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EditorialEditorialEditorialEditorialEditorial

Body Mass Index (BMI) and Anthropometric Measurement of the

Developing Foetus

Anthropometry is a technique implemented for the scientific study of the measurements of the human body.  Over

the years anthropometric measurements have become an important tool for clinicians and scientists in health assessment

of the foetal development and growth1. One of the main parameters used in anthropometry to study the impact of the

foetal growth through different phases of pregnancy include that of the parental and the foetal body mass index (BMI)

which is believed to affect the baby's growth, development, and birth weight2.

Birth weight is also one of the important factors affecting the foetal anthropometric measurements and any abnormality

is strongly associated with the morbidity and even mortality of the infant. A low birth weight of a neonate can be linked to

impaired overall growth and development of the baby and overweight can be related to severe complications of the child

during delivery3. Foetal and offspring overweight can be also related to obesity in children in later life3,4.

Apart from the weight of the neonate, factors such as the maternal height, weight, metabolic rate are also important

anthropometric parameters related to the growth and development of the foetus5. Small and selected studies6-11 have

suggested that pre-pregnancy BMI (pre-BMI) and weight during the gestation period of the mother are important

factors that predict the outcome of the foetal weight and its development.

Normally it is gestational weight, which is indicative of both nutritional status and tissue development whereas pre-

BMI only reflects the nutritional status12. However, the relationship between the two is still not clearly established including

that of the maternal BMI and other anthropometric parameters related to the foetal growth and development in pregnancy2.

An early pioneering study13 involving anthropometric measures of the aborted human foetus collected ethically

from all the trimesters was conducted by Mukherjee et al. They found the weight of the liver decreased with increase in

gestational period whereas organs such as lungs increased in their size with increase in the gestational period13,14. The

adrenal glands in the first trimester remain larger than the kidneys, however, after 12 weeks of gestation the kidney

outweighs the adrenal gland.

The group was unable to detect any thymus tissue at 8 weeks of gestation in smaller foetuses. However, they could

detect the presence of the thymus gland in larger foetuses weighing more than 5g between the first and second trimesters’

period. In 28 weeks old foetuses, the thymus could be easily detected indicating that with an increase in the gestational

week, the thymus becomes observable because of its increase in weight and size15. In case of sexual organs, the growth

and development of the testes were not uniform. However, a trend was observed where there was a decrease in the

weight of the testes with an increase in the gestational period in the male foetuses and a similar pattern was also observed

in case of the ovaries in female foetuses13.

Relationship between the parental BMI and the anthropometric development of the foetus :

Most of the studies conducted are based on the relationship of birth weight as an important anthropometric

parameter and its measure of the foetal growth and development16. Ay et al2, for the first time examined the relationship

of maternal anthropometrics with the foetal growth and development at various stages of pregnancy through a large

cohort study.  They showed that maternal pre-BMI gestational weight and height has an influence on the foetal growth
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and development starting from mid-pregnancy onwards. These maternal parameters can be associated with the small

and large size of the infants and are related to an increasing gestational age. The findings of the study were independent

of the social factors such as the socio-economic condition and lifestyle of the mother. Studies pertaining to the timing of

the anthropometric development of the foetus have been focused mainly on the birth weight and foetal growth. However,

third-trimester studies till date remains inconclusive17-21.

Factors such as diabetes or insulin resistance have a strong effect on the high maternal pre-BMI and weight gain

and can lead to increased foetal glucose and an increased birth weight along with a risk of cardiometabolic disorder21.

Maternal nutritional status is also an important criterion that can be strongly associated with the pre-BMI and the

outcome of the fetal weight22. However, further studies are important to prove this exclusively including the maternal

anthropometric mechanisms which affect the foetal growth2.

Another important study23 was conducted in Pune to find out the relationship of BMI and height on 557 pregnancies

with foetal age between 17 and 29 weeks of gestation and observed through ultrasound method. The group reported

that parental height was positively associated with an increase in the foetal head circumference and femur length. In case

of higher BMI rates in mothers, ultrasound images showed that the foetus in utero had a smaller head circumference at 17

weeks and it increased during the time of birth. In mothers having lower BMI rates, head to foetal body ratio was

observed to be large at 17 weeks. The placental volume was also depended on the maternal BMI and the paternal

height23.

As mentioned before, pre-BMI is an important parameter and marker for nutrition, energy and tissue development23.

In the above study, further, the group of clinicians found a positive correlation between the paternal height and placental

volume at around 17 weeks of foetal development although the direct role of maternal BMI on the 17 weeks’ foetus was

found to be negative. Better maternal nutrition is thought to provide the mother with a higher BMI which helps in the

placental development in early pregnancy resulting in a greater foetal development in the final gestational phases24.

Similarly like Goldenberg et al25, the study further found a positive relationship with head circumference growth in the 29

weeks to birth interval.

A study by Zoya et al26, showed a weak association of maternal BMI with respect to the sex of the first-trimester

foetus. They showed maternal BMI was related to the female foetus rather than the male foetus and may be sex-

dependent in nature. Other factors that can influence the impact of maternal BMI on birth weight of the foetus include

maternal age, ethnicity, gestational diabetes mellitus and insulin resistance, education and environmental factors,

hypertension including genetics27,28.

Until recently the relationship of BMI and its significant influence on the developing foetus was unknown.

Studies2,29-31 and observations have come to acknowledge the fact that maternal weight, BMI including that of the

foetus plays an important role in determining the foetal growth and development.

Recently the significance of paternal BMI and dietary behaviour in animal studies have also shed light into the fact

that paternal obesity including BMI can affect the offspring in a gender dependant manner32. Chen et al32, in one such

pioneer study observed that paternal BMI during the time of conception can be sex dependent and can influence the

male but not the female foetus through mechanisms hitherto unknown. However, the above cannot be exclusively confirmed

as of yet due to very few studies relating to paternal BMI and its relationship with the foetal development33.
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Importance of BMI in foetal growth:

BMI is one of the important parameters used along with other measures such as waist circumference, waist to hip

and height ratio, subcapsular thickness as a part of the classification of overweight, obesity although it fails to account for

the overall fat distribution. It is also an important predictor to assess the healthy outcome of a baby. BMI can be directly

correlated to neonate obesity, preterm birth complications, shoulder dystocia and other complications34.  Nonetheless

BMI still is an important factor that influences the growth and development of the foetus on a more general basis35.

In third world countries where maternal nutrition has a profound effect on the foetal growth and development

during pregnancy, the anthropometric parameter such as intra-uterine growth (IUG) chart alone is not enough to assess

the level of foetal malnutrition. BMI which is based on weight to length ratio is further an effective and sensitive method

to assess the level of malnutrition36. As pregnancy is an important period for the foetal growth and development, any

metabolic changes like maternal weight gain due to diabetes, dyslipidaemia or weight loss due to chronic infections and

diseases can affect the foetal health and development. Foetal macrosomia, limited or stunted growth of the foetus, pre-

term delivery of the offspring are often the result of maternal pre-BMI dysregulation37. Hence, maternal pre-BMI can be

an effective tool in poor countries to anticipate and predict neonatal health complications apart from nutritional care37.

Glucose being one of the major energy substrates, has shown to cross the placenta via facilitated diffusion mechanism

but no evidence is present to show the foetomaternal placental exchange of insulin38-40. In a proposed model of diabetic

pregnancy of Pederson it was presumed that excess maternal glucose can pass through the blood-placental barrier and

result in stimulation of endogenous foetal insulin production in the developing foetus rather than direct foetomaternal

insulin exchange41. There are studies39,40, supporting this model where a positive correlation between the cord C peptide

along with insulin production and weight of the infant has been shown. This exchange of excess glucose probably can be

associated with the insulin resistance of the mother and thereby linking the role of maternal BMI in controlling the level of

the excess glucose production and its placental exchange leading to upregulation of foetal insulin secretion and production

of bigger babies42.

Conclusion:

It can be concluded that the maternal BMI plays a profound role and can be good indicators of birth weight and

development of the fetus43. Apart from the risk factors associated with the delivery of a preterm and overweight baby,

maternal BMI can be also an important indirect predictor of mothers at risk of delivering abnormal weight babies in

developing and poor countries44,45. Also, nutrition plays a major role in foetal and maternal well being42. Increased risk of

negative pregnancy outcomes like pre-term birth, low birth weight, IUGR, small for gestational age (SGA) have shown

to be associated with lower maternal pre-BMI46,47.  However, BMI alone can't be an important anthropometric

measurement factor for understanding the growth and development of the foetus. For a more detail understanding of the

intra-uterine foetal growth, other important factors like maternal height, weight, metabolic rate, total body water, and

foetal body density should be also considered5,48.
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Effect of Fenofibrate on the Progression of Diabetic Retinopathy – A

Randomised Control Trial

Purban Ganguly1, Soumen Kumar Chaudhuri2, Asim Kumar Dey3, Mousumi Bandyopadhyay4, Kavish

Sharma5, Krittika Pal Choudhury6

Abstract:

Proliferative diabetic retinopathy and macular oedema are the principle causes of visual loss in diabetes

mellitus. Laser treatment destroys the leaking micro-aneurysms and photocoagulates ischaemic retina. Hyperlipidaemia

has been found in several studies to be associated with the development and severity of diabetic retinopathy. This

study aims to evaluate whether oral 200mg fenofibrate administration can prevent the development and progression

of diabetic retinopathy. It also intends to find out whether fenofibrate can reduce the requirement of laser administration

in patients with diabetic retinopathy. By systematic random sampling patients suffering from type 2 diabetes mellitus

who were in the age group of 50-70 years and attended the internal medicine outpatients department under unit II

during the study period were recruited. A total of 1054 patients were selected of whom 554 were randomly recruited

in the fenofibrate group and 500 were recruited in the placebo group. Then they underwent comprehensive medical

and ophthalmological examination. The ETDRS category of diabetic retinopathy of each patient was recorded.

