Hossain Dhaka Medical College, Dhaka Medicine
079-7279 Dr. Sabrina Yesmin Sir Salimullah Medical College, Dhaka Medicine
079-7282 Dr. Goutam Kumar Acherjya Sher-E-Bangla Medical College, Barisal Medicine
079-7287 Dr. Muhammad Shaista Ali Khan Rangpur Medical College, Rangpur Medicine
079-7288 Dr. Muhammad Anwarul Kabir Dhaka Medical College, Dhaka Medicine
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079-7289 Dr. Abdur Razzaque Rangpur Medical College, Rangpur Medicine
079-7295 Dr. Mohammad Abul Kalam Azad Sir Salimullah Medical College, Dhaka Medicine
079-7300 Dr. Md. Abul Kalam Azad Dhaka Medical College, Dhaka Medicine
079-7312 Dr. Mohammed Abdur Rahim MAG Osmani Medical College, Sylhet Medicine
079-7316 Dr. Mohammad Ahsanul Haque Rangpur Medical College, Rangpur Medicine
079-7317 Dr. Abu noim Muhammad Saifullah Mymensing Medical College, Mymensing Medicine
079-7324 Dr. Mohammad Enamul Karim Sir Salimullah Medical College, Dhaka Medicine
079-7336 Dr. Md. Sarwar Khan Sir Salimullah Medical College, Dhaka Medicine
079-7337 Dr. Suvash Chandra Vadury Sir Salimullah Medical College, Dhaka Medicine
079-7349 Dr. Mohammad Ashif Rahman Chittagong Medical College, Chittagong Medicine
079-7358 Dr. Mohammad Jahangir Alam Sarker Faridpur Medical College, Faridpur Medicine
079-7365 Dr. Md Rafiqul Islam Rajshahi Medical College, Rajshahi Medicine
079-7376 Dr. Md. Yasir Arafat Chittagong Medical College, Chittagong Medicine
079-7387 Dr. Syeda Fahmida Hossain Dhaka Medical College, Dhaka Medicine
079-7388 Dr. Rama Biswas Sir Salimullah Medical College, Dhaka Medicine
079-7389 Dr. Umma Salma Dhaka Medical College, Dhaka Medicine
079-7393 Dr. Jishu Deb Nath Chittagong Medical College, Chittagong Medicine
079-7405 Dr. Khaleda Akter Chittagong Medical College, Chittagong Obst and Gynae
079-7452 Dr. Nayeema Begum Sher-E-Bangla Medical College, Barisal Obst and Gynae
079-7464 Dr. Mowshumi Jahan Sir Salimullah Medical College, Dhaka Obst and Gynae
079-7476 Dr. A. Wahid Uddin Rajshahi Medical College, Rajshahi Obst and Gynae
079-7479 Dr. Raihana Amin Mymensing Medical College, Mymensing Obst and Gynae
079-7506 Dr. Mina Rani Debi Rangpur Medical College, Rangpur Obst and Gynae
079-7534 Dr. Afroza Community Based Medical College, Mymensing Obst and Gynae
079-7554 Dr. Ayesha Beg Dhaka Medical College, Dhaka Obst and Gynae
079-7568 Dr. Fatheha Ferdous Comilla Medical College, Comilla Obst and Gynae
079-7570 Dr. Housneara begum Mymensing Medical College, Mymensing Obst and Gynae
079-7580 Dr. Parveen Akter Chittagong Medical College, Chittagong Obst and Gynae
079-7588 Dr. Rowshan Ara Begum Dhaka Medical College, Dhaka Obst and Gynae
079-7589 Dr. Farzana Rashid Mymensing Medical College, Mymensing Obst and Gynae
079-7601 Dr. Simla Aftab Shaon Mymensing Medical College, Mymensing Obst and Gynae
079-7604 Dr. Ebana Begum MAG Osmani Medical College, Sylhet Obst and Gynae
079-7611 Dr. Farzana Islam Rangpur Medical College, Rangpur Obst and Gynae
079-7612 Dr. Lubna Yasmin Sir Salimullah Medical College, Dhaka Obst and Gynae
