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Fig.1. Abscess in left lobe of thyroid(arrow) Fig.2. Echogenic dermoid (arrow)

Fig.3. Normal thyroid (i is isthmus) Fig.4. Salivary gland calculi(c)

Fig.5. Plunging ranula. (h- hyoid bone) Fig.6. Branchial cyst(m). S is sternomastoid

Fig.7. Lymph nodes (c- common carotid artery & v- jugular vein)
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T2 images and low signal on T1 images. Hemorrhage in
the lesion can cause high signal in T1 images and
hemorrhage-fluid levels.  Hemangiomas are well defined
hypo echoic lesions with vascularity. After the initial
diagnosis with ultrasound, MRI is done to delineate the
extent of the lesion. Deep hemangiomas and venous
malformations demonstrate intermediate signal in T1-
weighted images, heterogeneous high signal on T2-
weighted images and prominent enhancement. Involuting
hemangiomas show focal areas of high signal intensity on

T1-weighted images due to fatty replacement. Serpigenous
flow voids are features of high flow lesions.

The most common lesion is lymphadenopathy and
enlarged nodes are seen as multiple round lesions. Doppler
will show the hilum with a small vessel entering the gland.
They are commonly infective but biopsy is essential to rule
out malignancy or confirm tuberculosis. Some other
malignant masses that may occur in the neck like
rhabdomyosarcoma and neuroblastoma are seen as solid
masses and require biopsy for correct diagnosis.

‘Scared straight’ and other juvenile awareness programs for preventing juvenile delinquency

‘Scared Straight’ and other similar programs involve organized visits to prison by juvenile delinquents or children at
risk for criminal behavior. Programs are designed to deter participants from future offending through firsthand
observation of prison life and interaction with adult inmates. These programs remain in use despite research
questioning their effectiveness. This is an update of a 2002 review.

Objectives: To assess the effects of programs comprising organized visits to prisons by juvenile delinquents (officially
adjudicated, that is, convicted by a juvenile court) or pre-delinquents (children in trouble but not officially adjudicated
as delinquents), aimed at deterring them from delinquency.

Selection criteria: We included studies that tested programs involving the organized visits of delinquents or children
at risk for delinquency to penal institutions such as prisons or reformatives. Studies that had overlapping samples
of juvenile and young adults (for example, ages 14 to 20 years) were included. We only considered studies that
assigned participants to conditions randomly or quasi-randomly (that is, by odd/even assignment to conditions).
Each study had to have a no-treatment control condition and at least one outcome measure of ‘post-visit’ criminal
behavior.

Authors’ conclusions: Programs such as ‘Scared Straight’ increase delinquency relative to doing nothing at all to
similar youths. Given these results, we cannot recommend this program as a crime prevention strategy. Agencies
that permit such programs, therefore, must rigorously evaluate them, to ensure that they do not cause more harm
than good to the very citizens they pledge to protect.

Petrosino A, Turpin-Petrosino C, Hollis-Peel ME, Lavenberg JG. ‘Scared Straight’ and other juvenile
awareness programs for preventing juvenile delinquency. Cochrane Database of Systematic Reviews 2013,
Issue 4. Art. No.: CD002796. DOI: 10.1002/14651858.CD002796.pub2. Assessed as up to date: June 30,
2012.
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CASE STUDY

RIGHT VENTRICULAR OUTFLOW TRACT
ECTOPICS IN COUPLETS IN A
6-YEAR-OLD CHILD

*Suganthi V
**Saminathan D

***Balasubramanian T

Abstract: Ventricular arrhythmias can occur in children
with normal heart. Idiopathic monomorphic ventricular
arrhythmias commonly arise from the right ventricular
outflow tract.  One form of such arrhythmias is the
frequent ventricular premature complexes.
The prognosis of outflow tract arrhythmias is generally
favourable, but there is a potential to develop
tachycardia induced cardiomyopathy.

Keywords: Cardiac arrhythmias, Ventricular premature
complexes, Right ventricular outflow tract.

Ventricular arrhythmias in structurally normal hearts
can be broadly considered under  1) non life-threatening
monomorphic and 2) life-threatening polymorphic rhythms.
Monomorphic ventricular arrhythmias are classified on the
basis of origin in the heart;1 most common site being the
outflow tract (OT).2 70-80% of the OT arrhythmias arise
from the right ventricular outflow tract (RVOT).3 We report
a 6-year-old child who came for routine immunization and
was incidentally found to have RVOT arrhythmia.