Each patient was asked to come for follow-up every three months for 3       years. In fenofibrate group 0.6% patients

required 6 or more number of laser treatment during the study period as compared to 2.4% of the patients in the

placebo group (p-value 0.004). Progression of retinopathy in patients who had pre-existing retinopathy was

significantly more in the placebo group as compared to the fenofibrate group (p-value 0.004). Similarly the occurrence

of macular oedema was also significantly more in the placebo group when compared with the fenofibrate group (p-

value 0.003). Oral fenofibrate supplementation may be beneficial in preventing the progression of diabetic retinopathy.

Key words: Fenofibrate, diabetic retinopathy, laser treatment.
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Introduction:

Diabetic retinopathy (DR) has become the leading

cause of vision loss and blindness among adults in both

developed and developing countries1,2. Proliferative DR and

macular oedema are the principal causes of visual loss in

diabetic mellitus. In the pathogenesis of DR initially there is

vasodilatation and hyperperfusion, followed by capillary loss

and ischaemia. Leakage of protein and fluid from damaged

capillaries leads to macular oedema. Ischaemia leads to
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formation of neovascularisation which subsequently causes

intra-retinal and vitreous haemorrhage. Lipid and protein

deposits in the retina lead to the formation of  hard exudates.

All these pathological changes are directly linked to the level

of glycaemic control of the patient concerned3,4.

Laser treatment destroys the leaking micro-aneurysms

and photocoagulates ischaemic retina. Thereby it preserves

vision by preventing the development of macular oedema

and haemorrhage2,5,6. The success with laser treatment in

saving vision in DR is time tasted and beyond any doubt.

Yet, it is associated with visual field reduction and other

ocular side-effects. Disbursal of  laser treatment also requires

infrastructure and financial resources7.

On the other hand, even the strictest control of

hyperglycaemia and hypertension has failed to completely

prevent the progression of DR8-10. Hyperlipidaemia has

been found in several studies11-13 to be associated with the

development and severity of DR. It was realised that lipid

lowering agents may be potentially beneficial in preventing

the progression of DR. Previous studies have shown that

statins have been unsuccessful in preventing the progression

of  DR14. Fenofibrate, a peroxisome proliferator-activated

receptor (PPAR) α agonist, have shown promising result

in prevention of  DR in selected group of patients as shown

in past literature15,16.

This study aims to evaluate whether oral 200mg

fenofibrate administration can prevent the development and

progression of  DR. It also intends to find out that whether

fenofibrate can reduce the requirement of laser

administration in patients with DR.

The aims and objectives of the study were: (1) To

assess whether long term lipid lowering therapy with

fenofibrate 200mg can reduce the progression of DR in

patients with type 2 diabetes mellitus. (2) To assess whether

long term lipid lowering therapy with fenofibrate 200mg

can reduce the need for laser treatment in patients with type

2 diabetes mellitus.

Materials and Methods:

By systematic random sampling patients suffering

from type 2 diabetes mellitus who were in the age group of

50-70 years and attended the internal medicine outpatient

department under unit II during the study period from

March, 2012 to April, 2015 were recruited. A total of 1054

patients were selected of which 554 were randomly

recruited in the fenofibrate group and 500 were recruited

in the placebo group. Patients who met the following

inclusion criteria were recruited in the study:

(1) Diabetic patients within the age group of 50-75

years.

(2) Patients with normal lipid profile and not requiring

any hypolipidaemic drugs at the time of entry.

(3) Patients without any history of hypertension.

(4) Patients who gave valid consent.

(5) Patients who were physically fit to undergo

ophthalmic examination.

Patients who had following conditions were excluded

from the study:

(1) Patients with (a) renal impairment, (b) chronic liver

disease, (c) symptomatic gall bladder diseases, (d) history

of cardiovascular diseases within 3 months, (e) proliferative

DR and advanced diabetic eye disease, (f) requiring laser

treatment at the point of entry.

(2) Patients with any contra-indication for fenofibrate

therapy ie, hypercoagulability, pancreatitis, myopathy,

anaemia, granulocytopenia, etc.

(3) Patients with pre-existing DR who had received

laser treatment in the past or required laser at the first visit.

(4) Patients who did not give valid consent.

(5) Patients who were physically unfit to undergo

ophthalmic examination.

In this single blinded study, initially the blood glucose

parameters and lipid profile of the recruited patients were

recorded. Then they underwent a comprehensive medical

and ophthalmological examination. The ETDRS category5,6

of DR of each patient was recorded. Each patient was

asked to come for follow-up every three months for 3 years

and 2 months (March 2012 to April 2015). At each follow-

up visit the following points were noted.

(1)Comprehensive ophthalmological examination

including fundus photography.

(2)Data regarding requirement of  laser treatment.

(3)Data regarding occurrence of micro-and

macrovascular complications of diabetes mellitus.

(4) Comprehensive clinical examination including BMI.

However during the study period 52 and 47 patients
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were lost to follow-up in the fenofibrate group and the

placebo group respectively. During analysis of the data the

following considerations were taken:

(1) Progression of DR was defined as: (a) Single step

progression of DR from better to worse category according

to ETDRS classification (mild NPDR to moderate

NPDR)5,6. (b) Development of maculopathy at any point

of time during the study period.

(2) Laser treatment requirement was considered to

be present if the patient had required a single session of

laser treatment during the study period and not at the point

of recruitment.

Results:

While analysing the demographic profile of the

patients, 62% were males in the placebo group as compared

to 68.9% in the fenofibrate group (p-value 0.02). Mean

age of the two study groups were comparable (p-value

value 0.06) and smoking habit (p-value 0.15) were

comparable (Table 1). The laboratory parameters at the

time of recruitment were comparable between the two

groups (p-value >0.05) except the fasting glucose level

which was significantly higher in the placebo group (p-value

0.03). However, when the HbA
1C

 values were considered

between the two groups, the mean values were found to be

comparable (p-value 0.08) (Table 2). The visual acuity of

the patients according to Snellen’s chart in the placebo group

at the initial contact when compared with that at the final contact,

there was no significant improvement (p-value > 0.05). Similar

results were seen when visual acuity of the patients in the

fenofibrate group were compared (p-value>0.05).

However, patients in the fenofibrate group who had

presented with a visual acuity of 3/60  or better at the initial

contact had a statistically significant improvement in their

vision at the final contact when compared with similar

Table 1 –  Showing General Characteristics in Both Groups

0.12). The mean duration of diabetes was 12.5 years and

10.2 years (p-value 0.07) among the fenofibrate group and

the placebo group respectively. Among the two groups BMI

(p-value 0.86), systolic BP (p-value 0.08), diastolic BP (p-

patients in the placebo group (p-value 0.04) (Fig 1). Sixty

per cent of the patients in the placebo group who had DR

required laser treatment during the study period as compared

to 40% in the fenofibrate group (p-value 0.004) (Fig 2).

General characteristics  Placebo group 

(n=453)  

Fenofibrate group 

(n=502)  

P-value  

Sex (male)  281 (62%)  346 (68.9%)  0.02  

Mean age at first visit  61.5 years  62.2 years  0.12  

Mean duration of diabetes 

(in years)  

12.5 years  10.2 years  0.07  

BMI (kg/m
2
)  29.8  29.6  0.86  

Systolic BP  140.3 mm Hg  142.1 mm Hg  0.08  

Diastolic BP  84.1 mm Hg  85.2 mm Hg  0.06  

History of Smoking  41 (9%)  40 (7.9%)  0.15  

 

14        MEDICAL GLORY, VOL 3, ISSUE NO 1, JULY-SEPTEMBER, 2019



Interestingly, it was found that only 0.6% of the patients in

the fenofibrate group required laser 6 or more number of

existing DR was comparable between the two groups (p-

value 0.07) (Table 3);14.1% of patients had developed new

Table 2 – Showing the Laboratory Data of Both Groups

laser treatment during the study period as compared to

2.4% of the patients in the placebo group (p-value 0.004)

(Fig 3). Progression of DR in patients who had no pre-

retinpoathy in the placebo group as compared to 12.9% in

the fenofibrate group (p-value 0.86). Progression of

retinopathy in patients who had pre-existing retinopathy was

 

Fig 1 – Showing Distribution of  Snellen Visual Acuity among the Study Groups

Laboratory data  Placebo group 

(n=453)  

Fenofibrate group 

(n=502)  

P-value  

Total cholesterol (mmol/l)  5.03  5.04  0.82  

LDL cholesterol (mmol/l)  3.07  3.08  0.81  

HDL cholesterol (mmol/l)  1.10  1.22  0.08  

Triglyceride (mmol/l)  1.74  1.73  0.68  

Fasting glucose (mmol/l)  10.4  8.7  0.03  

HbA1C(%)  7.2  7.6  0.08  
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significantly more in the placebo group as compared to the

fenofibrate group (p-value 0.004). Similarly the occurrence

of macular oedema was also significantly more in the

placebo group when compared with the fenofibrate group

(p-value 0.003). However, the overall progression of

retinopathy of all patients taken together among the two

groups was comparable (p-value 0.18).

Discussion:

The present study has unambiguously demonstrated

the beneficial effect of oral 200mg micronised fenofibrate

therapy in preventing the progression of DR in patients with

pre-existing disease. However, the potential benefits of oral

Fig 2 – Showing the Cumulative laser requirement among the study population (n=62)

Fig 3 – Showing No of  Laser Treatment Courses per Patient during Follow-up (P-value 0.004)
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fenofibrate supplementation have not been evident in

patients without any pre-existing retinopathy. Similar findings

have been echoed in a multicentre randomised control trial

(The Fenofibrate Intervention and Event Lowering in

Diabetes– FIELD)17. FIELD study, in accordance with the

present findings have shown that in patients with pre-existing

retinopathy, significantly fewer patients on fenofibrate had

a 2-step progression than did those on placebo [three

patients (3.1%) versus 14 (14·6%); p=0·004]. The same

study has also shown that the requirement of laser treatments

was significantly lower in the fenofibrate group than in the

placebo group (HR 0·66, 95% CI 0·47–0·94; p=0·022).