079-7613 Dr. Sabrina Ahmed Sir Salimullah Medical College, Dhaka Obst and Gynae
079-7648 Dr. Khandaker Shehneela Tasmin Mymensing Medical College, Mymensing Obst and Gynae
079-7650 Dr. Kazi Mobina Akhtar Rajshahi Medical College, Rajshahi Obst and Gynae
079-7663 Dr. Tanzima Siddiquah Dhaka Medical College, Dhaka Obst and Gynae
079-7690 Dr. Sabita Dhar MAG Osmani Medical College, Sylhet Obst and Gynae
079-7754 Dr. Monowara Begum Rajshahi Medical College, Rajshahi Obst and Gynae
079-7781 Dr. Sharmin Siddika North-East Medical College, Sylhet Obst and Gynae
079-7825 Dr. Munjura Akhtar Sir Salimullah Medical College, Dhaka Obst and Gynae
079-7830 Dr. Afroza Siddiqua Rangpur Medical College, Rangpur Obst and Gynae
079-7845 Dr. Alpana Adhikary Sher-E-Bangla Medical College, Barisal Obst and Gynae
079-7847 Dr. Mamata Manjari Sir Salimullah Medical College, Dhaka Obst and Gynae
079-7849 Dr. Kanchan Sarker Dhaka Medical College, Dhaka Obst and Gynae
079-7851 Dr. Sheikh Abdul Moktad Rangpur Medical College, Rangpur Ophthalmology
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079-7852 Dr. Farhana Yasmin MAG Osmani Medical College, Sylhet Ophthalmology
079-7855 Dr. Sabrina Rahmatullah Armed Forces Medical College, Dhaka Ophthalmology
079-7860 Dr. Md Nazrul Islam Rajshahi Medical College, Rajshahi Ophthalmology
079-7863 Dr. Md Abul Kalam Azad Dhaka Medical College, Dhaka Ophthalmology
079-7864 Dr. Md. Sibgatullah Dhaka Medical College, Dhaka Ophthalmology
079-7868 Dr. Asif-Ur-Rahman Sir Salimullah Medical College, Dhaka Ophthalmology
079-7869 Dr. Mohammad Syed Jahangir Kabir MAG Osmani Medical College, Sylhet Ophthalmology
079-7876 Dr. Md. Atiquzzaman Rajshahi Medical College, Rajshahi Ophthalmology
079-7877 Dr. Maria Akhtar Dalia Rajshahi Medical College, Rajshahi Ophthalmology
079-7878 Dr. Bipul Chandra Mondal Rangpur Medical College, Rangpur Ophthalmology
079-7881 Dr. Dilara Khatun Rajshahi Medical College, Rajshahi Ophthalmology
079-7883 Dr. Md. Nazrul islam Sir Salimullah Medical College, Dhaka Ophthalmology
079-7884 Dr. Tawfiq Uddin Ahmed Khulna Medical College, Khulna Ophthalmology
079-7887 Dr. Mohammad Mazaharul Islam Sher-E-Bangla Medical College, Barisal Ophthalmology
079-7891 Dr. Mohammad Wahidul Islam Dhaka Dental College, Dhaka Oral and Maxillofacial Surgery
079-7899 Dr. Md  Apel Mamood Dhaka Dental College, Dhaka Oral and Maxillofacial Surgery
079-7904 Dr. Hasan Mohammad Rizvi Dhaka Dental College, Dhaka Orthodontics and Dentofacial Orthopaedics
079-7906 Dr. Md  Golam Rubby Dhaka Dental College, Dhaka Orthodontics  and Dentofacial Orthopaedics
079-7908 Dr. Md. Anisur rahman Dhaka Dental College, Dhaka Orthodontics  and Dentofacial Orthopaedics
079-7910 Dr. Md Liakat Ali Hyder Dhaka Dental College, Dhaka Orthodontics  and Dentofacial Orthopaedics
079-7913 Dr. Sarder Mohammad Golam Rabbani Chittagong Medical College, Chittagong  Otolaryngology
079-7921 Dr. Md Aktar Kamal Chittagong Medical College, Chittagong Otolaryngology

