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YENIDOGAN YOGUN BAKIM TARIHI

« Kuivoz kullanimi: 1880...

» Oksijen kullanimi 1940...

* Antibiyotik kullanimi 1950...

* Ventilator kullanimi 1950....

« RDS tanimlandi 1959

« CPAP kullanimi 1971

« Antenatal kortikosteroid 1972

« Haricen Surfaktan tedavisi 1980
« SIMV mod kullanimi 1990

* Volum garanti mod kullanimi 2005
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Yenidoganin solunum Birth asphyxia 20 2955)

Extreme prematurity (<28 weeks) 15 (22.38)

S l k' V\tl S ' Ve Sepsis/meningitis 10 (14.9)
Neonatal Mortalite e —

Pneumonia® 4 (6)
MAS* 1(1.5)
causes of neonatal mortality
Pneumothorax® 1(1.5)
Malformation 2 (2.98)
SIDS 2 (2.98)
m birth asphyxia Hydrops fetalis 1(1.5)
M respiratory distress Primary diagnosis consider as a cause of mortality. HMD — Hyaline membrane disease;

m extreme prematurity MAS — Meconium aspiration syndrome, SIDS — Sudden infant death syndrome

M sepsis
m malformation

mSIDS




m RDS
m MAS
©TTN

= others
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TasLE 3. Differential Diagnosis of Respiratory
Distress in the Newborn

Airway

Nasal obstruction, choanal atresia, micrognathia, Pierre Robin
sequence, macroglossia, congenital high airway obstruction
syndrome, including laryngeal or tracheal atresia, subglottic
stenosis, laryngeal cyst or laryngeal web, vocal cord paralysis,
subglottic stenosis, airway hemangiomas or papillomas,
laryngomalacia, tracheobronchomalacia, tracheoesophageal
fistula vascular rings, and external compression from a neck mass

Pulmonary

RDS,” TTN,?> MAS,® neonatal pneumonia,® pneumothorax,® PPHN,?
pleural effusion (congenital chylothorax), pulmonary
hemorrhage, bronchopulmonary sequestration, bronchogenic
cyst, congenital cystic adenomatoid malformation or congenital
pulmonary airway malformation, pulmonary hypoplasia,
congenital lobar emphysema, pulmonary alveolar proteinosis,
alveolar capillary dysplasia, congenital pulmonary
lymphangiectasis, and surfactant protein deficiency

Cardiovascular

Cyanotic and select acyanotic congenital heart defects,” neonatal
cardiomyopathy, pericardial effusion or cardiac tamponade, fetal
arrhythmia with compromised cardiac function, and high-output
cardiac failure

Thoracic

Pneumomediastinum, chest wall deformities, mass, skeletal
dysplasia, and diaphragmatic hernia or paralysis

Neuromuscular

Central nervous system injury (birth trauma or hemorrhage),?
hypoxic-ischemic encephalopathy,” cerebral malformations,
chromosomal abnormalities, medication (neonatal or maternal
sedation, antidepressants, or magnesium), congenital TORCH
infections, meningitis, seizure disorder, obstructed
hydrocephalus, arthrogryposis, congenital myotonic dystrophy,
neonatal myasthenia gravis, spinal muscular atrophy, congenital
myopathies, and spinal cord injury

Other

Sepsis,” hypoglycemia,® metabolic acidosis,” hypothermia or
hyperthermia, hydrops fetalis, inborn error of metabolism,
hypermagnesemia, hyponatremia or hypernatremia, severe
hemolytic disease, anemia, and polycythemia

BPD=bronchopulmonary dysplasia; MAS=meconium aspiration syndrome;
PPHN=persistent pulmonary hypertension ofthe newborn; RDS=respiratory
distress syndrome; TTN=transient tachypnea of the newbom.

“Relatively common causes of respiratory distress in the newborn.