The FIELD study17 has also selected patients with

normolipidaemic status as has been done in the present

study.

In another multicentric trial it has been clearly shown

that the rate of progression of  DR was 6.5% with fenofibrate

therapy, versus 10.2% with placebo (adjusted odd’s  ratio,

0.60; 95% CI, 0.42 to 0.87; p = 0.006). But in this study,

the patients selected were dyslipidaemic at the point of entry

unlike the present study. Moreover, the investigators have

used 160mg of oral fenofibrate with simvastatin in the

fenofibrate arm and only simvastatin in the placebo arm18.

Table  3 – Showing Status of Diabetic Retinopathy Progression among the Study Groups

There have been a lot of confounding factors in the present

study that might have masked the further beneficial effects

of fenofibrate. The glycaemic control of the patients was

only assessed at the point of entry and was not compared

in a standard manner during the entire study period. The

sample size was not adequate and there was high drop-out

rate (9.4%). The assessment of visual acuity should have

been done as per ETDRS chart for better clarity of results.

There was definite observer bias and the progression of

DR was not done with stereoscopic fundus camera. The

most important shortcomings of the study were short follow-

up period. The minimum follow-up period was 5 years and

13.3 years in the two multicentric trials mentioned above

respectively in comparison to        years in the present

study.  These limitations have been inadvertently

incorporated in the present study due infrastructural and

financial constraints.

Conclusions:

This institution-based single blinded randomised

control trial concludes with this note that oral fenofibrate

has reduced the progression of DR in patients with pre-

Events  Placebo group 

(n=453)  

Fenofibrate 

group (n=502)  

P-value  

Progression in no pre-existing 

retinopathy  

54 (12.1%)  65 (12.9%)  0.07  

Progression in pre-existing 

retinopathy  

63 (13.9%)  15 (2.9%)  0.004  

Progression among all patients  59 (13%)  47 (9.3%)  0.18  

Occurrence of new retinopathy  64 (14.1%)  65 (12.9%)  0.86  

Occurrence of macular oedema  23 (5%)  10 (1.9%)  0.003  
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existing retinopathy and it has also reduced the incidence

of diabetic macular oedema. Yet oral fenofibrate

supplementation has shown no beneficial effect on the

progression of DR in patients without pre-existing

retinopathy. There was also no significant improvement of

visual acuity as per Snellen’s chart in patients receiving oral

fenofibrate. However, the requirement for laser treatment

for DR was significantly lower in patients receiving oral

200mg fenofibrate than in patients who were receiving

placebo treatment. Whether or not this drug can retard the

progression of DR and eventually reduce the cost of

treatment for diabetic eye disease is still a matter of debate

which requires further multicentric trial with considerably

longer follow-up duration.
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Introduction:

With recent advancements in the field of medical

science, tissue engineering, organ transplantation, human

embryonic stem cell research and aborted fetal tissue

transplants are becoming an attractive source for new

scientific exploration and innovation in the field of

medicine and healthcare. Human tissues can be used for

transplantation studies and therapeutics as well as for in

vitro purposes in understanding the simple and basic

biology of different ailments as well as in the search for a

better cure. However, like any other drug therapy or drug

discovery process, tissue experimentation generates

intensive debate in terms of ethics and law. Whether it is

moral or immoral to use different aborted materials like

embryonic stem cells from the inner cell mass or fetal tissues

are discussed in this chapter, as these are the two primary

materials that are obtained from aborted fetuses and are

currently intense topics of discussion regarding their ethical

use for experimental and therapeutic purposes.

Religious Views regarding the Life of a Fetus and Its

Abortion:

Different religions have different views on when life

begins in a fetus and therefore whether abortion should

be allowed or not, and if it is allowed, under what
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 – Editor

circumstances or conditions. Most religions make an

exception if the mother’s health is in danger, but, beyond

that, are uncompromising. Research on the growth and

development of the fetus or on surgery of the unborn or

fetal stem cells, may require aborted fetuses, and therefore

it is important to understand religious beliefs.

While one country may regularize abortion under

certain circumstances including the right of the mother to

have a choice in the matter, another country may forbid

abortions on religious grounds. In Islam, abortion is normally

regarded as wrong or haram (forbidden); however, under

special circumstances abortion is permitted in order to save

a mother’s life. According to in Islam, abortion is permitted

after 120 days of pregnancy under specific circumstances

and some Islamic states even permit abortion after 16 weeks

of the second trimester if it is thought that the pregnancy

may cause major concern with regard to the mother’s health

and wellbeing or if the pregnancy outcome may result in a

child with life long health issues1.

According to the Jewish custom or Halacha, a fetus

becomes a fully fledged human when the head emerges

from the womb at the time of birth. Before then the fetus

is normally considered as a partial life2. The fetus to the

Jewish community has a supreme value as it helps in
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forming a fully fledged life. Abortions are not permitted on

the grounds of genetic anomalies; however, like in Islam,

abortion is permitted only when it poses a great risk to the

mother’s life and health2. In Christianity, both the Catholic

and the Orthodox church are against abortion. According

to the Catholic Church, life is sacred and inviolable and it

should not be hurt3. However, in ancient times, before the

advent of the Jewish religion or Christianity or Islam, the

understanding of when exactly life begins, was different.

During the fourth century BCE to first century CE, Aristotle’s

theory of ensoulment was widely accepted in pagan Greece

and Rome4.

Aristotle taught that the fetus is originally a vegetable

which evolves as an animal soul with further increase in

gestation time. Ensoulment or the life of a human starts at

40 days after conception in case of males and 90 days for

female fetuses according to this theory4. Therefore the idea

of abortion was not condemned in the early stages of life as

the fetus was believed to have a vegetable soul or an animal

soul except in the later stages after ensoulment has

occurred4. St. Augustine (354–430 CE) opined that a

human soul can reside in an organized entity during early

pregnancy; an abortion can be called a murder as no human

soul is destroyed (only an animal or vegetable soul is

destroyed)4. This was very much in accordance with

Aristotle’s philosophy regarding the abortion of a fetus.

Much later, at the turn of the seventeenth century, the

Greek concept was totally discarded (the religions

mentioned earlier, in any case, viewed abortion as morally

wrong, and the new theories provided a kind of

justification); the concept of simultaneous animation gained

momentum: it was surmised that the embryo acquires its

soul right from the conception stage and not in the later

weeks of gestation4. In Hinduism, abortion is generally

viewed as a wrongdoing since it destroys an Atma (soul).

Like the Jewish and Muslim communities, Hindus permit

the abortion process only when pregnancy poses a great

risk to the mother. Normally, according to Hinduism, killing

a fetus is like killing a priest, or it is even seen as worse

lost their caste for committing this act.

Many Hindus consider pregnancy as a duty since

procreation is considered a duty to continue the family name,

the caste and the community. Hindus also believe in

reincarnation, that is, when a person dies, his or her soul is

recycled to this world in the form of a fetus in a different

mother’s womb; thus, in the eternal cycle of life, the fetus is

held in high respect5.

In contemporary times, however, like some other

developing nations, India, which has a majority Hindu

population with Muslims forming a large minority has

legalized abortion till a fixed number of weeks; this is to

contain the population and for other reasons like the

mother’s health, the status of the fetus’ health etc. At the

same time, illegal abortions of female fetuses, known as

‘female foeticide’ also occur because of cultural preferences

for male children5.

Buddhism believes that harming the fetus is a murder

or killing; but according to the views of the Dalai Lama,

the Buddhist supremo who is remarkably modern in his

thinking, while killing a fetus is wrong, depending on

circumstances like whether the unborn child will be

regressed and retarded from birth or create a serious

problem for the parents, abortion can be implemented3.

From the above discussion, it may be gathered, that an

intense debate revolves around the issue as to whether the

fetus can be considered as a life form, and this debate is

largely fed by conceptual differences in various religions

on when life begins, the sanctity of life and whether man

has any right to kill or destroy God’s creation. These

arguments should also extend to man’s so-called claimed

right to kill in wars or develop nuclear bombs that threaten

mass killing. It almost appears that self-proclaimed

defenders of the ‘fundamentals’ of many religions place

less sanctity on the lives of innocent adults, who are at

times slaughtered in the name of religion, at other times, in

the pursuit of power and national interest, than on the

innocent unborn, who has yet to emerge into life.

Interestingly, debates on issues of power struggles, regime

change, nuclearization and the threat of a nuclear war/than killing one’s parents; in ancient times many would have
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disaster, which may involve mass killing of innocents, never

seem to take a religious form, while the abortion debate

and ethical issues surrounding fetal research are largely

religious. Those who are against abortion believe that life

starts at the time of conception, and those who favor abortion

believe that abortion can be implemented only before the

fetus is considered as a sufficient human and has the right

to live6. According to the Catholic Church, as discussed

above, the embryo should be treated as a person right

from its conception. It is believed that the fertilized egg

during the conception period contains the full genetic code

of a human being. The fertilization stage can be regarded

as the beginning of a process that involves development

and maturation and initiates the beginning of biological life.

Some people also consider brain activity of the fetus as

the first sign of introduction of life in the fetus, i.e., it is the

time when the fetus starts to develop into a new individual

human being. However, medical science has proved that

the stage of brain activity in the fetus is more like a pre-

conditioning phase where the fetal consciousness is actually

not very well demonstrated6.

