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Table 137.2 | Evaluation of the Neonate with Significant

Jaundice

CONCERN

Jaundice on day 1

Jaundice
requiring
phototherapy

Direct/
conjugated
hyperbilirubinemia

POSSIBLE
DIAGNOSIS

Hemolysis*
TORCH/sepsis
Hepatic failure
syndromes/
Internal hemorrhage

Hemolysis™*
TORCH/sepsis

TORCH/sepsis
Biliary atresia
Other causes of
cholestasis®
Hepatic failure
syndromes'

INITIAL
LABORATORY
TESTS

CBC, smear

Total and direct
bilirubin

Blood type and
Coombs test

As above

Hepatic enzymes,
INR, check
newborn screen for
metabolic disease,
blood glucose,
blood ammonia
and lactate, urine
and blood cultures,
CMV and HSV PCR

*Hemolysis may be immune or nonimmune (RBC membrane or enzyme defects).
THepatic failure syndromes: HSV, CMV, gestational alloimmune liver disease,
mitochondrial liver disease, familial hemophagocytic syndrome.

iSee Chapter 404.

CMV, Cytomegalovirus; CBC, complete blood count; HSV, herpes simplex virus;
PCR, polymerase chain reaction; INR, international normalized ratio; TORCH,
toxoplasmosis, other, rubella, CMV, herpes.
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Table 140.1

BLOOD GROUPS
Mother

Infant

CLINICAL FEATURES
Occurrence in firstborn

Severity in subsequent
pregnancies:

Stillbirth/hydrops

Severe anemia

Jaundice

LABORATORY TESTS
Direct antiglobulin test (infant)

Reticulocyte count

RBC antibodies (mother)

Rh

Rh-negative

Rh-positive (D is most common)

5%

Predictable

Frequent (less with Rh-
immunoglobulin use)

Frequent

Prominent, severe

Positive
Elevated

Usually detectable
Antibody titers may help predict
severity of fetal disease

tiologies of Hemolytic Disease of the Fetus and Newborn

ABO

O (occasionally B)

A (sometimes B)

40-50%
Difficult to predict

Rare

Rare

Mild-moderate

Positive or negative
Elevated

May not be detectable
Antibody titers may not correlate
with fetal disease

KELL

K1-negative

Ki-positive

Rare

Somewhat predictable
10%

Frequent

Mild

Positive or negative
Variable

Usually detectable

Antibody titers may not correlate
with fetal disease; fetus can be
affected at titers lower than for
Rh-mediated hemolysis
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:Breastfeeding Jaundice
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:Kernicterus(bilirubin encephalopathy)
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Table 137.5 | Clinical Features of Kernicterus

ACUTE FORM

Phase 1 (first 1-2 days): poor suck, stupor, hypotonia, seizures

Phase 2 (middle of first week): hypertonia of extensor muscles,
opisthotonos, retrocollis, fever

Phase 3 (after the first week): hypertonia

CHRONIC FORM

First year: hypotonia, active deep tendon reflexes, obligatory tonic
neck reflexes, delayed motor skills

After first year: movement disorders (choreoathetosis, ballismus,
tremor), upward gaze, sensorineural hearing loss
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Febrile Seizure
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:Complex Febrile Seizure
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Table 633.10 | Risk Factors for Occurrence of Subsequent
Epilepsy After a Febrile Seizure

RISK FOR SUBSEQUENT

RISK FACTOR EPILEPSY
Simple febrile seizure 1%
Recurrent febrile seizures 4%
Complex febrile seizures 6%

(>15min in duration or

recurrent within 24 hr)
Fever <1hr before febrile seizure 11%
Family history of epilepsy 18%
Complex febrile seizures (focal) 29%
Neurodevelopmental 33%

abnormalities

*Having more than one risk factor is at least in part additive.
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