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20 to 25 cm H20 is adequate for most preterm infants. If a prompt
improvement in heart rate or chest movement is not obtained, higher
pressuresmay beneeded. Thereisinsufficientinformation about thevaue
of PEEP during resuscitation. If ongoing ventilation is considered
necessary, however, PEEP should be employed as soon as practicable.
PEEP can be ddivered in thelabor roomwith T piece resuscitator till the
baby can be shifted to trangport incubator. Various devices are available
for administration of PEEP which indludes nasal prongs and masks (Fig
5) Inthe COIN trid published in 2008, it was seen thet in infants born at
25-t0-28-weeks gestation, early nasd CPAPdid not sgnificantly reduce
the rate of death or bronchopulmonary dysplasia, as compared with
intubation®. Even though the CPAP group had more incidence of
pneumothorax, fewer infantsreceived oxygen at 28 days, and they had
fewer days of ventilation.

KEY MESSAGES

1. Hyaline Membrane Disease is adisorder of preterm neonates

2. Presenting symptomsinclude tachypnea, retractions, grunting
and increasing oxygen requirements occurring immediately
or within few hours of birth

3. Antenatal treatment with glucocorticoids decreases the
incidence and severity of the disease

4. Early surfactant therapy should be given as soon as possible
in neonates with symptoms suggestive of the disease and
prophylactically in neonates less than 28 weeks

REFERENCES

1. Fanaroff AA, Soll BJ, Wright LL, et al; NICHD Neonatal Research Network. Trends in
neonatal morbidity and mortality for very low birth weight infants. Am J Obstet Gynecol
2007; 196: 147.el-€8.

2. Anil Narang, Praveen Kumar, Sourabh Dutta, Rajesh Kumar Qurfactant Therapy for Hya-
line Membrane Disease: The Chandigarh Experience Indian Pediatrics 2001; 38: 640-646

3. Bhakoo ON. Assisted ventilation in neonates: The Indian perspective. Indian Pediatr 1995;
32 1261-1264.

4. Richardson PDK, Torday JS: Racial differencesin predictive value of the lecithin/sphingo-
myelin ratio. Am J Obstet Gynecol 1994; 170: 1273

5. Farrdl PM, Avery ME Sate of the art. HMD. American review of Respiratory Diseases

1975; 111: 657-688
6.  Fleisher B, Kulovich MV, Hallman N, Gluck L Lung profile: Sex difference in normel
pregnancy Obstetrics and Gynecology 1995; 66: 327-330
7. Kotas RV, Avery ME Accelerated appearance of pulmonary surfactant in the fetal rabbit.
Journal of applied physiology 1971; 30: 358-361
8. KawadiaV, Greenough A Influence of ethnic origin on respiratory distresssyndromein very
premature infants. Archives of Diseasesin Childhood Fetal and Neonatal Ediition 1998; 78:
F25-F28
9. Rishi A, Hatzs D, McAlmon F, FlorosJ An alldic variant of the 6A gene for Surfactant
protein A. American journal of physiology 1992 262: 2566-2573
Madar J et al surfactant deficient respiratory distress after elective delivery at term. Acta
Pediatrica 1999; 88:1244-1248.
Ball R, Chetcuti PBeverly D Fatal familial surfactant protein B deficiency. Archives of
Diseases in Childhood. Fetal and Neonatal Edition 1995; 73: F53
Gandy G Jacobson W, Gairdner D: Hyaline membrane disease: Cellular changes Archives
of Diseases in Childhood 1970; 45: 289
Rider ED et al: Different ventilation strategies alter surfactant responsesin pretermrabbits.
J Appl Physiol 1992; 73: 2089
Wood DW, Downes' JJ, Locks HI. A dlinical score for the diagnosis of respiratory failure.
Amer J Dis Child 1972; 123: 22722-9.
Hack M, Fanaroff A, KlausM: Neonatal respiratory distress following elective delivery: A
preventable diseass? Am J Obstet Gynaecol 1976; 126: 43
Hallman M, Teramo K: Measurement of the lecithin sphingomyelin ratio and
phosphatidylglycerol in amniotic fluid: an accurate method for the assessment of fetal lung
maturity. Br J Obstet Gynaecol 1981, 83: 806
Liggins GC, Howie RN: A controlled trial of antepartum glucocortocoid treatment for pre-
vention of the respiratory distress syndrome in premature infants. Pediatrics 1972; 50: 515
NIH Consensus Devel opment Conference Satement; effect of corticosteroidsfor fetal matu-
ration on perinatal outcomes, 1994. AmJ Obstet Gynaecol 1995; 173: 246
Cromey P, Chalmers |, Keirse MINC: The effects of corticosteroid adminigtration before
pretermdelivery: Anoverview of theevidencefromthe controlled trials. Br J Obstet Gynaecol
1990; 97: 11
Premashish Mazumdar, Sourabh Dutta, Jasainder Kaur and Anil Narang Single versus
Multiple Courses of Antenatal Betamethasone and Neonatal Outcome: Indian Pediatrics
2008; 45: 66
FujiwaraT, Chida S, Watabe YJ, Maeta H, Morita T, Abe T. Artificial surfactant therapy in
hyaline membrane disease. Lancet 1980; i: 55-59.
Soll RF, Morley CJ. Prophylactic versus sdlective use of surfactant in preventing morbidity
and mortality in preterminfants. Cochrane Database Syst Rev. 2001;(2): CD000510
Ueda T, Ikegami M, Rider ED, Jobe AH. Distribution of surfactant and ventilation in sur-
factant-treated preterm lambs. J Appl Physiol. 1994;76(1):45-55
Vallsi-Soler A, Fernandez-Ruanova B, Lopez-Heredia Y, Goya J, Roman-Etxebarral L,
Rodriguez-Soriano J et al. A randomised comparison of surfactant dosing via a dual-lumen
endotracheal tube in respiratory distress syndrome. Pediatrics 1998; 101: E4.
ZolaEM, Gunke JH, Chan RK, et al. Comparison of three dosing procedures for adminis-
tration of bovine surfactant to neonates with respiratory distress syndrome. J Pediatr. 1993,
122(3):453-459
Coalin J. Morley, Peter G Davis, Lex W. Doyle, Luc P. Brion, Jean-Michel Hascoet, and
John B. Carlin, N Engl J Med 2008;358: 700-708.