Guidelines and Ethical Principles Pertaining to

Aborted Material Research for Therapeutic

Purposes:

The advances in medical research and the scope for

new ideas to develop into new life-saving therapies cannot

be denied. In fact, since the beginnings of medical science,

particularly Western medicine, research has proved

invaluable in developing new cures, and some of this

research involved cadaveric as well as real life research.

While emphasizing the need for experimentation, without

which theory will remain the theory, it should also be

emphasized that certain principles, guidelines, and ethics

should be followed. Medical Councils of many countries

have tried to frame ethical guidelines which suggest broad

principles for empirical research. One such guideline is that

of the Medical Research Council, UK, which suggests that

human samples, be it cell lines or an aborted fetus, should

be treated like donations7. Research pertaining to the use

of human aborted samples and biological specimens should

be treated with dignity, respect, and transparency7. Cultural

and religious differences play an important part while

considering the use of aborted materials for research and

medical purposes which researchers should be aware of.

Therefore a connection of trust, belief, and honesty should

be developed between the researcher and the donor8. The

Guideline also says that an important objective of the

research is to develop new products that will have less risk

and optimum efficiency when compared to standard modes

of therapy currently available in the market. Therefore the

parameter of assessing the potential benefits and potential

risks should be taken into serious consideration before

aborted materials can be used for research or therapeutic

purposes. Research, using aborted materials, should

continue only when it is observed that the potential benefits

outweigh the potential risks9. Researchers should also

emphasize on the full use of existing collections rather than

trying to accord new aborted material8. Another objective

of research, according to the aforementioned Guideline is

to know the unknown through trial and error methods.

However, it suggests that special considerations

should be followed while using human aborted materials by

improving the awareness of the researcher with respect to

the experiment or research or the therapeutic efficacy that

certain trials or studies demand through different enriched

and high-quality journals and research materials for clinical

data and efficacy results; this can be easily accessed online

so that there can be the minimal waste of human and

biological aborted samples8.

Coming to the point of financial gains and transactions

through selling or acquiring of aborted human parts or the

fetus, the Guideline notes that no such vested interests should

be encouraging the donors, physicians, researchers and the

recipients of such aborted therapies, nor should there be

any conflict of interest9. The informed consent form is one

of the best ethical practices to maintain transparency in any

medical or biomedical research pertaining to the use of

human aborted tissues and samples. It gives the donor a

chance to verify information pertaining to the purpose and
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use of their samples, thereby giving them an honest chance

to decide whether to donate or not8. Through a lucid and

easily understandable ‘Informed Consent Form’ (ICF),

donors get a first hand and detailed information whether

their samples would be used for commercial use like

therapeutic purposes or just for pure research. Literacy is

another important aspect of taking informed consent from

human donors. This is a very serious issue in many developing

countries where illiterate or minimally educated donors can

be coerced or fixed into donations of aborted tissues or

fetus in lieu of personal financial and commercial gains of

the researcher, clinician or the recipient of the tissue. The

donor should be adequately accompanied by someone who

can maintain transparency and not influence the donor’s

decision and in case if the donor is not able to apprehend

the language or the content of the ICF, the person

accompanying should explain the ICF to the donor10. Details

of the process and the purpose of collecting the aborted

material, where it will be stored, whether it will be given or

sent to any other place for therapeutic purposes, and if used

for transplantation studies, the methods by which it will be

transplanted and for what medical condition, should be

mentioned.

Ownership is another important concept while

donating aborted materials for research and medical

purposes. In the case of fetal transplantations, aborted

fetuses are normally used as therapeutics. While the fetus is

inside the womb, the mother controls the ownership;

however, once it has been donated after a proper informed

consent process, the question remains whether the mother

will have the same say as before or whether the ownership

the role of the mother will be diminished as the power of

attorney of the aborted fetus will be transferred to the hands

of the clinicians and the surgeons who will be conducting a

fetal tissue transplantation or experimental procedures. It is

a serious matter of debate and no straight forward answers

are possible and the best way to ascertain such ownership

or proprietary rights are to ascertain the situation on a case

by case basis.

There are other Guidelines like the world Health

Organization’s (WHO) International Ethical Guidelines for

Biomedical Research involving Human Subjects and the

Human Tissue Authority’s (HTA) Codes of Practice, which

are working on how best to conduct research in a fair manner

without harming any community’s sentiments or violating

human or other rights or allowing unscrupulous persons to

make financial gains instead of using aborted tissues for

research that will ultimately benefit mankind11. It is useful to

look into these well thought out but evolving guidelines as

an aid to ethical research instead of dumping the baby with

the bathwater in the rather intense debate on whether

abortion or abortion research or fetal research should be

permitted on ethical grounds. Contemporary state of the-

art research requires cell lines etc that may need the

destruction of the embryo. If proper guidelines are followed

and if a mother’s right to the choice is recognized, maybe

some of the issues raised by religious and other bodies,

may be circumnavigated.

Use of Human Embryonic Stem Cells from Pre

Implanted Blastocyst Stage:

One of the issues surrounds human embryonic stem

cells which are an extremely attractive tool for cell

therapeutic purposes and were first isolated by Thomson

et al in 1998 at the University of Wisconsin, Madison12.

These human embryonic stem cells (hES) as they are termed,

are derived from the inner cell mass of the blastocyst stage

of the embryos within 5 days of fertilization of the oocyte.

hES cells are egarded as pluripotent stem cells as they can

differentiate into any lineage of the ectoderm, mesoderm

and the endoderm except the extraembryonic tissues which

forms the placenta13. Hence these cells are pluripotent but

not totipotent stem cells. These hES cells are also immortal

due to the presence of the telomerase gene, the protein the

product which ensures that the telomeric ends of the

chromosomes are maintained after each cell division and

does not undergo senescence13.

The other cells which are pluripotent like hESC’s are

the human embryonal germ cells (hEG) derived from the

primordial germ cell lines which would have formed the

gametes ultimately if the fetus was not aborted. Most of the
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work pertaining to hESC and hEG are still in the pre-clinical

and trial phase and this has led to an intense the debate

over the use of such cells for therapeutic research, as

isolation of these cells before the implantation stage requires

an intervention and the termination of the pregnancy13.

 Therefore the status of the pre-implanted embryos

are one of the most debated and sensitive issues, disputing

on the isolation of the inner cell mass for the derivation of

the viable human embryonic stem cells. However, it may

be pointed out here that normally, from a medical point of

view, pre-implanted embryos are mostly nonviable due to

50–60 % of them being aneuploidies in nature13. Therefore

selecting a nonviable embryo for clinical and therapeutic

purposes to treat different diseases does not collide with

the ethical views of destroying a potential or viable life13.

The debate surrounding the pre implanted embryo,

therefore, is more of a moral and symbolic value; but in

terms of research it has potential value for the cure and

the development of new therapies13.

From the scientific point of view, an isolated inner

cell mass (ICM) alone cannot give rise to a fetus; this is

the misconception among many people especially in the

nonmedical community who condemn the use of embryonic

stem cell research. Trophoblast and extra-embryonic

endoderm cells along with the ICM are required for proper

implantation and nutrition of the embryo to help in the

formation of the fetus. Thereby the ICM alone is a

nonviable material which cannot contribute to later stages

of development13.

Some others also opine that the cells of the inner

cell mass are an important part of the embryo; however,

when the ICM is cultured in vitro, the nonviable cells

perish, giving way to the viable cells of the ICM that can

further divide into three lineages. This further strengthens

the argument that the ICM may contain viable human

embryonic stem cells that along with other constructs like

the trophoblastic layer and the extra embryonic endoderm

could give rise to a fetus, but not alone by itself, and

therefore the cells of the ICM only can never be considered

as an embryo13.

In spite of the above-mentioned scientific

observations and explanations, many opinions suggest that

any part of the ICM can be considered as a viable tool

for fetal development if the proper constructs were present,

thereby depriving the chance of fetal development to the

isolated ICM. These very people also share the opinion

that any cell that can give rise to a fetus should be

considered as an embryo, thereby contradicting scientific

ideas, where an adult stem cell after a somatic cell nuclear

transfer into an enucleated oocyte can give rise to an adult.

In such cases, then, adult stem cells will be also regarded

as embryos which very much refute the scientific

observation and concepts pertaining to embryology13.

Therefore the moral value of the nonviable pre-implanted

embryos are much lesser than the viable pre-implanted

embryos; this concept needs further introspection13.

The ban on embryonic stem cell research on flimsy

unscientific grounds based on religious morality rather than

on scientific perceptions and observations, appear a little

confounding and not very justifiable13.

There are two types of opinions regarding the

developmental source and moral status of the

preimplantation embryo13,14. Some view the embryo as a

person and others see it as a nonperson devoid of any

moral/rights status. Another view sandwiched between

these two is the moderate the view that the embryo needs

protection as it can become a potential individual, and

that it needs respect and is not to be played around with

as a research material13. However, before the appearance

of a primitive streak and the differentiation of the three

germ layers, embryos have a diversified and unpredictable

function from where it can either give rise to twins or a

normal individual, or abort; thus the embryo, at this stage,

can be considered more like the units of a cell present in

an adult system which together forms an organization called

the tissue and performs a specialized function. Also,

ethically, human embryonic research is far more superior

in terms of moral acceptance when compared to the use

of aborted fetal tissue transplants because a fetus has a

higher moral and symbolic value than a pre-implanted
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embryo, and secondly, because abortion of the fetus can

often lead to pregnancy-specific disorders to the mother15.

Use of Fetal Tissue as a Research and Transplantation

Material:

Moral and ethical dilemmas – Modern research has

indicated the use of fetal tissue as an attractive option for

treating intractable diseases like diabetes, Parkinson’s and

various other neurological disorders. It is also an attractive

option for preparing vaccines; the 1954 Nobel Prize was

awarded for a polio vaccine that was developed from fetal

kidney cells.