079-7924 Dr. Md Mostafizur Rahman Sher-E-Bangla Medical College, Barisal Otolaryngology
079-7925 Dr. Bicithra Kumar Dey Comilla Medical College, Comilla Otolaryngology
079-7928 Dr. A K M Asaduzzaman Sher-E-Bangla Medical College, Barisal Otolaryngology

079-7932 Dr. muhammad ali azad Sir Salimullah Medical College, Dhaka Otolaryngology
079-7938 Dr. Kona Chowdhury Dhaka Medical College, Dhaka Paediatrics
079-7943 Dr. Mahmuda Zaman Dhaka Medical College, Dhaka Paediatrics

079-7944 Dr. Most. Umme habiba begum Rangpur Medical College, Rangpur Paediatrics
079-7945 Dr. Most. Ummekulsum begum Dinajpur Medical College, Dinajpur Paediatrics
079-7949 Dr. Ruma Parvin Jahurul Islam Medical College, Bajitpur Paediatrics

079-7975 Dr. Banita Mistry Dhaka Medical College, Dhaka Paediatrics
079-7976 Dr. Mahbuba Sultana Sir Salimullah Medical College, Dhaka Paediatrics
079-7983 Dr. Be-Nazir Ahmmad Rajshahi Medical College, Rajshahi Paediatrics

079-7998 Dr. Farah Diba Rajshahi Medical College, Rajshahi Paediatrics
079-8003 Dr. Rumy Tabrez Hyder Dhaka Medical College, Dhaka Paediatrics
079-8005 Dr. Md Jahidur Rahman Dhaka Medical College, Dhaka Paediatrics

079-8018 Dr. Md  Jashim Uddin Sher-E-Bangla Medical College, Barisal Paediatrics
079-8021 Dr. Ashis Kumar Halder Sher-E-Bangla Medical College, Barisal Paediatrics
079-8026 Dr. Nusrat Nahar Rangpur Medical College, Rangpur Paediatrics

079-8036 Dr. Monika Mazumder Rangpur Medical College, Rangpur Paediatrics
079-8078 Dr. Md. Khairuzzaman Rangpur Medical College, Rangpur Paediatrics
079-8093 Dr. Farzana Afrooz Sir Salimullah Medical College, Dhaka Paediatrics

079-8094 Dr. Tasnima Ahmed Mymensing Medical College, Mymensing Paediatrics
079-8099 Dr. Farhana Rahman Dhaka Medical College, Dhaka Paediatrics
079-8103 Dr. Md. Imamur rashid Mymensing Medical College, Mymensing Physical Medicine & Rehabilitation
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079-8104 Dr. Md. Habibur rahman Faridpur Medical College, Faridpur Physical Medicine & Rehabilitation

079-8107 Dr. Mohammad Ilias Chittagong Medical College, Chittagong Physical Medicine & Rehabilitation

079-8108 Dr. Muhammad Kamrul Hassan Chittagong Medical College, Chittagong Physical Medicine & Rehabilitation

079-8109 Dr. Mohammad Tariqul Islam Chittagong Medical College, Chittagong Physical Medicine & Rehabilitation

079-8110 Dr. Nitai Prashad Dutta Chittagong Medical College, Chittagong Physical Medicine & Rehabilitation

079-8113 Dr. Niaz Mohammad Khan Sir Salimullah Medical College, Dhaka Psychiatry

079-8114 Dr. Mohammad Tariqul Alam Sher-E-Bangla Medical College, Barisal Psychiatry

079-8128 Dr. Kazi Iftekhar Uddin Ahmed Faridpur Medical College, Faridpur Radiotherapy

079-8129 Dr. Tapash Mitra Chittagong Medical College, Chittagong Radiotherapy

079-8130 Dr. Mohammad Ali Asgar Chowdhury Chittagong Medical College, Chittagong Radiotherapy

079-8131 Dr. Mohammad Kamruzzaman Chittagong Medical College, Chittagong Radiotherapy

079-8163 Dr. Mohammad Ershad Alam Rangpur Medical College, Rangpur Surgery

079-8175 Dr. Md. Jahidul islam Shahid Ziaur Rahman Medical College, Bogra Surgery