Yemdogan Fizyolojik Solunum Paterni

Yenidoganlarin genellikle yeni ebeveynleri endiselendiren diizensiz nefes alma
kaliplari vardir.

« Hizli nefes alabilir, nefesler arasinda uzun aralar verebilir ve olagandisi sesler
cikarabilirler.

 Yenidoganlarin solunumu yetiskinlerden farkli gériinir ve duyulur ctinki:

Agizlarindan cok burun deliklerinden nefes alirlar.
Solunum yollar cok daha kiclktir ve tikanmasi daha kolaydir.
Gogus duvarlar bir yetiskininkinden daha esnektir ctinkii cogunlukla kikirdaktan yapilmistir.

Akcigerlerini ve buna bagl solunum kaslarini kullanmayi 6grenmeleri gerektiginden, solunumlari
tam olarak gelismemistir.

Dogumdan hemen sonra solunum yollarinda hala amniyotik sivi ve mekonyum bulunabilir.



https://www.healthline.com/health/meconium-aspiration-syndrome

Yenidogan Fizyolojik Solunum Paterni

« Genellikle endiselenecek bir sey yoktur, ancak ebeveynler ve bakicilar
yine de endiselenebilir.

 Yapilmasi gereken sey, yenidogan bebegin tipik solunum diizenine
dikkat etmektir.

 Bu sekilde onlar icin olagan olani 6grenmek - bdylece daha sonra bir
seyin farkli olup olmadigini anlayabilirmek!.
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Infant Respiratory Distress:
Clinical findings

Infants respond to Respiratory Distress differently than adults,

due to anatomical and physiological differences:
f
Smaller Flatter Horizontally- More compliant Obligate nose breathers
airways diaphragms oriented Ribs chest walls (before 6 months old)
Easier to 4 ability for Infants’ ribs can’t Reduced outwards chest wall
become diaphragm to move up & outwards
obstructed depress during a

Obstruction of airflow through
pressure while inwards lung nasal passages (by upper
to further expand recoil pressure is maintained
/\ normal inhalation thoracic cavity

respiratory tract infection, NG

Lower

tubes, choanal atresia, etc)
4 lung volume at rest (functional /\
Obstructed Limited tidal volume residual capacity, FRC)
airway (i.e. above larynx Problematic in respiratory disease:
bronchiole) (i.e. pharynx,

obstruction

/\ Nasal flaring Difficulty
nose, etc) /\

(enlarges

feeding
Alveoli collapse 4 O2 reserve, nostrils to (T trouble
. . ) = . more easily desaturate resistance to coordinating
l Sl_nc_e t'dff‘l volume is ecessory nespiratony —>atelectasis more quickly airflow) oral feeds
limited, infants can muscles contract to \ ) and nasal
il try to lift ribs
Wheeze Stertor _on_ly RR J_co ) L6 breathing
(Ursually (snorl:ng, maXimizeventiation ¢ To prevent atelectasis & desaturation, when nasally
expiratory) gurgling) Since ribs can’t be infants usually do not fully expire: the obstructed)
v lifted up, the muscles extra air inside lungs keeps alveoli open
Obstructed larynx, Infants become pull the head down ¢
trachea, or bronchi tachypneic early * This normal behavior is exaggerated if the
l in respiratory dx Head bobbing infant is in respiratory distress
\ J
Stridor l /\ Auth .
= _ . E d irati inst . . s uthor:
iz mfplrat.ory, Respiratory muscles try to T tidal volume, but o';(izseed)(p;;?ct;sn;g:;;ns MiXIThaI |n5|_:>|rat|on Ne Yan Yu
can be biphasic) thoracic cavity can’t expand further, so g . ’I li intra (_)ratCIC pressure Reviewers:
energy is wasted & the infant tires over time pres§ure e aga_lns kAl Elizabeth de Klerk
keeping them open compliant chest wall Hailey Barker
* ‘ ¢ Naminder Sandhu*
{ RR; possible respiratory failure . . *MD at time of
=R P i Grunting Chest Wall Indrawing publication
Legend: Pathophysiology Mechanism Sign/Symptom/Lab Finding Complications | Published January 15, 2013 on www.thecalgaryguide.com
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Solunum sikintisi nasil goriinir!!!