Also, fetal cells were widely used for making vaccines

for measles. On November 10, 1988 fetal tissue was used

for the transplantation of fetal cells into a 52-year-old

suffering from Parkinson’s disease at the University of

Colorado Medical Centre16. More recently in India,

Bhattacharya et al used fetal thymus tissue in a patient with

arthritis. Yet many bioethicists like Arthur Caplan believe

that the very concept of using aborted fetal tissue for research

and therapies is like a ticking time bomb of medical ethics17.

But the possibilities of unveiling the mysteries of

nature to provide the cure for diseases that have plagued

mankind for centuries through fetal tissue, outweigh outright

rejection of the idea of fetal tissue research. Fetal tissue has

some unique properties for transplantation and cell therapy

purposes as it is hypo immune and can result in less rejection

of the graft. It has a high proliferation and differentiation

rate in vivo as seen from various pre-clinical trials and

medical therapies.

However, the paucity of research has led to limited

success, though the possibilities are immense. The best

way to characterize fetal tissue research and

transplantation till date is “Experimental”18. In the US,

currently, 8 states prohibit the use of fetal tissue from dead

fetuses and 17 states further prohibit the sale of tissue and

fetal organs19.

Current prominent and identifiable ethical concerns

pertaining to the use of fetal tissues as a substance for

biomedical and medical research are mainly based on the

possibilities that a pregnant a woman might be influenced

upon to undergo abortion or some women would be

encouraged to get pregnant to induce abortion in exchange

for financial gains. Thirdly, a woman’s decision to donate

an aborted fetus as a gift for human research and

development may also be influenced by persuasion tactics

or pressure19. The very the concept of gift is flawed because

abortion is induced due to the nonviability of a fetus or in

other words, fetuses that suffer normal abortion, are not

welcomed to join the human community.

Therefore questions arise regarding how a nonviable

fetus can be considered as a gift18. The mother also cannot

consider herself a donor of a gift because a gift has certain

values whereas an aborted fetus does not have any such

properties and is destined for closure. Therefore the very

concept of donation or gift may itself be debatable.

However, there is evident truth in all these opinions.

The role of a physician in  influencing a mother’s decision

for fetus donation due to vested interests or financial gain,

is not unknown, especially in developing countries where

poverty-stricken pregnant mothers with many children are

extremely vulnerable to exploitation.

Therefore, it is important to reiterate some of the

points made earlier regarding the strict implementation of

guidelines which are made after considerable consideration.

These guidelines should also be not too rigid, allowing for

flexibility; what is taboo today may be acceptable

tomorrow? It must be remembered that in early.

Christendom, cadavers were clandestinely dug up by

scientists and artists who wished to study muscle structure,

the veinous system etc; today, cadavers are used in medical

schools all over the world for the study of human organs

and systems.

However, in the current context, certain measures

may help maintain ethical standards19:

• Proper informed consent form, which is easily understood,

and which contains all relevant information is a must.

Fostering and developing a relationship other than personal

interests between the physician and the mother should be
also encouraged. If the fetal tissue will be stored, it should
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also be mentioned in the ICF19,20.

• Health cares practitioners who will be participating in the

research should be in no way involved with the ICF process

so as to avoid any conflict of interest. Also confidentiality

of the donor should be maintained strictly20.

• Ownership of the dead fetus or the fetal tissue, i.e., who

will assume the proprietary or ownership rights, the mother,

the physician or the recipients should be clear20.

Discussion:

According to the World Medical Association

(WMA) fetal tissues are not to be exploited, and should be

provided according to the current guidelines and laws of

the country, or international guidelines like the Declaration

of Helsinki and the Declaration on Human Organ

Transplantation should be followed19. The the question

that always rises up in a case of fetal research and

transplantation are that “Is it necessary to destroy a life for

the sake of another life”?

It is a highly ambiguous question that has no direct or

correct answers because of the fact that a number of ethical,

moral and scientific opinions are involved before coming to

a general consensus.

The same is the case for using human embryonic stem

cells for therapeutic and clinical research. Under the

circumstances, what is needed are strong independent

Institutional Ethical Committees consisting of experts from

diverse disciplines including law and the social sciences

apart from subject experts, which can judge the merits of

research on a case by case basis, and who are

knowledgeable about their country’s and international

guidelines on medical research on human subjects, tissues

or cells. The Ethics Committee must review the IFCs to

safeguard the interests and health of the mother and the

aborted fetus.

Conclusions:

It is immensely important to understand what are the

ethical dilemmas involved in aborted tissue research and

whether this research is superior to the current approach

towards cadaveric organ transplantation or xenotrans

plantation.

The pros and cons of this kind of research have to

be weighed. Modern medical theory speculates on the

spectacular benefits of fetal tissue research and the potential

cures of intractable diseases through the transplantation of

cells derived from fetal tissues. On the other hand, such

research can easily be exploited by doctors, donors, family

members of donors, touts etc for personal financial gain.

Further, one must also take into account the raging

controversy on when life begins and whether abortion is

ethical on religious grounds because it could mean the

murder of an unborn human life, which also has a right to

become a full human being at birth. Various national and

international medical councils and other bodies have

speculated on these issues and have come up with guidelines

to prevent misuse of research and also take into account

the mother’s health and willingness to donate, thus also

addressing religious and cultural issues. Perhaps, if strict

surveillance is kept by ethical committees, which should

bear in mind the long-term benefits of research as well as

the interests of all concerned, the new and novel ideas of

medical scientific theorization can bear fruit in cures and

therapies for humans in the future without harming the

interests of the humans and unborn humans of the present.
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Role of Diet and Lifestyle Modifications in Controlling Hypertension

Pradip Kumar Das1, (Miss) Eshita Das2
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Introduction:

Hypertension is now the rising trend in recent times.

High blood pressure or hypertension has become a major

public health problem all over the world. Deaths of 15 to

20 people out of 100 are attributed to hypertension related

diseases. Apart from the various risk factors like diabetes,

smoking, etc, changes in lifestyle and food habits are one

of the important culprits blamed for it1. So patients of

hypertension or coronary heart disease when staying in

primary health centre or subdivisional hospital or district

hospital or medical colleges, need the good nutritional

advices which are often overlooked. In developing countries,

practice of unhealthy dietary behaviours often occur in

association with other unhealthy behaviours such as physical

inactivity and smoking. Moreover, unhealthy dietary habits

such as high intake of saturated fats, salts as well as less

intake of fruits and vegetables tend to cause hypertension

or raised blood pressure2, coronary heart disease and

stroke. In observational studies, the question arises whether

some dietary practices are merely a surrogate for other

dietary practices or for a composite of multiple health

behaviours. The effects of diet on multiple cardiovascular

risk factors, ranging from body weight to blood lipids3 and

blood pressure to thrombotic mechanisms, also raises the

question of when and how far to adjust for these variables

in evaluating the relationship of diet to  hypertension and

cardiovascular disease. So dietary advices have an

important role in the non-medicinal management of

hypertension and heart diseases.

 Causes of Hypertension:

v Overweight

v Stress

v Physical inactivity

v Low intakes of essential minerals

v Excess salt consumption

v Excess alcohol consumption

Abstract:

Hypertension or high blood pressure increases the risk of heart disease, stroke and kidney disease. Adequate

evidence is available, from studies conducted within and across populations, to link several nutrients, minerals, food

groups and dietary patterns with an increased or decreased risk of hypertension. Dietary saturated fats and dietary

sodium is associated with elevation of blood pressure, while regular frequent intake of fruits and vegetables is

protective against hypertension. Sufficient knowledge regarding the recommendation of nutritional interventions, at

both population and individual levels, for reduction of hypertension is now being used to promote healthy diets and

discourage unhealthy diets.
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Studies on Effect of Diet on Hypersension or

Cardiovascular Risk Factors:

Studies focusing the effect of diet on hypertension or

cardiovascular risk factors have applied a wide variety of

study designs–ecological studies within and across

populations, cross-sectional surveys, case–control studies,

community based demonstration projects, randomised

clinical trials and before–after type of metabolic studies1.

The effect of various dietary fats on these plasma

lipids has constituted the key link in the causal pathway that

connects diet to cardiovascular disease3. Fatty acids are

grouped into three classes–saturated fatty acids (SFAs),

monounsaturated fatty acids (MUFAs) and polyunsaturated

fatty acids (PUFAs). Outcome of large randomised clinical

trials, in which replacement of saturated and trans fats by

polyunsaturated vegetable oils effectively lower

cardiovascular disease. Anti-oxidant nutrients, which can

directly scavenge free radicals, would be protective against

atherosclerotic vascular disorders. It has been studied

extensively in animal experimental models, in

epidemiological studies, controlled clinical trials and in

population studies on restricted sodium4. This rise in blood

pressure was related to an increase in salt consumption and

a reduced dietary intake of potassium. Dietary interventions

to stop hypertension (DASH) diet trial1 further strengthens

the conclusion that salt restricted diets lower blood pressure

effectively. The effects of increased fruit and vegetable

consumption on blood pressure alone or in combination

with a low-fat diet, were assessed in the DASH trial1. While

the combination diet was more effective in lowering blood

pressure, the fruit and vegetable diet too lowered the blood

pressure in comparison to the control diet. The relationship

of alcohol to overall mortality and cardiovascular mortality

has generally been J-shaped, when studied in western

populations in whom the rates of atherothrombotic vascular

disorders are in uprise trend.

Role of DASH Diet (Dietary Interventions to Stop

Hypertension) :

· Involves eating more fruits, vegetables, whole-grain

foods.

· Low-fat dairy, fish, poultry, and nuts.

