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1) RDS or Hyaline Membrane Disease

2) TTN(Transient Tachypnea of the Newborn)
3) Congenital Pneumonia/Sepsis

4) Meconium Aspiration Syndrome

5) Pneumithorax

6)PDA-Dependent lesions

7) o585 (M8 (2w,

8) (505 g e commns Mg b pulis S5 e
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NICU Order  IMP: Respiratory Distress(TTN)
Cond:fair

Diet:NPO

1)IV Line

2)Cardiac and Respiratory Monitoring
3)check BS.BP Stat and TDS

4)check CBC/diff.CRP.B.C.BS.CA.BG.RH.VBG.NA.K.BUN.CR

5)02 therapy with headbox

6) dgui 0010 EMLISALO2 il § cmnddd (g it O 9 il L jguo 9O
7)Ser DW10% 190 ccIVin 24 h

8)AMP Ampicilin 135 mg IV BID

9)AMP Amikacin 32 mg IV Daily

10)AMP Vit K Img IVaian 4o ,U g0

11)Milk 0.1 cc Q3h.ogd cilss JE o blro 10
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WBC=17000 RBC=5.41 HB=20.1 HCT=57.3 MCV=105.9
MCH=37.2 MCHC=35.1 PLT=212 BS=105 CA=10.5
NA=137 K=4.7 BUN=22 CR=0.78 CRP=1

DIFF VBG
LYMPH=22% -
NEUTROPHIL=72% HCO3=19.9
EOSINOPHIL=1% PCO2=37.4

BE=-5.0

- 50
MONOCYTE=5% 025 K1 el Soe
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Management
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Perinatal Asphyxia

Perinatal asphyxia occurs when there is a disruption of oxygen delivery and/or
blood flow to the fetus or neonate around the time of birth (before, during, or
Immediately after delivery).

The insult leads to hypoxemia (low oxygen), hypercapnia (high CO,), and
eventually metabolic acidosis and lactic acidosis if prolonged.
Hypoxia/ischemia affects multiple organs — especially the brain, but also heart,
kidneys, liver, and other tissues.

At brain level, oxygen deprivation may lead to neuronal injury, and after re-
oxygenation a cascade of biochemical events (oxidative stress, inflammation)
may cause further damage.

The severity of outcome depends on duration and severity of insult, timing of
Intervention (e.g. resuscitation, therapeutic hypothermia), and other perinatal
factors.
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Complication

Neurological injury: Survivors may develop Hypoxic-Ischemic Encephalopathy (HIE), with
risk of long-term neurodevelopmental disabilities (e.g. cerebral palsy, epilepsy, cognitive
impairment) depending on severity.

Multi-organ dysfunction: Asphyxia may lead to damage in the heart (impaired myocardial
function, arrhythmias), kidneys (acute kidney injury), liver, and other organs.

Metabolic derangements: At birth — metabolic acidosis, acid—base imbalance, lactic
acidosis.

Long-term neurodevelopmental sequelae: even in mild cases without overt HIE, subtle
deficits in cognitive, language or learning abilities may emerge.

Mortality risk: Severe asphyxia may result in death in utero or in the immediate neonatal
period.
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Asphyxia VS Thrombosis

Neonates who experienced perinatal hypoxia/asphyxia frequently show coagulopathy. According to a systematic
review, thrombocytopenia (low platelet count) is among the most common abnormalities; platelet counts often
return to normal by day 10 of life.

In a recent cohort study analyzing cord-blood via non-activated thromboelastometry (NATEM), neonates with
perinatal hypoxia had impaired clotting and fibrinolytic function compared to healthy newborns — indicating both
reduced clotting-factor synthesis and reduced ability to break down clots.

Mechanisms proposed: hypoxia/ischemia may impair liver and bone-marrow function (sites of synthesis for
coagulation factors and platelets), increase platelet consumption or destruction (micro-vascular injury), and reduce
fibrinolysis — all fostering a pro-thrombotic state.

Thus, perinatal asphyxia is regarded as a risk factor for neonatal thrombosis / thromboembolic events.

However, the clinical incidence of overt thrombosis remains variable and likely under-reported; more studies are

needed to define which neonates are at highest risk and how best to screen / prevent thrombosis in asphyxiated
newborns.
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Definition: Partial or complete obstruction of the portal vein due to thrombus formation, most commonly involving the
intrahepatic branches (especially the left portal vein).

Epidemiology
The most common abdominal venous thrombosis in neonates
Highest incidence in NICU infants, particularly preterm neonates

Etiology / Risk Factors

1. Major and well-established factors

*Umbilical venous catheter (UVC) - most important factor

Higher risk with catheter dwell time > 5-7 days or high catheter tip position
*Neonatal sepsis

*Systemic hypoperfusion (shock, perinatal asphyxia)

*Prematurity

*TPN-associated liver injury

2. Maternal / neonatal underlying factors
*Maternal diabetes
*Thrombophilias (Factor V Leiden, Protein C/S deficiency—less commonly confirmed in neonates)

*Maternal obesity or preeclampsia
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Clinical Presentation Management
*Mostly asymptomatic

*Incidentally detected on ultrasound *Observation and follow-up for most neonates
If symptomatic:

1-Mild hepatomegaly Anticoagulation is generally NOT recommended,
2-Thrombocytopenia unless:

3-Mild elevation in liver enzymes 1-Extensive or progressive thrombosis

4-Rare: late-onset portal hypertension (splenomegaly, varices) 2-Involvement of the main portal vein

Diagnosis 3-Evidence of ischemia or organ dysfunction
*Ultrasound with Doppler (gold standard) 4-Severe thrombophilia

Absent or reduced flow in the portal vein

Echogenic thrombus in the portal branches *Remove modifiable risk factors

*Reposition or remove UVC
Follow-up ultrasound in 1-2 weeks to assess progression or resolution *Treat underlying sepsis

Natural Course Follow-up

In neonates, the course is usually benign with spontaneous resolution Doppler ultrasound at 1-3 months

Reported 70-90% resolution over weeks to months

Late complications (less common compared to older children): Monitor for splenomegaly and signs of portal
1-Cavernous transformation hypertension in later childhood

2-Portal hypertension (rare but important for long-term follow-up)
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Thanks for your Attention
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