Siddetli solunum sikintisi ¢eken bebeklerin;

cilt renginde morarma ve solunumun zaman zaman kesilmesi
de goriilebilir.

Bebegin kesinlikle oral beslenmemesi ve

Yogun bakim gartlarinda tedavi altina alinmasi gerekir.




Solunum sikintisi nasil anlagilir!!!

Genellikle bebegin nefes alig verisinin hizli
olmasiyla belli olur. Dakikadaki solunum
sayisinin 60 lizerinde olmasi

Ayni zamanda bebegin beslenememesi,
emme isteksizligi,

inlemesi,

burun kanatlarinin agilip kapanmasi,

gogus kafesinde ¢ekilmelerin olmasi da

solunum sikintisi
oldugunun géstergeleridir.

DERIN NEFES AL. DOKTOR EVDEN §ALISIYOR
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Solunum Sikintisinin Skorlanmasi

Table 1.2. Silverman Anderson Skoru

Parametre 0 1 2

Ust g6gus hareketi Esit inspiryumda duraklama Uyumsuz
interkostal ¢ekilme Yok Az Belirgin
Ksifoid ¢ekilme Yok Az Belirgin

Burun kanadi solunumu Yok Az Belirgin
inleme Yok Steteskopla duyulur Disandan duyulabilir
0-3 puan: Solunum sikintisi yok

4-6 puan: Orta derecede solunum sikintis

7-10 puan: Ciddi solunum sikintisi




Solunum Sikintisinin Skorlanmasi

Tablo 1.3. Downes Skoru

Parametre
Siyanoz
Cekilme
inleme

Hava girisi
Solunum sayisi

>4 puan: Klinik solunum sikintisi

> 7 puan: Solunum yetmezligi

Yok
Yok
Yok
lyi
< 60 /dak

1
Oda havasinda
Hafif
Steteskopla duyulur
Azalmig
60-80/dak

2
% 40 FiO2
Ciddi
Disandan duyulabilir
Zor duyulur
> 80/dak veya apne
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\Ny————— J
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| KDH, cerrahi hastaliklar

$ekil 1.1. Solunum sikintisi olan yenidogan bebekte ayirici tani

EKO: Ekokardiyografi, KDH: Konjenital diyafragma hernisi, KKH: Konjenital kalp hastaligi, MAS: Mekonyum aspirasyon sendromu, PPHN:
Yenidoganin persistan pulmoner hipertansiyonu, RDS: Respiratuvar distres sendromu, YGT: Yenidoganin gecici takipnesi
KAM:Kistik adenoid Malfarmasyon, KDH:Konjenital Diafragma Hernisi

P~ 5 = R 8 i B e



enidogan
olunum
tkintisina

Dogum Odasnda Solunum Silontisiren Degerlendirilmesi
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$ekil 1.2. Solunum sikintisi olan yenidogan bebege dogum odasinda yaklagim

AC: Akciger, ARDS: Akut respiratuvar distres sendromu, CPAP: Stirekli pozitif hava yolu basinc, EKO: Ekokardiyografi, KDH:
Konjenital diyafragma hernisi, MAS: Mekonyum aspirasyon sendromu, PPHN: Yenidoganin persistan pulmoner hipertansi-

yonu, SpO2: Oksijen saturasyonu YGT: Yenidoganin gegici takipnesi
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$ekil 1.3, Solunum sikintisi olan yenidogan bebekte akciger grafisi bulgulanna gore ayirici tani

AV fistiil: Arteriyovenadz fistil, KDH: Konjenital diyafragma hernisi, KKH: Konjenital kalp hastaligr KKY: Konjestif kalp yetmezligi, NEK:
Nekrotizan enterokolit, PPHN: Yenidogamin persistan pulmoner hipertansiyonu, RDS: Respiratuvar distres sendromu, TOF: Trakeod-
zefageal fistil, YGT: Yenidoganin gegici takipnesi




Olgu 1: Yenidoganin gegici
takipnesi, akciger gratisinde ¢izgili,
pulmoner interstisyel isaretler ve
fissirde sivi ile karakterizedir.