· Eating less red meat, saturated fats, and sweets.

· Reducing sodium in the diet can also have a significant

effect.

· Eating foods that are rich in magnesium, potassium and

calcium.

· Addition of more whole grains and cereals like jowar,

bajra, oats in the diet.

· Allicin in garlic is the substance has been shown to relax

the blood vessels and ultimately reduces the blood

pressure.

·  The long chain omega-3 fatty acids EPA and DHA

obtained from the fish oils and flax seeds, has been

studied to improve the elasticity of the arteries which in

turn reduce the blood pressure and vascular resistance.

· Coenzyme Q10 obtained from fresh fish, spinach,

broccoli, peanuts, wheat germ and whole grains are very

effective nutritional antihypertensive agent.

Daily Menu of Food Groups and Daily Suggested

Serving Amounts:

Grains : 7-8 daily servings

Vegetables : 4-5 daily servings

Fruits : 4-5 daily servings

Fat free dairy products : 2-3 daily servings

Nuts, seeds and dry beans : 4-5 servings per week

Fats and oils : 2-3 daily servings

Meat, poultry and fish : 2 or less daily servings

Sweets : less than 5 servings per week

Lifestyle Modifications for Prevention of

Hypertension:

Regular exercise helps lower blood pressure. Adults should

get about 150 minutes of moderate-intensity exercise

every week. That could include gardening, walking

briskly, bicycling, or other aerobic exercises.

Muscle-strengthening activities are recommended at least

two days a week and should involve all major muscle

groups.

Meditation can put our body into a state of deep rest, which

can lower our blood pressure. Yoga, tai chi, and deep

breathing also help.
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Stop smoking and reduce the intake of dietary saturated

fat.

Limit the consumption of alcohol to no more than 720 ml of

beer, 300 ml of wine, 60 ml of whisky per day.

Reduction of overweight and maintaining normal ideal

body weight.

Reduction of sodium intake in our daily diet ie, not more

than 6 g salt (1 tablespoon).

Maintaining adequate intake of potassium, calcium and

magnesium in our daily diet.

Further Research to Be Recommended:

Clinical trials using composite dietary interventions

(such as the low sodium-DASH diet or a low sodium-Lyon

diet) to evaluate the impact on comprehensive (absolute)

cardiovascular risk profile, incorporating multiple

cardiovascular risk factors  in relation to diet, nutrition and

prevention of hypertension.

Recommendations to National Government:

*   Development and implementation of  food and agriculture

policies, which will enable adequate production and

domestic supply of fruits, vegetables and whole grain

cereals at affordable prices to all segments of the

population.

* Development and implementation of policies related to

edible oil production and domestic supply, which will

enable consumers to exercise healthier choices, in

accordance with the nutrient recommendations as stated.

* Development and implementation of policies involving

urban planning and transport for creating facilities for

supporting regular physical activity by all people of all

ages.

* Development of national standards for manufacture and

marketing of fats and oils and utilising mass

communication channels to promote national and

community-based nutrition education.

Recommendations to Industry:

Making low sodium and low fat foods widely

available in the market through appropriate manufacturing

practices and lowering the sodium content of regularly

consumed foods like breads and cereals. In clinical

practice, the role of diet as an effective vehicle of primary

and secondary prevention of cardiovascular disease must

be stressed in national and international guidelines. For

the successful implementation of these guidelines, health

professionals must be trained to comprehend and

communicate dietary advice through counselling, contacts

with individuals and groups. Dietary advice should be

treated as an effective remedy to risk reduction. Food-

related dietary guidelines should be developed at the local,

regional or national level to involve people, patients,

professionals and policy makers to clarify the practical

dietary measures needed to promote cardiovascular

health.
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Uncommon Presentation of Histoplasmosis
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Bandyopadhyay5

Abstract:

Histoplasmosis is usually associated with occupational exposure. The disease is usually localised in

immunocompetent hosts. Isolated lymphadenopathy due to histoplasmosis is rare. A 46-year-old male was presented

with weight loss, fever and diarrhoea with abdominal lumps. He had palpable lymph nodes of 1-1.5cm in diameter

in cervical region and 3-3.5cm in diameter in both inguinal regions. Intra-abdominal lumps were also palpable. USG

guided FNAC from abdominal node revealed plenty of macrophages and lymphocytes along with macrophages

containing intracellular organisms. He was treated with IV amphotericin B and itraconazole and referred to State

AIDS Clinical Expert Panel and treated accordingly. He is asymptomatic over the past several months.

Key words: Histoplasmosis, lymphadenopathy.

Introduction:

Histoplasmosis is an endemic mycosis in India, usually

associated with occupational exposure. The disease is

usually localised in immunocompetent hosts and may

disseminate in the setting of immunodeficiency. However,

isolated lymphadenopathy caused by histoplasmosis is rare

in the literature. Here a case of intra-abdominal

lymphadenopathy due to histoplasmosis presenting as

prolonged fever in an immunocompromised host is

reported.

Case Report:
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history of weight loss and fever for last 2 years, diarrhoea

for 3 months and abdominal lumps for 2 months. The patient

was diagnosed HIV1 positive in June 2013 but remained

untreated since then. The fever was intermittent, moderate

in intensity and had no diurnal variation. The stool was soft,

non-bloody, occurred 5-6 times a day and was not

associated with abdominal pain. The stool consistency did

not vary with diet or fasting. Around 2 months back the

patient noticed a lump in the upper part of the abdomen,

which was painless and firm. Gradually the mass increased

in size and more such lumps appeared gradually. There was

A 46-year-old married male, tailor by profession with

sexual promiscuity was admitted in October 2014 with

no history or contact with TB and he had neither received

blood transfusions nor ever been operated upon.
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The patient was cachectic with a BMI of 10.9kg/m2.

His pulse rate was 108/minute, BP 130/70 mm Hg and had

mild pallor. He had palpable lymph nodes which were 1-

1.5cm in diameter in the cervical region, and 3-3.5cm in

diameter in the inguinal region. The nodes were firm,

discrete, non-tender, and not adherent to underlying

structures or overlying skin. Systemic examination revealed

glossitis, unremarkable chest and CVS findings, and no

abdominal organomegaly. Minimally mobile intra-abdominal

lumps of varying sizes were palpable which were firm, non-

tender and discrete. No subcutaneous nodules were present.

Provisional diagnoses considered were tuberculous

lymphadenopathy and non-Hodgkin’s lymphoma (NHL).

The patient was started with cotrimoxazole

prophylaxis. Blood tests showed Hb 9.1g/dl, TLC 2960

cells/µl, N 76%, L 20%, Platelet 1,50,000/µl, ESR 95mm

in first hour, fasting sugar 122mg/dl, urea 21mg/dl, creatinine

1.2mg/dl and the liver function test was normal except for

SGOT 82 U/l. HBsAg and HBeAg were both positive,

IgM antiHBc was negative and HBV viral load was

844,93,479 IU/ml. Anti HCV was negative. The CD4 count

was 23 cells/µl. The chest x-ray was normal while abdominal

USG revealed multiple enlarged nodes in peripancreatic,

coeliac, para-aortic, aortocaval, peri-umbilical and both iliac

regions, with the largest in the left peri-umbilical region

measuring 2.7cm x 7.8cm. FNAC from a cervical lymph

node suggested reactive hyperplasia and an USG guided

FNAC from abdominal lymph node was performed on the

6th postadmission day which revealed plenty of

macrophages and lymphocytes along with macrophages

containing intracellular organisms (Fig1, H&E, X100),

without any evidence of granuloma formation or malignancy.

Fig 1 –  FNAC Smear from Cervical Lymph Node Showing Both Extracellular and Intracellular Histoplasma (Arrows)
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These organisms were also seen extracellularly and a

diagnosis of generalised lymphadenopathy due to

histoplasmosis in an HIV – HBV coinfected patient with

advanced immunodeficiency was entertained.

IV amphotericin B was initiated and the nodes started

regressing by the 8th day of therapy with overall clinical

improvement. IV amphotericin B was continued for 21 days

and follow-up with itraconazole 200mg thrice daily for 3

days followed by 200mg twice daily. In view of the drug

interactions of itraconazole with the NNRTI group of ART,

the patient was referred to the State AIDS Clinical Expert

Panel (SACEP), School of Tropical Medicine, Kolkata for

alternative first line HAART where tenofovir, lamivudine

and boosted PI with lopinavir and ritonavir (Tdf/

3TC/LPV/r) was advised, along with itraconazole as

secondary prophylaxis till adequate immune reconstitution.

The patient has been on regular follow-up and has been

asymptomatic over the past several months.

Discussion:

Histoplasma is a dimorphic fungus and is endemic

throughout the world, with the exception in Europe. The

disease presents with pulmonary or disseminated infection

affecting the lungs, reticulo-endothelial system and mucosal

surfaces1. The development of progressive disseminated

histoplasmosis (DH) indicates impaired cell-mediated

immune responses2. In India, histoplasmosis seems to be

prevalent in the Gangetic delta3.

In DH, a massive influx of macrophages with scattering

of lymphocytes and ill-formed granulomata may be seen.

Granulomata are more commonly seen with TB and may

occur due to many chronic fungal infections.  Therefore,

appropriate stains and diagnostic expertise are important

to avoid inadvertent use of antituberculosis drugs in fungal

infections4, 5.

Non-specific presentations like fever, chills, myalgia,

non-productive cough, chest pain, weight loss, fatigue, and

night sweats are common. Manifestations of DH include

pulmonary disease, hepatomegaly, splenomegaly, bone

marrow infiltration, pericarditis, arthritis or, less commonly,

fibrosing mediastinitis6. Uncommon presentations include

adrenal involvement, abdominal lymphadenopathy and

chylous ascites7. Isolated generalised lymphadenopathy as

a presentation of histoplasmosis is a clinical rarity.

