
47

Chronic Lung Disease of Infancy:
Pathogenesis and Clinical Features

Àƒ∑—¬  °¡≈“¿√≥å

6

„πªí®®ÿ∫—π°“√¥Ÿ·≈√—°…“∑“√°·√°‡°‘¥‰¥â¡’

«‘«—≤π“°“√Õ¬à“ßµàÕ‡π◊ËÕß ‚¥¬‡©æ“–Õ¬à“ß¬‘Ëß„π∑“√°

§≈Õ¥°àÕπ°”Àπ¥∑’Ë¡’πÈ”Àπ—°µ—«πâÕ¬°«à“ 1,000 °√—¡

(extremely low birth weight; ELBW) °“√„™â ante-

natal steroids, exogenous surfactant ·≈–§«“¡

°â“«Àπâ“¢Õß°“√„™â‡§√◊ËÕß™à«¬À“¬„® ‡™àπ °“√„™â CPAP,

gentle ventilation ·≈– permissive hypercapnia

‡À≈à“π’È≈â«π∑”„Àâ∑“√°°≈ÿà¡π’È√Õ¥™’«‘µ¡“°¢÷Èπ ‡¡◊ËÕ‡∑’¬∫

°—∫„πÕ¥’µ1-5 æ¬“∏‘ ¿“æ„πªÕ¥ ·≈–º≈°√–∑∫√–¬–¬“«

¢ÕßºŸâªÉ«¬°Á·µ°µà“ß‰ª®“°‡¥‘¡4-8 „π∫“ßª√–‡∑»·∑∫‰¡à

æ∫¿“«–‚√§ªÕ¥‡√◊ÈÕ√—ß„π∑“√°∑’Ë¡’πÈ”Àπ—°·√°§≈Õ¥

¡“°°«à“ 1,200 °√—¡ À√◊ÕÕ“¬ÿ§√√¿å¡“°°«à“ 30

 —ª¥“Àå1,2,9  ·¡â«à“‚©¡Àπâ“¢Õß chronic lung disease

of infancy ®–‡√‘Ë¡‡ª≈’Ë¬π·ª≈ß‰ª®“° çclassicé BPD

(Bronchopulmonary Dysplasia) ‡ªìπ çnewé BPD

·µà ‘Ëß‡¥’¬«∑’Ë‰¡à‡ª≈’Ë¬π·ª≈ß„π√–¬– 30 °«à“ªï∑’Ëºà“π¡“§◊Õ

Õÿ∫—µ‘°“√≥å¢Õß chronic lung disease of infancy „π

∑“√°°≈ÿà¡ ELBW ¬—ß§ß ŸßÕ¬Ÿà (√âÕ¬≈– 23-53) ·µ°

µà“ß°—π‰ª„π·µà≈– ∂“∫—π1,2,5,9-12  ¥—ßπ—Èπ°ÿ¡“√·æ∑¬å§«√

„Àâ§«“¡ π„®‡°’Ë¬«°—∫æ¬“∏‘°”‡π‘¥ æ¬“∏‘ ¿“æ¢Õß‚√§π’È

√«¡∑—Èß‡°≥±å°“√«‘π‘®©—¬‚√§∑’Ë‡ª≈’Ë¬π·ª≈ß‰ª‡æ◊ËÕ∑’Ë®–

‰¥â√Ÿâ∑—π‚√§ æ¬“¬“¡ªÑÕß°—π ·≈–‡¢â“„®∂÷ß‡Àµÿº≈„π°“√

√—°…“‰¥â¥’¬‘Ëß¢÷Èπ

«‘«—≤π“°“√¢Õß chronic lung disease of infancy
(·ºπ¿Ÿ¡‘∑’Ë 1)13

„πªï §.».1960 ́ ÷Ëß‡ªìπ¬ÿ§°àÕπ∑’Ë®–¡’°“√„™â‡§√◊ËÕß

™à«¬À“¬„®·√ß¥—π∫«°„π‡¥Á°∑“√° Wilson ·≈– Mikity14

‰¥â§âπæ∫ chronic lung disease of infancy „π∑“√°

§≈Õ¥°àÕπ°”Àπ¥ 5 √“¬ πÈ”Àπ—°·√°§≈Õ¥‡©≈’Ë¬ 1,342

°√—¡ ·≈–‰¥â√—∫ÕÕ° ‘́‡®π§«“¡‡¢â¡¢âπ‰¡à‡°‘π√âÕ¬≈– 40