Case Report

A 6-year-old female child was brought for
immunization - 2nd booster DPT/OPV. A general and system
examination was done. Cardiovascular system examination
revealed irregular rhythm of heart sounds. There was no
history of fever, chest pain, palpitations, dyspnea on exertion
or syncopial attacks in the past. There was no history of
recent ingestion of drugs, cough syrups or previous
hospitalization.  There was no family history of sudden
cardiac death.

A 12 lead ECG was taken (Fig.1).  The findings were
ventricular premature contractions (VPCS) in couplets with
a left bundle branch block (LBBB) morphology and inferior
axis.     Echo and colour doppler studies showed a structurally
normal heart with normal left ventricular function.

With the above clinical and ECG findings, a diagnosis
of idiopathic RVOT ectopics in couplets was considered.
The child was started on beta blockers - oral propranolol
10mg twice daily.  A repeat 12 lead ECG was taken after
3 weeks (Fig.2). The rhythm had restored to sinus rhythm.
The child was advised to continue oral propranolol and is
on regular follow up.

Discussion

Idiopathic ventricular OT arrhythmias manifest
clinically in 3 forms. According to index clinical arrhythmia
on presentation, the 3 forms are sustained ventricular
tachycardia, non sustained ventricular tachycardia (NSVT)
and repetive VPCS.4   VPC is a premature, wide QRS
complex that has a distinct configuration and is not preceded
by a P wave.  They may appear in pattern of two
consecutive VPCS (couplets), bigeminy or trigeminy.
The occurrence of 3 or more consecutive VPCS is
considered VT.5 Among patients with frequent VPCS,
50% had only isolated VPCS and/or couplets, whereas
50% also had short runs of NSVT.6

OT arrhythmia is due to triggered activity secondary
to CAMP mediated delayed after depolarizations.
The tachycardia can be terminated with adenosine, beta
blockers or calcium channel blockers.1

RVOT arrhythmias manifest at the age group
30 to 50 years; range being 6 to 80 years.7 Females are
more frequently affected.3,8  Patients may be asymptomatic,
but often present with palpitations, chest pain, dyspnea, even
syncope.1 RVOT arrhythmias can often be provoked by
exercise, caffeine, emotional stress and hormonal flux as
during pregnancy. Isoproterenol infusion, pseudoephedrine
and rarely aminophylline, calcium infusion or atropine may
facilitate arrhythmia induction.3,5

On 12 lead ECG, there is a LBBB pattern in precordial
leads.  Also consistent with the OT site is the inferior ECG
axis.1 RVOT arrhythmias should be distinguished from the
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inapparent cardiac disease, arrhythmogenic right ventricular
dysplasia.8,9

In general, RVOT tachycardia shows a benign
course.10 Frequent VPCS can cause left ventricular
dysfunction.3 There is a potential to develop VPC related
cardiomyopathy.4,11

Long term oral therapy with beta blockers may control
the arrhythmias.1 When they are highly symptomatic and
refractory to oral antiarrhythmic therapy or when they cause
ventricular dysfunction, radiofrequency ablation is a

recommended treatment with high success rate and low
risk of complications.3
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Fig.1. Ventricular premature complexes in couplets in all leads

Fig.2. Sinus rhythm restored
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Dressings or topical agents for preventing pressure ulcers

Pressure ulcers, which are localised injury to the skin, or underlying tissue or both, occur when people are unable to
reposition themselves to relieve pressure on bony prominences. Pressure ulcers are often difficult to heal, painful
and impact negatively on the individual’s quality of life. The cost implications of pressure ulcer treatment are
considerable, compounding the challenges in providing cost effective, efficient health services. Efforts to prevent
the development of pressure ulcers have focused on nutritional support, pressure redistributing devices, turning
regimes and the application of various topical agents and dressings designed to maintain healthy skin, relieve pressure
and prevent shearing forces. Although products aimed at preventing pressure ulcers are widely used, it remains
unclear which, if any, of these approaches are effective in preventing the development of pressure ulcers.