Conclusions:

Generalised lymphadenopathy due to histoplasmosis

without involvement of lung, liver or spleen is rare in the

literature, especially in HIV-infected patients with low CD4

counts. The purpose of documenting this case is to sensitise

clinicians to the remote possibility of histoplasmosis as a

cause of persistent generalised lymphadenopathy (PGL),

although isolated PGL is common in the setting of advanced

HIV infection.

References:

1. Farrar J, Hotez P, Junghanss T, Kang G, Lalloo D, White

NJ. Manson’s Tropical Diseases 23rd ed. New York:

Elsevier, 2014.

2. Subramanian S, Abraham OC, Rupali P, Zachariah A,

Mathews MS, Mathai D. Disseminated histoplasmosis.

J Assoc Physicians India 2005;53:185-9.

3. Randhawa HS, Khan ZU. Histoplasmosis in India:

current status. Indian J Chest Dis Allied Sci

1994;36:193-213.

4. Mansoor CA, Bhargavan PV, Rajanish R, Lekha R.

Disseminated histoplasmosis. Indian J Orthop

2013;47:639-42.

5. Gopalakrishnan R, Nambi PS, Ramasubramanian V,

Abdul Ghafur K, Parameswaran A. Histoplasmosis in

India: truly uncommon or uncommonly recognised? J

Assoc Physicians India 2012;60:25-8.

6. Wheat LJ, Conger NG. Histoplasmosis. In: Hospenthal

DR, Rinaldi MG, editors. Diagnosis and Treatment of

Human Mycoses. New Jersey: Humana Press, 2008:318-

29.

7. Ahmed S, Shazzad MN, Rahaman MF, Kader MA,

Kalam Azad M, Haq A. Disseminated histoplasmosis

without pulmonary involvement in an immunocompetent

host–a case report. Bangabandhu Sheikh Mujib

Medical Univ J 2010;3:44-6.

32     MEDICAL GLORY, VOL 3, ISSUE NO 1, JULY-SEPTEMBER, 2019



Case ReportCase ReportCase ReportCase ReportCase Report

A Case of Wandering Spleen

Sharad Syangden1, Victor Roy1, Rajarshi Gayen2, Gargi Bandyopadhyay3, PK Nemani4

Abstract:

Wandering spleen is caused by the absence or weakness of one or more ligaments that hold the spleen in

anatomical position. Imaging plays an important role in its diagnosis. A 50 years old female presented with dull

aching pain in the abdomen for last 7 days. She had similar intermittent pain during last one year. Patient was

anaemic. Per abdomen examination revealed a smooth, firm mass in the left lumbar region. USG Doppler and CT

scan whole abdomen showed absence of spleen in its normal position. A diagnosis of wandering spleen was made

and elective splenectomy was done. She was discharged on 14th postoperative day. Histopathology of the splenic

tissue showed splenic sinuses dilated and there were areas of infarction. Splenic preservation is highly recommended

in younger age group. Laparoscopic intervention has been introduced recently which offers benefits of minimal

invasive surgery.

Key words: Wandering spleen, splenectomy.

Introduction:

Wandering spleen is a rare condition characterised

by the absence or weakness of one or more of the ligaments

that hold the spleen in its anatomical position. Patient

symptomatology is variable and ranges from mere feeling

of an abdominal lump to sudden abdominal pain due to

infarction. Patients may have subacute to chronic abdominal

or gastro-intestinal complaints. Because of non-specific

symptoms, clinical diagnosis can be difficult; hence, imaging

plays an important role. A major complication is splenic

torsion, which is the cause of acute abdomen. A case of

wandering spleen is presented here where pre-operative

diagnosis was made on the basis of ultrasonography and

computed tomography, which was later confirmed on

surgery, and treated successfully.

Case Report:

A 50 years old female presented to the emergency

department with the complaints of pain abdomen for last 7

days. It was dull aching in nature and located in the left

lower abdomen. It was associated with low grade fever

and non-passage of stool for last 3 days. She had a history

of similar intermittent pain abdomen for last 1 year which
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was relieved on medication. She gave history of three normal

vaginal deliveries.

On general survey the patient was dehydrated, anaemic,

pyrexic. Abdominal examination revealed a smooth, firm

mass 16 x 10 cm in the left lumbar region with ill defined

borders and restricted mobility.

Routine blood investigations showed Hb-7.6 g/dl and

increased total count. Straight x-ray abdomen in erect

posture showed a part of transverse and descending colon

occupying the splenic fossa (Fig 1). USG Doppler and CT

scan whole abdomen showed absence of spleen in its normal

infarction. Pancreatic tail was found free, splenic pedicle

ligated and divided and splenectomy done.

The immediate postoperative period was uneventful,

however she was diagnosed with malaria in the 10th

Fig 1 – Straight X-ray Abdomen Showing  Part of Colon

Occupying the Splenic Fossa

position and a mass occupying the left lumbar region without

any increased vascularity.

A diagnosis of wandering spleen was made and the

patient’s condition was optimised for elective splenectomy.

On exploration, spleen was found in the left lumbar region

covered by omentum, attached by a long pedicle (Fig 2).

Pedicle was found twisted and there were areas of splenic

Fig  2 – Peroperative Photograph Showing Spleen with

Long Pedicle

postoperative day and treated accordingly. She was

discharged on the 14th postoperative day in clinically and

haemodynamically stable condition.

The spleen was of 15x7x6 cm and wighing 680g.

The pedicle measured 12x2cm. Microscopically the splenic

sinuses were dilated and there were areas of infarction.

Discussion:

Before discussing this rare case let us recapitulate

the development and anatomy of spleen. The spleen

develops from the mesoderm in the dorsal mesogastrium1.

It lies in the left hypochondrium behind the stomach, and is

about 12 cm long and 7 cm broad. The spleen is fixed in

position by the lienorenal and gastrosplenic2 ligaments; the

phrenicocolic ligament provides additional support.

Wandering spleen is defined as a mobile spleen that is

attached only by an elongated vascular pedicle3, allowing it

to migrate to any part of the abdomen or pelvis. It is a

result of congenital anomalies in the development of the
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dorsal mesogastrium and the absence or malformation of

normal splenic suspensory ligaments4.  However acquired

anomalies have been described and are attributed to laxity

of the ligaments due to weakness of  the abdominal wall,

multiple pregnancies, hormonal changes, increase in the size

in the spleen, certain connective tissue disorders5.

Wandering spleen is most commonly diagnosed in young

children as well as women between the ages of 20 and 40

years6. Even so, the disease is very rare, fewer than 500

occurrences of the disease have been reported as of 2005

of which around 148 (including both children and adult

cases) were documented to have been from between 1960

and 1992. Less than 0.2% of all splenectomies ie, surgical

removal of the spleen, are performed due to having this

disorder7.

The clinical presentation of a wandering spleen is

variable; patients may be asymptomatic, or they may have

acute abdominal crisis due to torsion of the pedicle with

subsequent splenic infarction or chronic vague lower

intermittent abdominal pain due to torsion and spontaneous

detorsion. There may be features of intestinal obstruction

too5,8. The condition may mimic acute appendicitis, torsion

of an ovarion cyst, etc. Complications include splenic venous

thrombosis, portal hypertension, variceal haemorrhage,

splenic infarction, gangrene and abscess, pancreatitis,

pancreatic tail infarction9.

The clinical diagnosis of wandering spleen may be quite

difficult and the haematological and biochemical

investigations may be non-specific.  Laboratory tests may

reveal elevated inflammatory markers and evidence of

hypersplenism or functional asplenia. Non-invasive imaging

procedures such as Doppler ultrasonography, scintigraphy,

computed tomography (CT) and magnetic resonance

imaging (MRI) are usually diagnostic10,11. In the absence of

infarction, thrombosis and hypersplenism, in patients

presenting with an acute abdomen, detorsion and splenopexy

is a recognised surgical option12. Splenic preservation is

highly recommended in very young patients, those under

one year of age up to those in the third decade of life, who

are at particular risk for overwhelming postsplenectomy

sepsis13. But if there is no blood flow after unwinding the

spleen through detorsion, then splenectomy must be

performed. Recently, laparoscopic procedures have been

introduced for splenic surgery and it has been shown to

offer the benefits of minimal invasive surgery14.
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Case ReportCase ReportCase ReportCase ReportCase Report

A Rare Case of Cervical Fibroid

Angana De1, Rathindranath Ray2, Lovely Agarwal2, Sandhya Das3, Nilotpal Roy3, Arghya Maitra4,

Parvin Banu5

Abstract:

Fibroids arising from cervix are rare tumours accounting for 2% of all fibroids. A cervical fibroid is usually

either interstitial or submucous in origin and arises mostly from supravaginal portion of the cervix; it expands the

cervix equally in all directions and displaces uterine vessels and ureters. On laparotomy it can be recognised easily,

as it fills pelvis, with uterus on top of tumour like “the Lantern on the top of St Pauls”.  As it arises from deep pelvis

and gets impacted, surgery poses difficulties and complications are not uncommon. Here is such a case presented

with 28 weeks size cervical fibroid with the complaints of pain abdomen and increased frequency of micturition.

Patient was selected for operation. Hysterectomy was necessitated. Intra-operatively there was anatomical distortion

and increased vascularity and to prevent haemorrhage vasopressin was used.

In spite of that patient was well managed and was discharged without any postoperative complication.

Key words:   Cervical fibroid, myomectomy, vasopressin.

Introduction:

Uterine fibroid is a common gynaecological disorder

of women of late reproductive age. A majority of fibroids

are associated with uterine corpus. Cervical fibroid is a rare

condition and accounts for 1-2% of all uterine fibroids1. It

can be of two types as per origin: (1) Supravaginal – which

may be of interstitial, subperitoneal and rarely  polypoidal.

