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Paediatrics 20 Questions (140 to 159)

PAEDIATRICS

1) 56. Gomez classification false is.. 

a. a. based on height 

b. b. 50% Boston standards 

c. c.  

P18 : 463

Based on wt retardation

Boston
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2) d.  52. MCC of developmental delay...

a.  repeat Q - constitutional 

b. Puberty boy, MC cause of delay - Constitutional Delay /

Constitutional growth delay is one of the variants of normal growth commonly encountered by the pediatrician. Length and weight measurements of affected children are normal at birth, and growth is normal for the first 4{endash}–12 mo of life. Growth then decelerates to near or below the 3rd percentile for height and weight. By 2{endash}–3 yr of age, growth resumes at a normal rate of 5 cm/yr or more. Studies of GH secretion and other studies are within normal limits. Bone age is closer to height age than to chronological age. Detailed questioning often reveals other family members (frequently one or both parents) with histories of short stature in childhood, delayed puberty, and eventual normal stature. The prognosis for these children to achieve normal adult height is good. Boys with unusual degrees of delayed puberty may benefit from a short course of testosterone therapy to hasten puberty after 14 yr of age. The cause of this variant of normal growth is thought to be persistence of the relatively hypogonadotropic state of childhood (see Chapter 535). Constitutional growth delay can be differentiated from genetic short stature by the level of skeletal maturation, which is consistent with chronological age in the latter condition. Genetic short stature is usually found in other family members. Results of studies of hormones related to growth, however, are normal.
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3) Resistant falciparum malaria treated with

a. Chloroquine 
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4) Right sided Aortic Arch –

a. Aortic Arch on Right seen in - Corrected TG / Truncus arteriosus / TOF 

b. Right Aortic arch

c. TOF

d. Corrected TGA

e. Truncus

f. VSD with Pul 

g. 46. right sided aortic arch a/w.. 

h. a. TOF 

i. b. corrected TGA 

j. c. 

k. d. 

Nelson 381.1
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In the posteroanterior view, the left border of the cardiac shadow consists of three convex shadows produced, from above downward, by the aortic knob, the main and left pulmonary arteries, and the left ventricle (Fig. 381–{endash}1 Fig. 381–{endash}1). In cases of moderate to marked left atrial enlargement, the atrium may project between the pulmonary artery and the left ventricle. The outflow tract of the right ventricle (the pulmonary conus) does not contribute to the shadows formed by the left border of the heart. The aortic knob is not as easily seen in infants and children as in adults. However, the side of the aortic arch (left or right) often can be inferred as being opposite to the side of the midline from which the air-filled trachea is visualized. This is an important observation as a right-sided aortic arch is often present in cyanotic congenital heart disease, particularly in tetralogy of Fallot. Three structures contribute to the right border of the cardiac silhouette; from above downward they are the superior vena cava, the ascending aorta, and the right atrium.

5) PDA – 

a. PDA ALL true EX - 2/3 rd occur in females / Common in preterm babies / Treatment is ligature and cutting 

b. Male

c. Treatmetn Ligation

d. Neonate

e. 47. False about PDA 

f. a. 2-3 times commoner in males ( female:male 2:1) 

g. b. ligation is surgery 

h. c. more in immature infants (not remember exactly) 

i. d. 

386.8 Patent Ductus Arteriosus (PDA)
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During fetal life most of the pulmonary arterial blood is shunted through the ductus arteriosus into the aorta (see Chapter 382). Functional closure of the ductus normally occurs soon after birth, but if the ductus remains patent when pulmonary vascular resistance falls, aortic blood is shunted into the pulmonary artery. The aortic end of the ductus is just distal to the origin of the left subclavian artery, and the ductus enters the pulmonary artery at its bifurcation. Female patients outnumber males 2:1. PDA is one of the most common congenital cardiovascular anomalies associated with maternal rubella infection during early pregnancy. It is a common problem in neonatal intensive care units, where it has several major sequelae in the premature infant (see Chapter 87.3).

When a term infant is found to have PDA, there is deficiency of both the mucoid endothelial layer and the muscular media of the ductus. In the premature infant, however, the patent ductus usually has a normal structural anatomy; in these infants patency is the result of hypoxia and immaturity. Thus a PDA persisting beyond the 1st few weeks of life in a term infant will rarely close spontaneously, whereas in the premature infant, if early pharmacologic or surgical intervention was not required, spontaneous closure would occur in most instances. An obligatory PDA is seen in 10% of patients with other congenital heart lesions. An isolated PDA is also more common in patients born at high altitude.

TREATMENT. Irrespective of age, patients with PDA require surgical closure. In patients with a small PDA, the rationale for closure is prevention of endarteritis or other late complications. In patients with a moderate to large PDA, closure is accomplished to treat congestive heart failure, and/or to prevent the development of pulmonary vascular disease. Once the diagnosis of PDA is made, surgical treatment should not be unduly postponed after adequate medical therapy of congestive cardiac failure has been instituted.