Olgu 2: Bilateral opasiteler, hava
bronkogramlari ve plevral
efizyonlar ile neonatal pnomoni
belirgindir.

Olgu 3: Solunum sikintisi
sendromu, yay%m atelektaziye
sekonder hava bronkogramlari olan
yaygin, iki tarafli, buzlu cam
alanlari ile karakterizedir.

Olgu 4: Mekonyum aspirasyon
sendromu, kimyasal pnémoni,
kismi hava yolu tikanikligi ve
radyografik olarak yaygin, yamali
infiltratlarla karisik hiperinflasyon
alanlarina yol agcan lokalize bir
si?irf'aktan inaktivasyonuna.
olur. >
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Mekonyum aspirasyon sendromunun Normal akciger alanlari, azalmig
yaygin komplikasyonlari arasinda pulmoner vaskiiler isaretler ve siyanoz
pnomotoraks tle karakterize persistan pulmoner

hipertansiyon




Table 2. POSSible Diagnoses Related to Radiographic

Potential Pulmonary

: : Features
Causes for Respiratory Distress
in Neonates
Air bronchograms e RDS
Parenchymal conditions , . e Pneumonia
Diffuse parenchymal infiltrates e TIN
e MAS
e Pneumonia
e Pulmonary lymphangiectasia
Lobar consolidation e Pneumonia
e lobar sequestration
e CCAM
Patchy areas alternating with emphysema e MAS
Pleural effusion e Pneumonia
Developmental abnormalities e Pulmonary lymphangiectasia
Reticular granular pattern e RDS
e Pneumonia
Loss of lung volume e RDS
e MAS
Fluid accumulations in interlobar spaces e TIN
e Pulmonary lymphangiectasia
Hyperinflation e TIN
. o e MAS
Airway abnormalities e Pulmonary lymphangiectasia
Atelectasis e MAS
e RDS
Pneumothorax/pneumomediastinum e Spontaneous
e MAS
e RDS
Mechanical abnormalities e Pneumonia
"Cystic" mass e CCAM
e CDH
e Pulmonary sequestration

RDS=respiratory distress syndrome, TTN=transient tachypnea of the newborn, MAS=meconium
aspiration syndrome, CCAM=congenital cystic adenomatoid malformation, CDH =congenital dia-

phragmatic hernia




Table 1.1. Yenidogan Bebeklerde Solunum Sikintisina Yol Acan Nedenler

Burun tikanikligi, koanal atrezi, mikrognati, Pierre-Robin sekansi, makroglossi, tGst hava yollarin-
Hava yolunu ilgilendiren da konjenital tikanikliklar (laringeal ya da trakeal atrezi), subglottik stenoz, laringeal kist veya
patolojiler web, hava yolunda hemanjiyom ya da papillomlar, laringomalazi, trakeobronkomalazi, trakeo-
Ozefageal fistlil, trakeotzefageal halkalar, boyundaki kitlelerin disandan basisi

HER SAKALLIY! DEDEM
ZANNED (YORUAA HERSTNDEN

Respiratuvar distres sendromu, yenidoganin gegici takipnesi, neonatal pnémoni, pnémoto-
raks, yenidoganin persistan pulmoner hipertansiyonu, plevral eflizyon, pulmoner kanama,