(2) Vaginal – pedunculated and rarely sessile.

organs such as urinary bladder, ureter, rectum. So

symptoms are predominantly pressure effect on

surrounding structure.

In anterior cervical fibroid there is bladder symptom

like increased frequency of micturition or retention of

urine. Rectal symptom like constipation occurs in posterior

cervical fibroid. Vascular obstruction leads to

haemorrhoids and oedema in lateral cervical fibroid. In
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Cervical fibroid is a rare condition. Compared to

other uterine fibroids, cervical fibroids are closer to other central cervical fibroid predominantly bladder symptom
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occurs.

Approach to a case of cervical fibroid is either

myomectomy or hysterectomy. Both the operations are

difficult to perform as there is chance of inappropiate

haemorrhage, chance of injury to ureter is more and as it

is cervical origin there is more fibrous tissue, hence difficult

in getting plane of cleavage for myomectomy.

Case Report:

A 51-year-old female patient, P3+0, presented with

abdominal swelling, pain abdomen and increased

frequency of micturition for the last 3 months. Per

abdominal examination revealed uterus was of  28 weeks

size and per vagina findings showed cervix flushed, taken

up uterine size and couldn’t be delineated. USG showed

bulky uterus (15.6 x 9.8 x 14.3cm) with gross

heterogeneous myometrium and one subserous fibroid

(6.43 x 5.26cm) on the posterior wall of uterus.

The patient was posted for abdominal hysterectomy.

Epidural anaesthesia was called for. After proper asepsis,

abdomen was opened by low transverse incision.

Peritoneum was seen adhered to the mass. Adhesiolysis

was done. After proper exposure, a large fibroid of size

15 cm x10 cm was seen originating from anterior wall of

cervix, other small fibroid 5 cm x 4 cm was seen at the

posterior and lateral walls of the cervix (Fig 1).

Vasopressin was applied on the body of uterus. Bilateral

uterine arteries were ligated at its origin and the fibroid

approached after bisection of uterus. Myomectomy was

done followed by hysterectomy. Abdomen was closed in

layer with in situ drain.

Postoperative period was uneventful. Analgesia was

maintained by drugs through epidural catheter. Bladder

and bowel functions were restored on second

postoperative day. After 48 hours drain output was

acceptable and drain was removed. Specimen was sent

for pathological examination. Cut section revealed a firm

mass with whorled appearance and pseudocapsule.

Histopathological examination confirmed the diagnosis.

Discussion:

Uterine myoma is the most common indication of

hysterectomy. Presence of isolated fibromyoma in cervix

with intact uterus is infrequent. Cervical fibroids with

excessive growth are uncommon. They can arise from

supravaginal or vaginal portion of cervix. Supravaginal

fibroids can be central, surrounding the entire cervical canal

and lying centrally in pelvis displacing the ureters superiorly.

Pedunculated fibroids arise from endocervical canal or from

uterine cavity and protrude through the cervix. Sessile

Fig 1 –  Peroperative Cervical Fibroid  Seen at  6 o’clock

Position, with Uterus at 12 o’clock Position
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cervical fibroids arise from cervical lips of vaginal portion

and are rare2.

Cervical fibroids may be classified as: Anterior,

posterior, lateral, central and lastly multiple. The symptoms

of cervical fibroid depend upon the type of cervical fibroid3.

Anterior fibroid bulges forward and undermines the bladder

while posterior fibroid flattens the pouch of Douglas

backwards, compressing rectum against sacrum. Lateral

cervical fibroid, starting on the side of the cervix burrows

out into the broad ligament and expands it. Their relation to

the ureter is important. Wherever the ureter and uterine

artery may be in relation to the fibroid, they will always be

extracapsular4. The knowledge of this fact can turn

potentially dangerous procedure into a relatively safe

operation.

Central cervical fibroid expands the cervix equally in

all directions. Upon opening the abdominal cavity, a central

cervical myoma can be recognised at once because the

cavity of the pelvis is more or less filled by a tumour, elevated

on the top of which is the uterus like “the Lantern on the

top of St Pauls”4.

The operation for removal of cervical fibroid is

hysterectomy, but it can be difficult, and may at times be an

extremely formidable undertaking5. The problems

anticipated during hysterectomy for cervical fibroid are: (1)

Uterine vessels – displaced upwards and outwards; (2)

bladder can be pulled up; (3) ureter – distortion of normal

anatomy. Therefore, more chances of injury to ureter,

bladder and uterine vessels.

A cervical fibroid forms a special case as it is not

usually suitable for treatment by standard hysterectomy

techniques5, hence prone for complications like

haemorrhage and urological injuries as discussed above.

This is because uterine vessels are so elevated as to run

parallel to ovarian vessels forming a vascular leash close to

ureters. The tumour may be impacted in the pelvis displacing

the ureters and overhangs the vaginal vault so much that

this cannot be reached until the myoma is dislocated
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Tuberculosis of the Breast – A Case Report

Sanjay Maitra1, Bappaditya Halder2, Sabyasachi Basu3, Prasenjit Mandal3

Abstract:

Tuberculosis is the most widespread, persistent and fatal infection in the world. Our country has the highest

TB burden in the world. It affects almost all organs in the body. However tuberculosis is exceptionally uncommon

in the breast. Incidence of this disease is higher in countries endemic for tuberculosis, like the Indian subcontinent,

where it may be as high as 4%.

 Here a case of tuberculosis affecting the breast in a middle aged lady of 40 years old from a remote district in

West Bengal is reported. The lady presented to the OPD with an induration over the left breast in the inner upper

quadrant. Suspecting a carcinomatous lesion, an incisional biopsy of the lesion was done. Histopathological examination

report showed it was tuberculous in origin. Antituberculosis regimen was started and now the patient is doing well.

This case report delineates the fact that tuberculosis in the breast, being a very rare condition, is often missed or

wrongly diagnosed. There may be no signs or symptoms of tuberculosis in any other organ in the body. Respiratory

system examination is often normal. Abdominal tuberculosis could be ruled out. Sometimes even a biopsy misses the

aetiology and polymerase chain reaction may be required. So tuberculosis needs to be excluded in patients with

lesions in the breast.

Key words: Tuberculosis of the breast.
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Introduction:

India is a country with the highest TB burden in the

world. Two out of five Indians are infected with tuberculosis

(Mantoux positive). As per RNTCP records, 5000 people

are developing tuberculosis every day and there are 0.37

million tuberculosis deaths every year1. Tuberculosis

primarily affects the respiratory system forming a foci of

infection in the lungs after the bacteria had most commonly

been inhaled from a source ie, from a patient of tuberculosis.

The tuberculous bacilli then migrate through the hilar lymph

nodes and on to the systemic circulation and get seeded in

different organs of the body. They may also be swallowed

into the gastro-intestinal tract and give rise to ileocaecal

tuberculosis or form ulcers in the gut. Tuberculous meningitis,

renal tuberculosis, Pott’s disease, salpingitis, endometritis

and even adrenal tuberculosis are also some other forms of

tuberculosis.
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However tuberculosis affecting the breast is not

common in worldwide surgical literature. Diagnosis is mostly

by acid-fast bacillus staining and treated with specific drugs.

Case Report:

A female of 40 years old from Nadia, a  remote district

in West Bengal was presented with an induration over the

upper inner quadrant of her left breast. There was also a

similar lesion in the central part of her left breast along with

puckering of the skin. On preliminary clinical examination,

the impression was of carcinoma of the breast, a very

prevalent disease in this part of the world. So it was decided

to go for FNAC and an incisional biopsy to confirm the

diagnosis. The cytology failed to give a lead to the

diagnosis. Blood investigations were inconclusive. The

histopathology report showed cells with granuloma and

central necrosis. A chest x-ray was done but with normal

findings. However, the Ziehl-Neelsen stain for the sputum

sample was positive for acid-fast bacilli.

The patient was finally diagnosed with tuberculosis

and was given category I treatment of tuberculosis as per

the RNTCP schedule consisting of isoniazid, rifampicin,

ethambutol and pyrazinamide and when the course of the

treatment was completed after 6 months, the lesion had

healed. The patient is now on regular follow-up and she is

doing well.

Discussion:

The fact that tuberculosis can affect the breast is a

rare occurrence. Even in the most endemic of regions of

tuberculosis like India, its prevalence is as high as 4%2.

And then the lesion clinically represented carcinoma of the

breast thus confounding the diagnosis. So in patients

presenting with induration over the breast, tuberculosis has

to be ruled out before a definite diagnosis can be reached

and treatment instituted. A high index of suspicion is required

while dealing with cases presenting as induration and

puckering over the skin of the breast with an equivocal

FNAC report. Breast is remarkably resistant to tuberculosis,

as are skeletal muscle and spleen. The tuberculosis of breast

is a disease of younger age group; uncommonly an older

patient with a mass that mimics carcinoma3 may be

diagnosed with tuberculosis as like the present case.
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upwards or removed by myomectomy.

Hence the surgical technique was followed of

dislocating the tumour first by myomectomy followed by

hysterectomy and to minimise intra-operative blood loss

vasopressin was used.

Conclusions:

The case was posted for abdominal hysterectomy

as per clinical assessment and USG report. But intra-

operatively it was found to be cervical fibroid. Hence it

was misdiagnosed. Unlike other routine cases surgeons

had undertaken decision to tackle the huge fibroid which

was cervical in origin. Possible complications like huge

bleeding, accidental injury to the surrounding viscera like

bladder and ureter were avoided by infiltration of

vasopressin injection intramyometrially, ligation of uterine

Continued from page 38

artery at its origin and bisection of uterus to deal with the

fibroid avoiding the laterally displaced ureter.
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