Because the case fatality rate with surgical treatment is considerably less than 1% and the risk without it is greater, ligation and division of the ductus are indicated in the asymptomatic patient, preferably before 1 yr of age. Pulmonary hypertension is not a contraindication to operation at any age if it can be demonstrated at cardiac catheterization that the shunt flow is still predominantly left-to-right and that severe pulmonary vascular disease is not present.

After closure, symptoms of frank or incipient cardiac failure rapidly disappear. There is usually immediate improvement in physical development of the infant who had failed to thrive. The pulse and blood pressure return to normal, and the machinery-like murmur disappears. A functional systolic murmur over the pulmonary area may occasionally persist; it may represent turbulence in a persistently dilated pulmonary artery. The roentgenographic signs of cardiac enlargement and pulmonary overcirculation will disappear over several months and the electrocardiogram becomes normal.

Transcatheter closure in the cardiac catheterization laboratory using either a Teflon plug, an occlusional umbrella, or intravascular coils has been successfully used in selected centers and eliminates the risks of surgery. A relatively new approach involves the use of thoracoscopic surgical techniques to ligate the ductus without the need for a large lateral thoracotomy.

6) CDH

a. ET Tube

b. CDH

c. 42. repeat Q - neonate with congenital diaphragmatic hernia with distress.. (- confirm presence of ET) 

d. Newborn soon after delivery develops hypoxia, intubation which is followed by shift of __, immediate measure to be done - Confirm tube by x ray /

Ghai 6th Edition Page 168

CHAPTER 317 DIAPHRAGMATIC HERNIA
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Herniation of abdominal contents into the thoracic cavity may occur as a result of a congenital or traumatic defect in the diaphragm. Symptomatology and prognosis depend on the location of the defect and associated anomalies. The defect may be at the esophageal hiatus (hiatal hernia), adjacent to the hiatus (paraesophageal), retrosternal (Morgagni), or posterolateral (Bochdalek). Although all of these defects are congenital, the term congenital diaphragmatic hernia (CDH) has become synonymous with herniation through the posterolateral foramen of Bochdalek. These lesions usually present with profound respiratory distress in the neonatal period, may be associated with anomalies of other organ systems, and have a significant (40{endash}–50%) mortality.

DIAGNOSIS. Prenatal diagnosis by ultrasonography is common. Careful evaluation for other anomalies should include echocardiography and amniocentesis. Occasionally, a fetus with ultrasonographic diagnosis in utero will have no abnormality on postnatal x-ray film. Parents with the ultrasonographic diagnosis of diaphragmatic hernia must be counseled carefully by a multidisciplinary group with significant experience with this condition if unnecessary terminations and unrealistic expectations are to be avoided.

After birth most infants with diaphragmatic hernia will experience severe respiratory collapse within the first 24 hr. The absence of breath sounds and shift of heart sounds common to CDH and pneumothorax will be accompanied by a scaphoid abdomen in the infants with CDH. Thoracentesis or tube thoracostomy should be withheld if CDH is considered a possibility. Chest x-ray film is usually diagnostic (Fig. 317–{endash}1 Fig. 317–{endash}1). The lateral view frequently demonstrates the intestine passing through the posterior portion of the diaphragm. Occasionally, congenital cystic lesions of the lung may produce a similar radiographic appearance. Differentiation from diaphragmatic hernia may be accomplished by postnatal ultrasonography or injection of contrast into the stomach or umbilical artery catheter to identify intestine above the diaphragm. In older children, with atypical symptoms, contrast studies of the gastrointestinal tract are usually required. Ultrasonography and fluoroscopy are helpful in distinguishing eventration from true hernia, and computed tomography may be necessary to exclude pneumatoceles or complicated effusions.

7) Kawasaki 

a. 25 % coronary

b. Ig  only after coronary

c. Diag by LN Biopsy

d. M/c Vasculitis

e. 131. Ttrue about Kawasaki's disease.. 

f. a. 25% have coronary artery aneurysm 

g. Kawasaki disease all true EX - Coronary art aneurysm 25% / DOC IV Immunoglobulins / MC immune mediated vasculitis in children b. 

h. c. 19. KAWASAKI DISEASE ALL TRUE EXC 

i. CORONARY ART ANEURYSM 25% 

j. D O C I V IMMUNOGLOBULINS 

k. MC IMMUNE MEDIATED VASCULITIS IN CHILDREN

l. d. 

Ghai 6th Edition Page 586

152.2  Kawasaki Disease

(Mucocutaneous Lymph Node Syndrome, Infantile Polyarteritis)
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8) Bronchitis Obliterans

a. 43. repeat Q - bronchiolitis obliterans
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9) Neonatal Alveolar Proteinosis

a. 40. - neonatal alveolar proteinosis 

b. Newborn after delivery develops hypoxemia, no response to surfactant, ground glass appearance, normal echo? Diagnosis - Proteinosis

QTDF
Most Books

Quality

Reader

Status

Repeat

Discussion
10) Probiotics

a. Probiotics used in - Necrotizing enterocolitis /

b. NEC

c. Breast milk

d. Hjospital acquired

e. 199. probiotics useful for.. 

f. a. necrotizing enterocolitis 
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11) Gas Under Diaphragm 
a. Neonate with distended abdomen and bilateral gas shadow below diaphragm, Likely cause - Perforation of stomach /

