a7

Chronic Lung Disease of Infancy:
Pathogenesis and Clinical Features
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Original definition by
Northway et al'

Follows severe RDS after Bancalari et al'®
mechanical ventilation and
80-100% O, > 6 days.

Four radiographic stages.

Establishment of clinical and

radiographic criteria by

O, requirement (to maintain
PaO, > 50 mmHg) at 28
days postnatal age with
abnormal radiographic findings

NHLBI proposes new refinement of
. . . . 2
diagnostic criteria
Treatment with O, at 28 days postnatal
age PLUS:
if < 32 weeks at birth: O, need at 36
weeks post menstrual age
if > 32 weeks at birth: O, need at 56

1967 1986

days postnatal age
Depending on O, need at 36 weeks or
56 days:

mild BPD: in room air

moderate: < 30% O, need

severe > 30% O, +/- positive airway

pressure

‘ 2001 ‘

1960

1988 2005

Original description of
Wilson-Mikity Syndrome'*
Chronic pulmonary disease
of premature infants not
representing a clinical
continuum of the initial

respiratory distress after birth.

New diagnostic criteria

proposed by Shennan et al'’

O, requirement at 36 weeks

post menstrual age is a better predictor
of long term pulmonary outcome for
infants < 30 weeks at birth than O,

requirement at 28 days postnatal age.

NHLBI = National Heart, Lung, and Blood Institute

Lmu{]ﬁﬁ 1 Evolution of diagnostic criteria for Bronchopulmonary Dysp/asia’3

289 “classic’ BPD uialéiilu 4 stage Faiie's
Stage | (2-3 TunadAana)-typical diffuse
granular opacity of RDS (mwﬁ' 1A)
Stage Il (4-10 Tu)-nearly complete opacifi-
cation of the lungs (m‘wﬁ 1B)

Stage Il (10-20 u)-small round cystic

lucency AUAU area Yid irregular opacity (NWH
10)

o X .

Stage IV (1 \dauaiuli)-hyperlucent cystic

[

lesions (bubbly lungs) uny thin strands of

radiodensity (m‘wﬁ 1D)
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Pathogenesis of BPD
“Classic BPD”
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29 2 Pathogenesis of classic BPD (from reference No. 6 with permission)