079-8200 Dr. Md. Touhidul islam Dhaka Medical College, Dhaka Surgery

079-8202 Dr. Md. Aziz ullah Sir Salimullah Medical College, Dhaka Surgery

079-8221 Dr. Haridas Saha Mymensing Medical College, Mymensing Surgery

079-8223 Dr. Md  Shohidul Islam Dhaka Medical College, Dhaka Surgery

079-8231 Dr. Md  Ashiqur Rahman Chittagong Medical College, Chittagong Surgery

079-8266 Dr. Md. Shamim hossain Rangpur Medical College, Rangpur Surgery

079-8274 Dr. Khanduker md. Shohel uillah Rangpur Medical College, Rangpur Surgery

079-8296 Dr. Shahidul Huq Jahurul Islam Medical College, Bajitpur Surgery

079-8298 Dr. Mohammed Rashed Uz Zaman Comilla Medical College, Comilla Surgery

079-8308 Dr. Omar Siddiqui Sir Salimullah Medical College, Dhaka Surgery

079-8317 Dr. Md  Jamal-E-Rabby Rangpur Medical College, Rangpur Surgery

079-8328 Dr. Md. Rayhanur rahman Rajshahi Medical College, Rajshahi Surgery

079-8339 Dr. Md. Atikul ahsan Sir Salimullah Medical College, Dhaka Surgery

079-8342 Dr. Md. Golam kabir Dhaka Medical College, Dhaka Surgery

079-8352 Dr. Md. Humayun kabir Sir Salimullah Medical College, Dhaka Surgery

079-8354 Dr. Nilufar Shabnam Bangladesh Medical College, Dhaka Surgery

079-8357 Dr. Ajmal Quader Chowdhury Bangladesh Medical College, Dhaka Surgery

The following candidates satisfied the Board of Examiners and are declared to have passed the Preli - FCPS - II
Exam held in July 2011 subject to confirmation by the council of Bangladesh College of Physicians and Surgeons
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013-8409 Dr. Subrata Prokash Kar Sher-E-Bangla Medical College, Barisal Preli – Medicine

013-8434 Dr. Mahmuda Khatun Z.H. Sikder Women’s Medical College, Dhaka Preli – Paediatrics

013-8435 Dr. Nishat Jahan Rajshahi Medical College, Rajshahi Preli – Paediatrics

013-8442 Dr. Kazi Imran Ahmed Sher-E-Bangla Medical College, Barisal Preli – Surgery

013-8449 Dr. Md. Towhid belal Sir Salimullah Medical College, Dhaka Preli – Surgery

013-8463 Dr. Md Shariful Islam Shahid Ziaur Rahman Medical College, Bogra Preli – Surgery
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The following candidates satisfied the Board of Examiners and are declared to have passed the MCPS Examination
held in July 2011 subject to confirmation by the council of Bangladesh College of Physicians and Surgeons.

Roll No. Name From where graduated Subject

079-9002 Dr. Rashed Minhaz Siddiquei MAG Osmani Medical College, Sylhet Anaesthesiology