´÷Ëß¡’Õ“°“√À“¬„®≈”∫“°·≈–‡¢’¬«¿“¬„π 5  —ª¥“ÀåÀ≈—ß

§≈Õ¥ ¿“æ√—ß ’∑√«ßÕ°æ∫«à“¡’≈—°…≥– coarse, streaky

infiltration with small areas of emphysema, occa-

sionally appearing cystic º≈°“√µ√«®™‘Èπ‡π◊ÈÕªÕ¥æ∫

æ¬“∏‘ ¿“æ·∫∫ alveolar overdistension, septal fibro-

sis ·≈– interstitial mononuclear infiltration ®÷ß‰¥â

µ—Èß™◊ËÕ«à“ Wilson-Mikity syndrome

µàÕ¡“„πªï §.».1967 Northway ·≈–§≥–14 ‡ªìπ

ºŸâ√‘‡√‘Ë¡„™â§”«à“ Bronchopulmonary dysplasia (BPD)

÷́ËßÀ¡“¬∂÷ß¿“«–‚√§ªÕ¥‡√◊ÈÕ√—ß „π‡¥Á°∑“√°§≈Õ¥°àÕπ

°”Àπ¥∑’Ë‡ªìπ severe respiratory distress syndrome

(RDS) ·≈–‰¥â√—∫°“√√—°…“¥â«¬°“√„™â‡§√◊ËÕß™à«¬À“¬„®

∑’Ë¡’·√ß¥—π∫«° √«¡∑—ÈßÕÕ°´‘‡®π∑’Ë¡’§«“¡‡¢â¡¢âπ Ÿß

√âÕ¬≈– 80-100 ‡ªìπ‡«≈“π“π°«à“ 6 «—π  ºŸâªÉ«¬ BPD

„π√–¬–·√°¡’Õ“¬ÿ§√√¿å‡©≈’Ë¬ 34  —ª¥“Àå ·≈–πÈ”Àπ—°

·√°§≈Õ¥‡©≈’Ë¬ 2,235 °√—¡ ≈—°…≥–¿“æ√—ß ’∑√«ßÕ°
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¢Õß çclassicé BPD ·∫àß‰¥â‡ªìπ 4 stage ¥—ßπ’È6,15

Stage I (2-3 «—πÀ≈—ß§≈Õ¥)-typical diffuse

granular opacity of RDS (¿“æ∑’Ë 1A)

Stage II (4-10 «—π)-nearly complete opacifi-

cation of the lungs (¿“æ∑’Ë 1B)

Stage III (10-20 «—π)-small round cystic

·ºπ¿Ÿ¡‘∑’Ë 1  Evolution of diagnostic criteria for Bronchopulmonary Dysplasia13

Original definition by �
Northway et al15
Follows severe RDS after �
mechanical ventilation and �
80-100% O2 > 6 days. �
Four radiographic stages.


Original description of �
Wilson-Mikity Syndrome14
Chronic pulmonary disease �
of premature infants not �
representing a clinical�
continuum of the initial �
respiratory distress after birth.