Objective was to evaluate the effects of dressings and topical agents on the prevention of pressure ulcers, in people
of any age without existing pressure ulcers, but considered to be at risk of developing a pressure ulcer, in any
healthcare setting.

Selection criteria: RCTs evaluating the use of dressings, topical agents, or topical agents with dressings, compared
with a different dressing, topical agent, or combined topical agent and dressing, or no intervention or standard care,
with the aim of preventing the development of a pressure ulcer.

Authors’ conclusions: There is insufficient evidence from RCTs to support or refute the use of topical agents
applied over bony prominences to prevent pressure ulcers. Although the incidence of pressure ulcers was reduced
when dressings were used to protect the skin, results were compromised by the low quality of the included trials.
These trials contained substantial risk of bias and clinical heterogeneity (variations in populations and interventions);
consequently, results should be interpreted as inconclusive. Further well designed trials addressing important clinical,
quality of life and economic outcomes are justified, based on the incidence of the problem and the high costs
associated with pressure ulcer management.

Moore ZEH, Webster J. Dressings and topical agents for preventing pressure ulcers. Cochrane Database of
Systematic Reviews 2013, Issue 8. Art. No.: CD009362. DOI: 10.1002/14651858.CD009362.pub2. Assessed
as up to date: February 1, 2013.
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CASE STUDY

SPONTANEOUS PERFORATION OF THE
BILE DUCT IN AN ADOLESCENT - AN
UNUSUAL COMPLICATION OF CHRONIC
CALCIFIC PANCREATITIS
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** Venkatachalam A

*** Nandhini G
**** Sathiyasekaran M
***** Ramakrishnan R

****** Jayanthi V

Abstract: Spontaneous perforation of common bile duct
(SPBD),an unusual cause of acute abdomen presenting
as biliary ascites is very rare.  The aetiology of SPBD
is multifactorial and include congenital mural weakness
of the common bile duct, ischemia, distal biliary
obstruction, pancreaticobiliary malunion, infection,
trauma and rarely acute or chronic pancreatitis.
Diagnostic ascitic tap helps in diagnosis. We report an
adolescent with chronic calcific pancreatitis who had
spontaneous perforation of bile duct and was managed
by therapeutic endoscopic retrograde cholangio
pancreaticography (ERCP).
Key words: CCP, Adolescent, SPBD, Biliary ascites.

Spontaneous perforation of the bile duct (SPBD)
presenting as biliary peritonitis is a rare entity in adolescents
and adults, more often reported in neonates and young
infants.1  The term “spontaneous” is used when there is no
underlying trauma or iatrogenic injury.2  This terminology
may seem to be a misnomer as the spontaneity of the
perforation is secondary to several etiologies.3   The possible

causes for spontaneous perforation are ischemia, infection,
choledochal cyst, distal bile duct obstruction, pancreatico
biliary malformations or idiopathic.4,5 Congenital
malformation or mural weakness of the bile duct at the
junction of common bile duct (CBD) and cystic duct during
embryogenesis is a possible explanation for the common
site of perforation.6  The transient increase in intra biliary
pressure due to sludge, stones, stricture may cause a
“blow out” at this weak point. Biliary ascites due to bile
duct perforation is a rare complication of either acute7 or
chronic pancreatitis8, 9 and may pose a diagnostic challenge
since it may mimic pancreatic ascites. Surgical intervention
is the accepted modality of treatment of SPBD especially
in neonates.4,10  Endoscopic retrograde cholangio
pancreatico graphy offers an excellent non surgical
alternative technique for diagnosis and therapy for SPBD.3, 7

Case Report

A 12 years old boy presented to the emergency
department with severe upper abdominal pain and
generalised abdominal distension for 3 days. He was
diagnosed at the age of 10 years to have “tropical calcific
pancreatitis (TCP)”. Since diagnosis he had three to four
episodes of abdominal pain requiring analgesics. There was
no past history of jaundice.