13.

14.

15.

16.

17.

18.

19.

20.

21

22.

23.

24.

25.

26.

7

CONLISTIMETHATE SODIUM

Modeof action: Colistimethate sodium isacyclic polypeptideantibiotic derived from Bacillus
polymyxavar. Conlistinus and bel ongs to the polymyxin group. Work by damaging the cell
membrane and is selective for Gram-negative bacteria that have a dydrophobic outer
membrane. Microbiology: Commonly susceptible species pseud9omonas aeruginosa
acinetobacter species citrobacter species, Escherichia coli neisseria species proteus species
anaerobesall gram-positive organisms. Pharmacokinetics: In healthy volunteersgiven abolus
injection of 150 mg (2 million units approx.), pesk serum levelsof 18 mg/L are observed 10
minutes after injection. When given by nebulisation, absorption is variable. Protein binding
is low. The steady-state volume of distribution in cystic fibrosis patients is 0.09 L/kg.
Colistimethate sodium undergoes conversiontoitsbase (Colistin) invivo. Themain route of
elimination after parenteral administration is by renal excretion with 40% of a parenteral
dose recovered in the urine within 8 hours and around 80% in 24 hours dose reduction is
required in renal impairment to prevent accumulation. After intravenous administration to
healthy adults, the elimination half-life is around 1.5 hours. In a study in a cystic fibrosis
patients given asingle 30-minuteintravenousinfusion, the elimination half-lifewas 3.4+1.4
hours.
Indications: Serious infections caused by Gram-negative bacteria by inhalation of
Pseudomonas aeruginosalung infection in patientswith cystic fibrosis. Dosage and method
of anministration: The drug is given as a 50 ml intravenous infusion over a period of 30
minutes. Minimum of 5 days treatment is generally recommended. For the treatment should
be continued for upto 12 days. For theadult up to60kg: 50,000 units’kg/day to amaximum
of 75,000 units/kg/day. Given at approximately 8 hour intervals. For over 60 kg: subject 1-2
million unitsthreetimesaday. The maximum doseis6 million unitsin 24 hours. Serum level
estimations are recommended impairment,neonates and cystic fibrosis patients. Levels of
10-15 mg/L colistimethate sodium should be adequate for most infections. For children <2
.

DRUG PROFILE

~\

yeears:500,000-1 million units twice daily, for children >2 years and adults:1-2 million
unitstwicedaily. Reconstitution for | nhalation therequired amount of powder isdissolved,
preferabley, in 2-4 mL of 0.9% sodium chloride solution and poured into the nebuliser.
CONTRAINDICATIONS: In patientswith known hypersensitivity to colistimethate sodium
(colistin) or to polymyxin B and in patients with myasthenia gravis. Drug Interactions:

Table: DosageAdjustment in Renal Impairment

Grade Creatinine Over 60 kg
Clearance (mL/min) Bodyweight

Mild 20-50 1-2 million units
every 8 hours

Moderate 10-20 1 million units
every 12-18 hours

servere <10 1 million units
every 18-24 hours

Concomitant use of colistimethate sodium with aminoglycoside (increased resk of
nephrotoxicity) neuromuscular blocking drugs and either colistimethate sodium crossesthe
placental barrier and hence should be used during pregnancy only if the potential benefit
justifies the potential risk to the foetus, the drug is secreted in breast milk.
Undersirableeffects: Adverse eventsmay berelated to the age, renal function and condition
of the patient. In cystic fibrosis patients, neurological eventsoccur in up to 27% of patients.
These patients treated with the recommended dosage limits, nephrotoxicity appears to be
rare (less than 1%). Hypersensitivity reactions, including skin rash and drug fever, have
been reported. Inhalation may induce coughing or bronchospasm.
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