Establishment of clinical and �
radiographic criteria by �
Bancalari et al16
O2 requirement (to maintain �
PaO2 > 50 mmHg) at 28 �
days postnatal age with �
abnormal radiographic findings  

NHLBI proposes new refinement of �
diagnostic criteria2
Treatment with O2 at 28 days postnatal �
age PLUS:
  if < 32 weeks at birth: O2 need at 36 �
  weeks post menstrual age
  if > 32 weeks at birth: O2 need at 56 �
  days postnatal age
Depending on O2 need at 36 weeks or �
56 days: 
  mild BPD: in room air
  moderate: < 30% O2 need
  severe > 30% O2 +/- positive airway �
  pressure
1967 1986

2001

1960 20051988

New diagnostic criteria �
proposed by Shennan et al17
O2 requirement at 36 weeks �
post menstrual age is a better predictor �
of long term pulmonary outcome for �
infants < 30 weeks at birth than O2 �
requirement at 28 days postnatal age.


NHLBI = National Heart, Lung, and Blood Institute

lucency  ≈—∫°—∫ area ∑’Ë¡’ irregular opacity (¿“æ∑’Ë

1C)

Stage IV (1 ‡¥◊Õπ¢÷Èπ‰ª)-hyperlucent cystic

lesions (bubbly lungs)  ≈—∫°—∫ thin strands of

radiodensity (¿“æ∑’Ë 1D)
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®“°π—Èπ‰¥â¡’ºŸâæ¬“¬“¡À“À≈—°‡°≥±å (criteria)

„π°“√«‘π‘®©—¬ BPD „Àâ·¡àπ¬”¡“°¢÷Èπ16,17 ¥—ß· ¥ß„π

·ºπ¿Ÿ¡‘∑’Ë 1

·µàÀ≈—°‡°≥±å∑’Ë„™â„π°“√«‘π‘®©—¬ BPD ∑’Ëπ‘¬¡„™â

°—π¡“°∑’Ë ÿ¥„πÕ¥’µ ‰¥â·°à ‡°≥±å∑’Ë‡ πÕ‚¥¬ Bureau

of Maternal and Child Health and Resources

Development „πªï §.».198918 ª√–°Õ∫¥â«¬

1. ¡’°“√„™â‡§√◊ËÕß™à«¬À“¬„®¥â«¬·√ß¥—π∫«°

(positive pressure ventilation) „π™à«ß 2  —ª¥“Àå·√°

¢Õß™’«‘µ ‡ªìπ√–¬–‡«≈“µ‘¥µàÕ°—πÕ¬à“ßπâÕ¬ 3 «—π

2. ¡’Õ“°“√· ¥ß∑“ß√–∫∫À“¬„®∑’Ë‡ªìπÕ¬Ÿàπ“π

°«à“ 28 «—πÀ≈—ß§≈Õ¥

3. ®”‡ªìπµâÕß„™âÕÕ° ‘́‡®ππ“π°«à“ 28 «—π À≈—ß

§≈Õ¥‡æ◊ËÕ„Àâ√–¥—∫ÕÕ°´‘‡®π„π‡≈◊Õ¥·¥ß (PaO2) > 50

¡¡.ª√Õ∑

4. ¿“æ√—ß ’ªÕ¥‡¢â“‰¥â°—∫≈—°…≥–‡©æ“–¢Õß

BPD

„π¬ÿ§µàÕ¡“‡¡◊ËÕ¡’°“√„™â antenatal steroids,

exogenous surfactants ·≈–°“√„™â mechanical ven-

tilation ∑’Ë¡’ª√– ‘∑∏‘¿“æ¥’·≈–‡≈◊Õ°„™âÕ¬à“ß‡À¡“– ¡

ª√–°Õ∫°—∫°“√ monitor ºŸâªÉ«¬‰¥â¥’¢÷Èπ ∑”„Àâ BPD ‡ªìπ

‚√§∑’Ëæ∫‡©æ“–„π‡¥Á°∑“√°§≈Õ¥°àÕπ°”Àπ¥∑’Ë¡’πÈ”Àπ—°

µ—«πâÕ¬°«à“ 1,500 °√—¡ (very low birth weight; VLBW)