079-9006 Dr. Md. Kutub Uddin Khan Sher-E-Bangla Medical College, Barisal Anaesthesiology
079-9007 Dr. Sattayajit Dutta Sher-E-Bangla Medical College, Barisal Anaesthesiology
079-9010 Dr. Monirul Islam Rajshahi Medical College Anaesthesiology
079-9020 Dr. Md. Tarikul Hasan Shahid Ziaur Rahman Medical College, Bogra Anaesthesiology
079-9032 Dr. Mohammad Elias Hossain Sir Salimullah Medical College, Dhaka Clinical Pathology
079-9034 Dr. Rubaiyat-E-Mortaz Bangladesh Medical College, Dhaka Clinical Pathology
079-9035 Dr. Most. Sarmin Sultana Rajshahi Medical College Clinical Pathology
079-9036 Dr. Md. Saiful Islam Sher-E-Bangla Medical College, Barisal Clinical Pathology
079-9045 Dr. ANM Nazmul Hoque Dhaka Dental College, Dhaka Dental Surgery
079-9048 Dr. Mohd. Nurul Alam Dhaka Medical College, Dhaka Dermatology and Venereology
079-9050 Dr. Laila Afroz Sir Salimullah Medical College, Dhaka Dermatology and Venereology
079-9060 Dr. Md. Delwar Hossain Rangpur Medical College Family Medicine
079-9064 Dr. Sanchay Kumar Biswas Rajshahi Medical College, Rajshahi Family Medicine
079-9068 Dr. Khan Shakil Ahmed Jahurul Islam Medical College, Bajitpur Forensic Medicine
079-9069 Dr. Md. Rezaul Karim Armed Forces Medical College, Dhaka Forensic Medicine
079-9071 Dr. A.K.M. Shafiuzzaman Rangpur Medical Colllege, Rangpur Forensic Medicine
079-9072 Dr. Mohammed Mazharul Islam Community Based Medical College, Mymensing Forensic Medicine
079-9081 Dr. Hiranmoy Dutta Chittagong Medical College, Chittagong Medicine
079-9098 Dr. Rajib Ghosh Dhaka Medical College, Dhaka Medicine
079-9114 Dr. Mohammed Nasir Uddin Chittagong Medical College, Chittagong Medicine
079-9130 Dr. Rabiul Alam Md. Erfan Uddin Dhaka Medical College, Dhaka Medicine
079-9166 Dr. Md. Ahsan Ullah Rumi Sir Salimullah Medical College, Dhaka Medicine
079-9186 Dr. Shahana Sultana Sher-E-Bangla Medical College, Barisal Obst and Gynae
079-9194 Dr. Seema Rani Dabee Sir Salimullah Medical College, Dhaka Obst and Gynae
079-9197 Dr. Amina Khatunn Rajshahi Medical College, Rajshahi Obst and Gynae
079-9223 Dr. Ayesha Aktar Sher-E-Bangla Medical College, Barisal Obst and Gynae
079-9237 Dr. Runa Laila MAG Osmani Medical College, Sylhet Obst and Gynae
079-9256 Dr. Romena Akter Sher-E-Bangla Medical College, Barisal Obst and Gynae
079-9259 Dr. Mahabuba Ahmed Chittagong Medical College, Chittagong Obst and Gynae
079-9261 Dr. Sharmin Hossain Medical College for Women , Uttara, Dhaka Obst and Gynae
079-9263 Dr. Ayesha Nazneen Chittagong Medical College, Chittagong Obst and Gynae
079-9267 Dr. Kamrunnahar Rangpur Medical Colllege, Rangpur Obst and Gynae
079-9270 Dr. Shamima Afroz Sher-E-Bangla Medical College, Barisal Obst and Gynae
079-9273 Dr. Roksana Begum Sir Salimullah Medical College, Dhaka Obst and Gynae
079-9274 Dr. Rawshan Ara Begum Rangpur Medical College, Rangpur Obst and Gynae
079-9281 Dr. Shamima Hasrin Sir Salimullah Medical College, Dhaka Obst and Gynae
079-9284 Dr. Fahmida Monir Chittagong Medical College, Chittagong Obst and Gynae
079-9287 Dr. Minara Sidker Faridpur Medical College, Faridpur Obst and Gynae
079-9295 Dr. Fatema Khatyun Sir Salumullah Medical College, Dhaka Obst and Gynae
079-9297 Dr. Anumanara Rajshahi Medical College, Rajshahi Obst and Gynae
079-9307 Dr. Aysha Siddiquea Mymensingh Medical College, Mymensing Obst and Gynae
079-9309 Dr. Eliza Shireen Mymensingh Medical College, Mymensing Obst and Gynae
079-9314 Dr. Sazia Parveen Bangladesh Medical College, Dhaka Obst and Gynae
079-9316 Dr. AKM Rezaul Islam Rangpur Medical College, Rangpr Ophthalmology
079-9317 Dr. Uhammad Nazmul Haque Chittagong Medical College, Chittagong Ophthalmology
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Continuing Professional development (CPD) is a multi professional educational activity that helps professional to
keep their knowledge and skills upto date in response to the changing demands of the society and professions.