Akcigere ait patolojiler bronkopulmoner sekestrasyon, bronkojenik kist, konjenital kistik adenomatéz malformasyon,
pulmoner hipoplazi, konjenital lober amfizem, pulmoner alveolar proteinozis, alveolekapiller
displazi, konjenital pulmoner lenfanjiyektazi, surfaktan protein yetersizligi ~
=0 -
el Konjenital kalp hastaliklar, neonatal kardiyomiyopanti, perikardiyal eflizyon veya kardiyak tam- = -
ponad, kardiyak fonksiyonlan bozan fetal aritmi, yliksek debili kalp yetmezIigi
S—

Toraksa aft nedenler Pnémomediastinum, gégis duvarn deformiteleri, kitle, iskelet displazileri, diyafragma hernisi e %
veya paralizisi

Santral sinir sistemi hasan, hipoksik iskemik ensefalopati, serebral malformasyonlar, kromozo-
mal anomaliler, ilaglar, konjenital TORCH enfeksiyonlari, menenjit, artrogripozis, konvulziyonla
seyreden durumlar, obstruktif hidrosefali, konjenital miyotonik distrofi, neonatal miyastenia
gravis, spinal muskuler atrofi, spinal kord incinmesi

Wwa penguen com

Noéromuskuler nedenler

Diger nedenler Sepsis, hipoglisemi, metabolik asidoz, hipotermi, hipertermi, hidrops fetalis, dogumsal meta-
bolik hastalik, hipermagnezemi, hiponatremi, hipernatremi, agir hemolitik hastalik, anemi,
polisitemi P




Solunum Sikintisinin Degerlendirmesi

Anamnez
Fizik muayene
PA AC grafi
Kan Gazi

“Bilgili, performans derdi olmayan-vicdani saglam bir hekim”




Hekim kimdir?

Olacaginizi sandiginiz
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TABLE 4. Perinatal History Associated With Common Respiratory
Diseases in the Newborn Infant

RESPIRATORY DISEASE RISK FACTORS

TIN Caesarian section, precipitous delivery, late preterm or early term, maternal sedation or medication, fetal
distress, gestational diabetes

Neonatal pneumonia Maternal group B streptococcus carrier, chorioamnionitis, maternal fever, PROM, prematurity, perinatal
depression

RDS Prematurity, gestational diabetes, male infant, multiple gestation

MAS MSAF, postterm gestation, fetal distress or perinatal depression, African American ethnicity

Pulmonary hypoplasia Oligohydramnios, renal dysplasia or agenesis, urinary outlet obstruction, premature PROM,

diaphragmatic hernia, neuromuscular disorder (loss of fetal respirations/bell-shaped chest)

MAS=meconium aspiration syndrome; MSAF=meconium-stained amniotic fluid; PROM=prolonged rupture of membranes; RDS=respiratory distress
syndrome; TTIN=transient tachypnea of the newborn.




TABLE 5. Differentiation of Cyanotic Heart Disease From Pulmonary
Disease Among Infants in Respiratory Distress®

VARIABLE CYANOTIC HEART DISEASE PULMONARY DISEASE
Previous sibling with congenital heart disease Maternal fever
History Diagnosis of congenital heart disease by prenatal MSAF

ultrasonography

Preterm delivery

Physical examination

Cyanosis

Gallop rhythm or murmur
Single second heart sound
Large liver

Mild respiratory distress

Cyanosis

Severe retractions

Split second heart sound
Temperature instability

Chest radiograph

Increased heart size

Decreased pulmonary vascularity (except in
transposition of the great vessels or total
anomalous pulmonary venous return)

Normal heart size

Abnormal pulmonary parenchyma, such as total
whiteout or patches of consolidation in pneumonia,
fluid in the fissures in TTN or ground glass
appearance in RDS

Arterial blood gas

Normal or decreased Paco,
Decreased Pao,

Increased Paco,
Decreased Pao,

Hyperoxia test

Pao, <150 mm Hg

Pao, >150 mm Hg (except in severe PPHN)

Echocardiography

Abnormal heart or vessels

Normal heart and vessels

MSAF=meconium-stained amniotic fluid; PPHN=persistent pulmonary hypertension of the newborn; RDS=respiratory distress syndrome; TTIN=transient

tachypnea of the newborn.