‡ªìπ à«π„À≠à ́ ÷Ëß„π∫“ßª√–‡∑»æ∫«à“Õ—µ√“√Õ¥™’«‘µ¢Õß

A

¿“æ∑’Ë 1  ¿“æ√—ß ’∑√«ßÕ°¢Õß∑“√°∑’Ë‡ªìπ  BPD ∑’ËÕ“¬ÿ 2 «—π, 7 «—π, 15 «—π ·≈– 1 ‡¥◊Õπ µ“¡≈”¥—∫

B

C D
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∑“√°°≈ÿà¡π’È Ÿß∂÷ß√âÕ¬≈– 84 ·≈–‡ªìπ BPD ª√–¡“≥

√âÕ¬≈– 2510,17

¢≥–‡¥’¬«°—π¬—ß¡’∑“√°∫“ß√“¬·¡â‰¡à‰¥â§≈Õ¥°àÕπ

°”Àπ¥ ‰¡àµâÕß„™â‡§√◊ËÕß™à«¬À“¬„®µ—Èß·µà·√°‡°‘¥À√◊Õ

‰¡à‰¥â‡ªìπ RDS ·µà¡’§«“¡®”‡ªìπ∫“ßÕ¬à“ß∑’Ë∑”„ÀâµâÕß

„™â‡§√◊ËÕß™à«¬À“¬„®„π¿“¬À≈—ß ‡™àπ pneumonia, sepsis

·≈–¬—ßµâÕßæ÷Ëßæ“ÕÕ°´‘‡®π (oxygen dependent) ‡ªìπ

‡«≈“π“π ‚¥¬∑’Ë¿“æ√—ß ’∑√«ßÕ°Õ“®‰¡à‰¥â‡ªìπ cystic

lungs ∑’Ë‡¥àπ™—¥ ·µà°Á¡’Õ“°“√·≈–°“√¥”‡π‘π¢Õß‚√§

§≈â“¬§≈÷ß°—∫ BPD ·≈–∑”„Àâ‡°‘¥§«“¡ —∫ π„π°“√

«‘π‘®©—¬

¥—ßπ—Èπ‡æ◊ËÕ„Àâ§”π‘¬“¡¢Õß‚√§ªÕ¥‡√◊ÈÕ√—ß„π∑“√°

¡’§«“¡À¡“¬§√Õ∫§≈ÿ¡∑—Èß∑“√°∑’Ë§≈Õ¥°àÕπ·≈–§√∫

°”Àπ¥∑’Ë¡’ªí≠À“∑“ß√–∫∫À“¬„®·∫∫‡√◊ÈÕ√—ß ºŸâ‡™’Ë¬«™“≠

∫“ß°≈ÿà¡®÷ß·π–π”„Àâ„™â§”«à“ chronic lung disease

of infancy3,5 ¢≥–‡¥’¬«°—π„Àâ§ß§”«à“ BPD ‰«â ‡æ◊ËÕ„Àâ

‡ªìπ∑’Ë‡¢â“„®µ“¡§”π‘¬“¡¥—Èß‡¥‘¡ ”À√—∫∑“√°§≈Õ¥

°àÕπ°”Àπ¥ ´÷Ëß‡√’¬°«à“ çclassic BPDé  ≈à“ ÿ¥‰¥â¡’