Magnetico Resonance Cholangio Pancreaticography
(MRCP) showed a dilated and irregular pancreatic duct
measuring 8mm with intra ductal pancreatic stones, largest
one measuring 9mm in the region of the head close to
ampulla.  A stricture was seen at the terminal end of the
pancreatic and bile duct (Fig.1). The CBD was mildly
dilated.  There was no choledocholithiasis, cholelithiasis or
pancreatico biliary malformation. On admission. the child
was febrile, toxic, tachypnoeic with mild icterus. The pulse
rate was 162 per min and blood pressure was 90/60 mm of
Hg. Abdomen was distended, tense with diffuse tenderness
and sluggish bowel sounds. A diagnosis of acute on chronic
pancreatitis with cholangitis, pancreatic ascites and
peritonitis was considered.

Investigations: Hemogram: Hb 10 gm/dL, WBC
18,000 cells/cu mm with 85% neutrophils, platelet count
2100 00 cell/cu mm, CRP 124 mg/L.  Liver function tests:
S bilirubin 2.1 mg/dL, direct 1.4 mg/dL, AST 160 U/L, ALT
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89I U/L, ALP 630 U/L, GGT 193 U/L, blood sugar
82 mg/dL, S amylase 686 IU/dL, lipase 1220 U/L and S.
creatinine 0.8 mg/dL. Arterial blood gas analysis revealed
pH 7.44, PCO2 26.6, PO2 138.3, HCO3 17.9.

Methicillin resistant Staphylococcus aureus (MRSA)
grown in blood was sensitive to teicoplanin.  Urine culture
was negative.

X-ray chest showed bilateral pleural effusion.
Ultrasound of the abdomen showed a dilated pancreatic
duct, fluid collection in the peri pancreatic bed, distended
small bowel loops and ascites.

Management: Child was managed with intravenous fluids
and analgesics. Broad spectrum antibiotic cefaperazone
sulbactam was initiated and later switched over to

teicoplanin.  Therapeutic paracentesis was done to relieve
the progressive painful abdominal distension causing
respiratory distress.  The ascitic fluid was greenish in color.
Analysis of the fluid showed 580 WBC /cu mm, amylase
540 IU/L, a high bilirubin of 8 .2 mg/dL, LDH 354 IU/L,
and SAAG < 1.1, suggestive of biliary ascites .Contrast
enhanced computed tomography (CECT) confirmed chronic
pancreatitis.  CBD was not well seen.  In addition, there
was a loculated right subdiaphragmatic fluid collection with
internal septae.

Final diagosis was bile ascites secondary to
spontaneous bile duct rupture.  ERCP showed a leak in the
CBD at the junction of CBD and cystic duct (Fig.2) with
an impacted calculus at the ampulla.  The stone was
extracted after a precut papillotomy (Fig.3) and a 7 Fr 10

Fig.1. MRCP showing a dilated and irregu-
lar pancreatic duct with intra ductal
pancreatic stones, stricture at the termi-
nal end of the pancreatic and bile duct

Fig.2. ERCP showing leakage of contrast at
junction of CBD and cystic duct

Fig. 3a & 3b: Duodenoscopy showing pancreatic stone at ampulla and stent in situ
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cm pig tail stent deployed across the leak. Post procedure,
abdominal pain and distension decreased with resolution of
ascites. The biliary stent was removed after 6 months.

Discussion

Spontaneous perforation of the bile duct, though
uncommon in infants and children, is frequently cited as
the second most common indication for jaundice requiring
surgical intervention in infancy.11 Dijkstra in 1932 reported
the first case and since then about 150 cases have been
described in the literature.12 A review of 20 years data
(1988 to 2008) revealed 60 cases of SPBD in infants and
children.   SPBD usually occurs within the first year of life
with the age at presentation ranging from 25 weeks’
gestation to 15 years with a median of 4 months. In two-
thirds of children the most common presentation is
abdominal distension and/or jaundice.1   Other symptoms
include fever, vomiting, abdominal mass and pale-colored
stools. Acute onset may occur in 10 -20 %.10   In majority
of neonates and young infants the presentation is
subacute.13

Serum bilirubin and liver enzymes are often normal or
only mildly elevated. When elevated, this suggests
obstruction to the biliary tree and in the presence of
co-existing fever would indicate cholangitis. The triad of
peritonitis, absence of free air in the abdomen and high
bilirubin in ascitic fluid (more than serum bilirubin) are
diagnostic of biliary ascites.1, 10