“Reproduced with permission from Aly et al. (23) Copyright 2014 by the American Academy of Pediatrics.
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Tetkik/ Ayirict Tani

Solunum sikintisi Tanisal Zorluk

Ek testler:

1. Ekokardiyografi
2. Kranyal USG
3. Akciger BT




Yenidogan Solunum Sikintisi Nedenleri

Term ‘ Preterm ‘
* Gegici Takipne * Respiratuvar Distres
e Pnomoni Sendromu
¢ Mekonyum Aspirasyonu ¢ Pnomoni
¢ Pnomotoraks e Pulmoner Kanama
» Pulmoner Hipertansiyon * Pnomotoraks
e Pulmoner Hipoplazi * Pulmoner Hipoplazi
 Plevral Eftizyonlar * Konjenital Anomaliler

e Konjenital Anomaliler




Acute Respiratory Distress Syndrome:
Pathogenesis and clinical findings

Note: Acute respiratory distress syndrome is a clinical

syndrome involving acute lung injury. It results in
severe hypoxemia and bilateral airspace disease in

Authors:

David Olmstead
Reviewers:

Midas (Kening) Kang
Usama Malik

Direct Lung Injury

Causes include pneumonia and pulmonary sepsis (community-acquired,
hospital-acquired, aspiration, viral), drowning, and chemical pneumonitis from

aspiration or direct inhalational injury

Kevin Solverson*
* MID at time of publication

the absence of elevated left-heart pressures.

Indirect Lung Injury
Causes include sepsis with a non-pulmonary source, trauma,
severe burns, transfusion-related acute lung injury (TRALI) and
pancreatitis

v

Lung Tissue Inflammation

v

Exudative: Neutrophils migrate

into the alveoliin response to
inflammatory stimulus
|

Note: While the three phases of
ARDS take place in sequence, all
areas of the lung may not be in

the same phase at the same time.

For this reason, the processes can
be thought of as overlapping.

v

Proliferative: Body attempts
to heal damage. If it is not
successful, the tissue
transitions to the fibrotic
phase

Impaired Function After Prolonged lllness

Fibrotic: Inadequate healing

Neutrophil-containing
pulmonary exudate interferes
with surfactant function

Neutrophil infiltration and
proinflammatory cytokines lead
to tissue edema, dysfunction
and subsequent destruction of
pulmonary epithelium

Abbreviations:

PaO,: Partial pressure of oxygen in arterial
blood

SpO,: Peripheral oxygen saturation.

CXR: Chest radiograph.

Residual debris in alveoli are
cleared by phagocytic cells

Restoration of alveolar epithelial

cells.

Fibroblast activity leads to

results in long-term pulmonary —®» deposition of collagen in alveoli

damage (rare)

and alveolar capillaries

| A Pao,, \SpO,
Tachypnea

Alveoli collapse in absence

_> - -
of working surfactant Ventilation- Tachycardia
Perfusion
> Damaged epithelium Mismatch Dyspnea
impairs gas exchange Bilateral
Pulmonar
] Pulmonary capillariesdo [ » Edema Y Opacity on CXR
not adequately absorb fluid K2 PaOZ ! SpOZ
The body’s attempts to Impaired Gas 1 PacoO,
Ly heal lung tissue result in Diffusion <
deposition of hyaline — 1 PaO, {1 PaCoO,
membranes in the alveoli = =
—> Eupnea

» P useful surface area — 4, O, Requirements
for gas exchange -

" -

Functional epithelium is able to

Clearing of CXR

Depression, Anxiety,

absorb fluid back into circulation >
PTSD
L, Neuromuscular
Pulmonary Fibrosis ~[: Cough/Dyspnea Weakness
Pulmonary SR L, Chronic Respiratory