°“√ª√–™ÿ¡„πªï §.». 2001 ‚¥¬ National Institute of

Child Health and Human Development / National

Heart, Lung, and Blood Institute / Office of Rare

Diseases (NICHD / NHLBI / ORD)2 ́ ÷Ëß √ÿª§”π‘¬“¡

·≈–‡°≥±å°“√«‘π‘®©—¬ çnew BPDé ‚¥¬·∫àß√–¥—∫§«“¡

√ÿπ·√ß¢Õß‚√§¥—ß· ¥ß„π·ºπ¿Ÿ¡‘∑’Ë 1 ´÷Ëß®–‡ÀÁπ‰¥â«à“

§√Õ∫§≈ÿ¡∑—ÈßºŸâªÉ«¬∑’Ë‡ªìπ∑“√°§≈Õ¥°àÕπÕ“¬ÿ§√√¿å 32

 —ª¥“Àå ·≈–À≈—ß 32  —ª¥“Àå ‚¥¬‰¡à®”‡ªìπµâÕß‡ªìπ

∑“√°§≈Õ¥°àÕπ°”Àπ¥À√◊Õ¡’¿“«– RDS ¡“°àÕπ ·≈–

„Àâ‡√‘Ë¡ ß —¬«à“ºŸâªÉ«¬‡ªìπ BPD ‡¡◊ËÕºŸâªÉ«¬Õ“¬ÿ‰¥â 28 «—π

À≈—ß§≈Õ¥·≈â«¬—ßµâÕßæ÷Ëßæ“ÕÕ°´‘‡®πÕ¬Ÿà

 ”À√—∫°“√æ‘®“√≥“«à“∑“√°√“¬„¥¬—ßµâÕßæ÷Ëßæ“

ÕÕ°´‘‡®π‡æ◊ËÕπ”‰ª Ÿà°“√«‘π‘®©—¬ BPD π—Èπ ¬—ß‰¡à‡ªìπ∑’Ë

µ°≈ß°—π®÷ß‰¥â¡’°“√»÷°…“¢Õß The National Institute

of Child Health and Human Development Neona-

tal Research Network19 ‡°’Ë¬«°—∫ physiologic defini-

tion ¢Õß BPD ´÷Ëß∑”°“√»÷°…“„π∑“√°®”π«π 1,598

√“¬ ́ ÷Ëß¡’πÈ”Àπ—°·√°§≈Õ¥πâÕ¬°«à“ 1,250 °√—¡ ∑’ËÕ“¬ÿ

36  —ª¥“Àå post menstrual age

ë ∂â“∑“√°¬—ß¡’§«“¡µâÕß°“√ÕÕ°´‘‡®π∑’Ë¡’§«“¡

‡¢â¡¢âπ Ÿß°«à“√âÕ¬≈– 30 (FiO2 >0.3) À√◊Õ¬—ßµâÕß„™â

‡§√◊ËÕß™à«¬À“¬„®Õ¬Ÿà‡æ◊ËÕ√—°…“√–¥—∫ SpO2 90-96% „Àâ

∂◊Õ«à“‡ªìπ BPD

ë ∑“√°√“¬„¥∑’Ë„™â‡æ’¬ß·§à FiO2 < 0.3 ·≈â«‰¥â

SpO2 90-96% À√◊Õ „™â FiO2 >0.3 ·≈â««—¥ SpO2 ‰¥â

‡°‘π 96% „Àâ∑”°“√∑¥ Õ∫ O2 reduction test (room

air challenge test) µàÕ‰ª