Ultrasound is an ideal screening procedure to detect
gall stones, choledochal cyst, dilated biliary or pancreatic
duct, pancreatic calculi, ascites, loculated fluid collections
and pneumoperitinoeum. Radionuclide studies demonstrating
the tracer in the peritoneal cavity and not in the intestine is
diagnostic but was not performed in this child due to non
availability of the investigation.14   MRCP helps to delineate
the anatomy of the biliary and pancreatic system.15

The congenital mural weakness of the anterior wall at
the junction of the common bile duct and cystic duct during
embryogenesis in addition to an increase in the intra ductal
pressure are the proposed theories for the common site
and trigger for perforation.6 The site of leak could also occur
anywhere along the CBD, cystic duct or hepatic duct.
Various etiologies for SPBD have been reported in children
including ischemia, choledochal cyst, viral infections such
as HIV,16 anomalous pancreatico biliary malformation
(PBM), Ivemark syndrome17 and distal biliary obstruction
due to stenosis, stones or sludge. Ng WT, et al reported
that virtually all Asian patients with SPBD had a
radiographically demonstrable long common pancreatico
biliary channel.18  In PBM the explanation for the

perforation is the reflux of the pancreatic juice into the bile
duct which gets activated and becomes potentially
destructive when it mixes with the bile. Chronic calcific
pancreatitis as a cause of distal biliary obstruction leading
to bile duct perforation has been eluded in literature. During
the last 20 years only 2 cases both 8, 9 from India of chronic
calcific pancreatitis with bile duct perforation have been
reported. Pancreatico biliary malformation with a long
common channel was present in one case8 but was not
identified in this child who had a distal CBD stricture
secondary to CCP. Distal common bile duct strictures have
been reported to occur in 2.7% to 45.6% of patients with
CP. These strictures can occur from inflammation, fibrosis
or compression from a pseudocyst or pancreatic intra ductal
stone.19   CBDS occurs as a consequence of recurrent
acute inflammatory episodes which may ultimately result
in a peri ductal fibrotic stricture.  In this patient a
combination of an increase in intra ductal pressure caused
by the distal CBD stricture and the impacted pancreatic
stone along with bile stasis and cholangitis would explain
the cause of perforation.

Surgical intervention has been the universal
recommendation for SPBD. An operative cholangiogram
helps to identify obstructive from non obstructive
perforations. Conservative management with either
peritoneal or T tube drainage suffices in the majority.
If there is obstruction or PBM then biliary enteric
anastomosis or biliary reconstruction (BR) may be
necessary.  Depending on the child’s condition and surgical
expertise biliary reconstruction can be done either at the
same sitting or as a second laparotomy. Laparoscopic
surgery is now a definite alternative for diagnosis and
percutaneous drainage. Broad spectrum antibiotic is
recommended for all children with SPBD even though the
bile may be sterile. Portal vein thrombosis has been reported
as a complication of SPBD usually in posterior
perforations.20

Therapeutic ERCP in SPBD as the initial
cholangiographic technique and the primary therapy spares
the need for exploratory surgery as in this case. In the
literature since 2006 there have been 3 cases3,7,16 of SPBD
managed by ERCP of which one16 required surgery.
To our knowledge this is the first report in the pediatric age
group of SPBD in CCP where ERCP has helped in diagnosis
and therapy. ERCP therefore plays a definite role in SPBD
in older children especially if there is an underlying problem
such as pancreatic calculi, choledocholithiasis or distal bile
duct stricture which can also be managed endoscopically.
The rarity of SPBD in CCP, a simple test such as
paracentesis which helps in diagnosis and the successful
endoscopic management are the highlights of this report.
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LETTER TO EDITOR

With reference to the clipping on 2013;15(3);221
the authors observation “Electroencephalogram should be
done in all patients with complex febrile fits especially those
who had multiple or prolonged seizures” has to be considered
against existing guidelines and text book statements.
“EEG is generally not indicated because it has limited
prognostic value and it cannot be used as a means for
selecting candidates for prophylactic therapy. I. that EEG
changes are more common in children with febrile seizures
with complex febrile seizures, focal seizures and pre existing
neurological abnormalities the association was not as
close as to that of age and number of previuos
convulsions.”(AICARDI).  This is also the same view by
American Academy  of Pediatrics.  In status epilepsy of all
causes including febrile status it is useful (febstat study).

Hence the pediatricians should take a balanced view of the
article until future studies confirm this findings.