According to the suggestions given by the fellows, CPD committee of BCPS has decided to arrange the programme
in different institutions instead of BCPS campus and one CPD day per year.

Accordingly, we have organized 3 CPD programmes and one CPD day in BCPS. The new committee of CPD
organized the 4th programme at BSMMU on 25th September, 2011.  More than 300 postgraduate students and
fellows attended the session.

Date Time Topic Speaker Chairperson/ Moderator

25-09-2011 12:00 pm to Practice guide line for the Dr. Md. Shahinul Alam Professor Salimur Rahman
12:30 pm management of chronic Associate Professor of Professor of Hepatology ,

hepatitis B. Hepatology, BSMMU
BSMMU

25-09-2011 12:30pm to Role of Ultrasound in . Dr. Md. Delwar Hossain Professor  Md.  Salahuddin  Al-Azad
 1:00 chest lesions Associate Professor and Chairman & Professor,

Head of Radiology and Dept. of Radiology & Imaging,
Imaging, NIKDU. BSMMU

Dr. Mohammad Abul Kalam Azad
Associate Professor of Medicine,
BSMMU.

Prof.Kanak Kanti Barua,Honorary Secretary of BCPS,Prof.Nazmun Nahar.Past president of BCPS,Prof.S.A.M.Golam Kibria.Past
Senior vice president and another councilor were present on that occasion.Prof.A. K.M Rafique Uddin ,Chairman,CPD committee
and Prof.Tahmina Begum,Member Secretary,CPD committee were also there.

Prof.Tahmina Begum

Member Secretary,
CPD committee,BCPS

079-9319 Dr. Md. Mominul Islam Holy Family Red Crescent Medical College Ophthalmology
079-9327 Dr. Sk Mohammad Murad Jahrul Islam Medical College, Bajitpur Ophthalmology
079-9328 Dr. Mohmmedul Haque Chittagong Medical College, Chittagong Ophthalmology
079-9332 Dr. Billal Hossain Dhaka Medical College, Dhaka Ophthalmology
079-9333 Dr. S.M. Shafiul Bari Rasel Dhaka Medical College, Dhaka Ophthalmology
079-9334 Dr. Mafruha Afrin Chittagong Medical College, Chittagong Ophthalmology
079-9348 Dr. Mohammad Shaharior MAG Osmani Medicla College, Sylhet Otolaryngology
079-9350 Dr. Md. Zakir Hossain Rangpur Medical College, Rangpur Otolaryngology
079-9351 Dr. Md. Nesar Uddin Dhaka National Medical College, Dhaka Otolaryngology
079-9353 Dr. Md. Mahbubul Alam Rangpur Medical College, Rangpur Otolaryngology
079-9369 Dr. Kisoar Farhana Keya Jahurul Islam Medical College, Bajitpur Paediatrics
079-9385 Dr. Shafquat Waheed Dhaka Medical College, Dhaka Psychiatry
079-9387 Dr. Khandker Anjumanara Rangpur Medical College, Ragpur Psychiatry
079-9388 Dr. Md. Faruk Hossain Mymensingh Medical College, Mymeningh Psychiatry
079-9394 Dr. A.A.M. Abu Taher Chittagong Medical College, Chittagong Radiotherapy
079-9436 Dr. Md. Amir Hossain Rangpur Medical College, Rangpur Surgery
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FROM THE DESK OF THE EDITOR in CHIEF

(J Bangladesh Coll Phys Surg 2011; 29: 254)

Dear Readers, This is the 3rd issue of this prestigious
journal being published under my supervision with
whole hearted support from a team of very competent
editors and enthusiastic fellows. Over the last couple of
months we have taken certain steps to clear up the back
log and publish the journal in time. The process of
submission, sending the articles for reviewing and
acceptance of the articles is being automated to cut down
the lag time. A committee has been formed to modify
and update the "Information for Authors" section and

also to develop updated guideline for the reviewers.
These steps will help to improve the quality of the
articles and along with increase international acceptance.
With your continued support Insha-Allah we will be able
to achieve new heights with each edition

Prof. HAM Nazmul Ahasan

Editor-in-Chief