O2 reduction test π’È  “¡“√∂∑”‰¥â‚¥¬§àÕ¬Ê

≈¥§«“¡‡¢â¡¢âπ¢ÕßÕÕ°´‘‡®π≈ß®π‡ªìπ room air (∂â“„™â

O2 flow 1-2 LPM „Àâ≈¥≈ß§√—Èß≈– 0.5 LPM ∑ÿ°Ê 5

π“∑’ ·≈–∂â“„™â O2 flow πâÕ¬°«à“ 1 LPM ·≈â«„Àâ≈¥≈ß

§√—Èß≈– 0.1 LPM ∑ÿ°Ê 5 π“∑’) ·≈–∂â“≈¥ÕÕ°´‘‡®π≈ß

‰¥â®π‡ªìπ room air ·≈â«‰¡à¡’ desaturation (SpO2 >

90%) π“π 30 π“∑’ ®÷ß®–∂◊Õ«à“‰¡à‡ªìπ BPD æ∫«à“

∂â“„™â physiologic definition ®“°°“√∑” O2 reduction

test π’È Õÿ∫—µ‘°“√≥å¢Õß BPD „π∑“√°°≈ÿà¡π’È¡’‡æ’¬ß√âÕ¬≈–

25 ´÷ËßπâÕ¬°«à“‡¡◊ËÕ‡ª√’¬∫‡∑’¬∫°—∫°“√«‘π‘®©—¬‚¥¬„™â

clinical criteria ‡¥‘¡ ´÷Ëßæ∫∂÷ß√âÕ¬≈– 35 ·≈– “¡“√∂

≈¥§«“¡·µ°µà“ß„π°“√«‘π‘®©—¬√–À«à“ß·æ∑¬å 17  ∂“∫—π

∑’Ë‡¢â“√à«¡°“√»÷°…“  Õ¬à“ß‰√°Áµ“¡ °“√„™â physiologic

definition π’È ¬—ßÕ¬Ÿà„π√–¬–‡√‘Ë¡µâπ §ßµâÕß¡’°“√µ‘¥µ“¡

·≈–ª√—∫ª√ÿß‡°≥±å°“√«‘π‘®©—¬„Àâ·¡àπ¬”¬‘Ëß¢÷Èπ

Pathogenesis of BPD
çClassic BPDé

„π¬ÿ§°àÕπ∑’Ë®–¡’°“√„™â surfactant °—πÕ¬à“ß·æ√à

À≈“¬ RDS ∂Ÿ°¡Õß«à“‡ªìπµ—«°“√ ”§—≠∑’Ë∑”„Àâ‡°‘¥

BPD12 °“√„™â positive pressure ventilation „π¢π“¥

∑’Ë Ÿß∑”„Àâ‡°‘¥ barotrauma °“√™à«¬À“¬„®¥â«¬ tidal

volume  ŸßÊ µ—Èß·µà·√°§≈Õ¥®–∑”„Àâ‡°‘¥ overdisten-

sion ¢ÕßªÕ¥‡ªìπ volutrauma ·≈–°√–µÿâπ„Àâ¡’°“√À≈—Ëß

inflammatory mediators ·≈– endothelial damage
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°Á®– increase capillary permeability ∑”„Àâ¡’°“√√—Ë«