Dr.G.Kumaresan
Pediatric Neurologist

Kanchi Kamakoti CHILD Trust Hospital
Chennai - 300034.
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PEDIATRIC PULMONOLOGY UPDATE - 2013
IAP Respiratory Chapter TN &

Pediatric Pulmonology Foundation
SCIENTIFIC PROGRAMME

Date: 8th December, 2013 Venue: Green Park, Vadapalani

1. GERD
2. Stem cell transplantation in immunodeficiency
3. Bronchiolitis – update
4. Dr.L.Subramaniam Oration
5. Non resolving pneumonia
6. Asthma medication delivery: Mist and myths
7. Newer investigations for M.Tb diagnosis
8. What is new in acute asthma management
9. Infantile wheeze

10. Sinusitis - bacterial or viral
11. Pneumococcal vaccines –current stand
12. Modes of NIV
13. ABG  - simplified
14. Neonatal bronchoscopy
15. Cystic lung lesions – medical or surgical?
16. Interpretation of CT / MRI chest
17. Management of empyema: antibiotics, fibrinolytics or VATS?
18. Newer devices for assessing pediatric airway
19. Rotahaler or meter dose inhaler?

*Registration Fee Up to 30th Nov 2013 After 30th Nov 2013

Post Graduates Rs.800 Rs.900

Delegates Rs.900 Rs.1000

Spot Rs.1200

*By Demand Draft, drawn in favour of  “Pediatric Pulmonology Foundation of India”, payable
at “Chennai”.  Contact: 1A, Block II, Krsna Apartments, 50, Halls Road, Egmore, Chennai – 600 008.
Ph: 044-28190032, 42052900

Dr.A.Balachandran Dr.D.Vijayasekaran Dr.N.C.Gowrishankar
Organising Chairperson Organising Secretary Treasurer
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Myocon 2014
2nd INTERNATIONAL CONFERENCE ON NEUROMUSCULAR DISEASES

Hosted by: Muscular Dystrophy Association India

Venue: Hotel GRT Convention centre, T.Nagar, Chennai. India.

Date: 10-12, Jan 2014

We cordially invite you for the Myocon 2014, 2nd International conference on Neuromuscular diseases.
This conference has lectures, workshop, Paper presentations, Oration, Clinical case discussions, Parents session
etc.

Important topics at the conference

• Introduction to Neuromuscular Diseases, Genetic testing,
• Peripheral Neuropathies in India
• Charcot Marie Tooth Disease & other genetic neuropathies
• Use of novel proteomic technologies to investigate early events in the pathogenesis of DMD
• Treat NMD-Neuromuscular network & other international initiatives

Siddharth Memorial Oration
“Opportunities and challenges of therapeutic approaches for Duchenne Muscular Dystrophy”

• Physiotherapy in Neuromuscular Diseases, RASCH analysis & Outcome measures in Muscle Disease &
Orthotics & Wheelchair modification

• Mitochondrial diseases : Clinical features, diagnostics & future perspectives
• Congenital Myasthenic syndromes, diagnosis & Therapy
• Future directions for antisense-mediated exon skipping for Duchenne muscular dystrophy
• Paper Presentations, Clinical case discussion,
• Parents session

Pre conference workshops on the 10th Jan 2014 – (pre registration compulsory)
1. Basics of neurophysiology in children – Dr.Vasudevan (For Doctors only)
2. Physiotherapy in children with neuromuscular disorders – Dr Michelle Eagle & Dr.Anna Mayhew

(For therapists only)

Dr.G.Kumaresan        Dr V.Viswanathan   Dr. Satish Khadilkar Dr. M.D. Nair
Org. Chairman Org. Secretary     Jt. Org. Secretary Jt. Org. Secretary

Many International & National faculties have consented to participate as Faculty in this International
conference. Details of the programme can be seen in www.mdindia.org

For Further Details Contact:
Muscular Dystrophy Association India, C/O: V.J. Clinic
New no: 6 (Old no:21) 4th cross road, Sastri nagar, Adyar, Chennai – 600020. Tamilnadu. India
Phone: 9444456056. Mail: myocon2014@gmail.com, Website : www.mdindia.org
This conference attracts CME credits from Tamil Nadu Dr. MGR Medical University
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