Ghai 6 : 164 : Air under dpm
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12) Child with NEC

a. Necrotizing enterocolitis (perforated) treated with - Conservative / Drain/ Laprotomy with resection anastamosis / Extracorporeal memb. oxygenation 

b. ECMO

c. Frank Drain with glove

d. Drain with Glove

e. Surgery

f. 55. Rx of perforated necrotizing colitis.. 

g. a. conservative 

h. b. excision of segment with anastomosis 

i. c. 
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13) Congenital adrenal hyperplasia ALL true EX - If seen in males manifested late during puberty / MC seen in females / 

a. 21 alpha hydroxylase deficiency ALL true EX - Commonest cause for CAH / Females present with ambiguous genitalia / Males attain puberty earlier / Most common in females 

b. Precocious puberty - Precox

c. a. 21 hydroxylase defi is the most common cause 

d. b. females present with ambiguous genitalia 

e. c. males present with precoucious puberty 

f. d. hypokalemic alkalosis seen 

g. 21alpha hydroxylase

h. Metabolic Alkalosis and hypokalemic

i. d. NEED HELP 79. child with 21 hydroxylase deficiency.. WAT IS WRONG 

j. A precocious puberty in boys ANS. Hypokalemia metabolic alkalosis 
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14) 219. mutation for congenital nephrotic syn 

a. Nephrotic syndrome congenital, mutation seen is - Nephrin / Podocin 

b. a. nephrin 

c. b. podocin 

d. c. alpha 4 actinin 

e. d. 

f. Gene for congenital Nephrotic Syndrome
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Tuberculous osteomyelitis of the bone is secondary spread from a primary source in the lung or GI tract. It most commonly occurs in the vertebrae (body) and long bones. Once established, the bacilli provoke a chronic inflammatory reaction. Small patches of caseous necrosis occur, and these coalesce to form larger abscesses. The infection spreads across the epiphysis into the joints. The infection may track along soft tissue to appear as a cold abscess at a distant site (eg, psoas abscess in case of spinal tuberculosis).

Findings in tuberculosis include the following:

    * History of tuberculosis elsewhere

    * Attacks of fever and lassitude

    * Night cries

    * Intense episodes of pain in the affected bones

    * Muscle wasting, synovial thickening, and restriction of joint movement in all directions

    * Kyphosis, back pain, and symptoms and signs of spinal cord compression in spinal tuberculosis

148
The finnish type of cogential nephrotic syndrome occurs due to gene mutations affecting the following protein.


1.
Podocin


2.
Alpha-actinin


3.
Nephrin


4.
CD2 activated protein.

Answer


3.
Nephrin

Reference:
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Finnish nephrotic syndrome has been considered as the prototype of Congenital Nephrotic Syndrome, the incidence being 1:8200 in Finnish population. This is inherited as an autosomal recessive disorder, caused by mutation in the NPHS1 gene located on long arm of chromosome 19. NPHS1 gene encodes a 1241 amino acid transmembrane protein nephrin which plays an essential role in the normal function of the glomerular filtration barrier 

Explanation

A mutation in the nephrin gene causes a hereditary form of congenital nephritic syndrome (Finnish type) with minimal change glomerular morphology

Comments

NPHS2 was recently identified as a gene whose mutations cause autosomal recessive steroid-resistant nephrotic syndrome. Its product, podocin, is a new member of the stomatin family, which consists of hairpin-like integral membrane proteins with intracellular NH2- and COOH-termini. Podocin is expressed in glomerular podocytes, but its subcellular distribution and interaction with other proteins are unknown.

Tips

The term nephrotic syndrome was coined by Calvin and Goldberg. The syndrome is characterized by heavy proteinuria, hypoalbuminemia, edema, hypercholesterolemia, and normal renal function.

15) Hematuria (recuurent) in a child, diagnosis is - Wilms tumor / IgA nephropathy / Alports syndrome 
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16) Nocturnal enuresis Least recurring 

a. Nocturnal enuresis, least relapse with - Desmopressin / Bed alarm / Imipramine

b. Alarm

c. 39. lowest recurrence in bed wetting.. 

d. a. bed alarms 

e. b. desmopressine 

f. c. imipramine 

g. d. 
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17) Seizure

a. Seizure neonates, MC type - Subtle / Tonic / Clonic / Myoclonic

b. Subtle

c. 49. MC seizure.. 

d. a. subtle 
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18) Cerebellar Astrocytoma

a. Female

b. Common

c. Good PRognosis

d. 50. false about cerebellar astrocytoma... 

e. a. low grade more common in children 

f. b. good prognosis 

g. c. seen more commonly in 1st 2 decades 

h. d. more common in female 
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19) 51. 6 yr child with recurrent gross hematuria for 2 yrs 

a. a. IgA nephropathy 

b. b. wilm's 

c. c. 

d. d. 
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20) IMCI – except Malaria   

a. 53. not included in IMNCI 

b. a. malaria 

c. b. neonatal tetanus 

d. c. otitis media 

e. malaria and neonatal tetnus r included 

f. need help 
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