¢Õß “√πÈ”∑’Ë¡’‚ª√µ’π Ÿß®“°À≈Õ¥‡≈◊Õ¥‡¢â“¡“Õ¬Ÿà„π

interstitium ‡°‘¥ capillary leak pulmonary edema

¡’°“√À≈—Ëß chemokines (IL-8, LTB4, PAF) ‡æ◊ËÕ¥÷ß¥Ÿ¥

„Àâ inflammatory cells (neutrophils, alveolar macro-

phages, monocytes, lymphocytes) ‡¢â“¡“¬—ß∫√‘‡«≥

∑’Ë¡’ injury ·≈–¡’°“√À≈—Ëß proteolytic enzymes ®“°

PMN ¬‘Ëß∑”„Àâ¡’°“√∫“¥‡®Á∫¢ÕßªÕ¥ È́”´“° (repetitive

damage)20

¢≥–‡¥’¬«°—π°“√„™â§«“¡‡¢â¡¢âπ¢ÕßÕÕ°´‘‡®π„π

¢π“¥∑’Ë Ÿß°Á∑”„Àâ‡°‘¥ oxygen free radicals ªÕ¥¢Õß

∑“√°∑’Ë¬—ß immature ‰¡à “¡“√∂ √â“ß antioxidant ‰¥â

‡æ’¬ßæÕ®÷ß‡°‘¥ oxygen toxicity ∑”„Àâ¡’°“√∑”≈“¬‡π◊ÈÕ

ªÕ¥¡“°¢÷Èπ2,3,7,12,20

°“√∫“¥‡®Á∫¥—ß°≈à“«π’È∑”„Àâ‡°‘¥ obliterating

fibroproliferative bronchiolitis, necrotizing bronchio-

litis, alveolar cell hyperplasia, marked squamous

metaplasia of large and small airways, peribron-

chial and peribronchiolar fibrosis ·≈– prominent

hypertrophy of peribronchiolar smooth muscle6,21

πÕ°®“°π’È¬—ß¡’°“√‡ª≈’Ë¬π·ª≈ß‚§√ß √â“ß¢Õß

pulmonary arteries ‡™àπ‡¥’¬«°—∫∑’Ëæ∫„π hypertensive

vascular disease ‰¥â·°à intimal proliferation, medial

hyperplasia ·≈– adventitial thickening6

Alveolar septal fibrosis ‡ªìπ≈—°…≥– ”§—≠∑’Ë

 ÿ¥∑’Ëæ∫„π long-standing healed BPD (¿“æ∑’Ë 2) ́ ÷Ëß

Stocker ·≈–§≥–6,21 ‡ πÕ∑ƒ…Æ’∑’Ë«à“ acinus ∫“ßÕ—π

(a) Õ“®®–¡’°“√Õÿ¥µ—π¢Õß debris ®“°¿“«– acute

necrotizing bronchiolitis (≈Ÿ°»√™’È) ∑”„ÀâªÕ¥∫√‘‡«≥

π—Èπ√Õ¥æâπ®“°°“√∑”≈“¬¢Õß oxygen free radicals

·≈– positive-pressure ventilation ¢≥–∑’ËªÕ¥ à«πÕ◊Ëπ

∂Ÿ°∑”≈“¬®π‡°‘¥ septal fibrosis (b) ·≈– atrophy (c)

‡¡◊ËÕ‡«≈“ºà“π‰ª °“√Õ—°‡ ∫µà“ßÊ ≈¥≈ß acinus (a) ¬—ß¡’

alveolarisation ∑’Ëª°µ‘‰¥â ·µà°Á®–¡’ hyperexpansion

¥—ßπ—Èπ®÷ß‡ÀÁπ«à“„π classic BPD π—Èπ ≈—°…≥–¢Õß

¿“æ√—ß ’∑√«ßÕ°®–‡ÀÁπ‡ªìπ cystic lung lesions  ≈—∫°—∫

fibrosis ́ ÷Ëß Õ¥§≈âÕß°—∫æ¬“∏‘ ¿“æ∑’Ë‰¥â®“°°“√µ√«®

™‘Èπ‡π◊ÈÕªÕ¥ (¿“æ∑’Ë 3A)  ´÷Ëß¡’∫√‘‡«≥∑’Ë‡ªìπ diffuse

alveolar septal fibrosis  ≈—∫°—∫ alveoli ª°µ‘∑’Ë‡°‘¥¿“«–

hyperexpansion °√–®—¥°√–®“¬‡ªìπÀ¬àÕ¡Ê

çNew BPDé
°≈‰°°“√‡°‘¥ new BPD ·µ°µà“ß®“° classic

BPD ‡π◊ËÕß®“°°“√√—°…“„πªí®®ÿ∫—π‰¥âæ¬“¬“¡·°â‰¢

¿“«– immature lungs ‚¥¬°“√„Àâ antenatal steroids

·≈– surfactant √«¡∑—Èß°“√À≈’°‡≈’Ë¬ßªí®®—¬µà“ßÊ ∑’Ë®–

∑”„Àâ‡°‘¥ barotrauma À√◊Õ oxygen toxicity ¥—ß∑’Ë°≈à“«

¡“·≈â« ºŸâªÉ«¬‡À≈à“π’È¡—°‡ªìπ°≈ÿà¡ very low birth weight

¿“æ∑’Ë 2  Pathogenesis of classic BPD (from reference No. 6 with permission)