Hypertension —> Dysfunction

Fatigue




1-Yenidoganin Gegici Takipnesi

«  Oykii-

+ term dogum
« Klinik-

- gerileyici olan solunum sikintisi
* Lab-

* akut faz negatif,
* Kan gazi: hafif resp alkaloz

* Rontgen

* Havalanma artisi- cizgilenmeler




2 -Konjenital Pnomoni

Oykii-

o siklikla term dogum (-EMR)
Klinik-

« devamli siddetli solunum sikintisi

Lab-
* akut faz negatif-pozitif,

* Kan gazi: resp asidoz-metabolik asidoz

Rontgen

* Hava bronkogramlari-yamali infiltrasyon
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3-Respiratuar Distres Sendromu-A

Oykii-
+ preterm dogum-(preeklampsi)
Klinik-
* ilerleyici olan solunum sikintisi

Lab-
* akut faz negatif,

* Kan gazi:resp asidoz

Rontgen

* Hava bronkogrami-Buzlu cam goranimii




Infant Respiratory Distress Syndrome

Newborn After
Healthy Delivery

L3

Respiratory Distress
Following Premature
Delivery
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Respiratuar Distres Sendromu

¢ Oedema within interstitial tissues and
basement membranes

Congested capillaries & dilated lymphatics

¢ Pink amorphous material takes on a
basophilic, eosinophilic and amphophilic
appearance

2 hours K Necrosis of bronchiolar epithelium
2-10 hours \

10 hours | . Hyaline membranes develop
¢ Aveolar ducts distended
¢ Terminal saccules contain debris

: : ; )
24 hours * Repair phase - inflammatory cells in
airways

5-7 days \ * Hyaline membranes disappear s ; : o p
| * Epithelia regenerated after 48 hours Diffuse bilateral reticulogranular opacities, and air bronchograms,

: S}S'ri‘:i?;shg:g ::';’;igg”h%'u‘:gways findings consistent with severe RDS. (b) Repeat radiograph, obtained 6
' hours after endotracheal administration of one dose of surfactant, reveals
marked improvement in lung aeration and vascular definition.




3-Respiratuar Distres Sendromu-B

«  Oykii-

+ preterm dogum -(EMR)
* Klinik-

* progrese olan solunum sikintisi
* Lab-

* akut faz negatif-pozitif,

* Kan gazi:resp asidoz-metabolik asidoz

* Rontgen

* Hava bronkogrami-Buzlu cam gorinuami-infiltratlar




3-Respiratuar Distres Sendromu-C

. Oykii-

 Geg preterm dogum -(DAB)
* Klinik-

* progrese olan solunum sikintisi
* Lab-

* akut faz negatif-pozitif,

* Kan gazi:resp asidoz-metabolik asidoz

* Rontgen
* Hava bronkogrami-infiltratlar-havalanma artisi-¢izgilenmeler




4-Mekonyum Aspirasyon Sendromu

«  Oykii-

« Term-postterm dogum-mekonyumla boyall
Klinik-

» Stabil siddetli solunum sikintisi

Lab-
* akut faz negatif-pozitif,

* Kan gazi:resp asidoz-metabolik asidoz

Rontgen

* Havalanma artisi-yaygin infiltatif alanlar




5-Konjenital Kalp Hastaligi

«  Oykii-

* Preterm Term
e Klinik-

« Stabil hafif-orta solunum sikintisi
« Lab-

* akut faz negatif,

| —

BTN g
-

N7

* Kan gazi: ozellik yok-hafif resp asidoz-metabolik asidoz

* Rontgen

* Hastaliga 6zgi kardiyak gorinim-Ac parankim normal







Bu dersleri yararl olsun diye
organize edenlere ve emegi
gecenlere,

Bilgisini gelistirmek i¢in sabirla
dinleyenlere

Daha iyi anlamak i¢in soru
soranlara

Tesekkiir ederim.

Gelmeyenlerin cani sagolsun. ©
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