A KİTAPÇIĞI KLİNİK BİLİMLER 137. SORU

137. Aşağıdakilerden hangisi mikrosefaliye neden olmaz?
A) Fetal alkol sendromu

B) Down sendromu

C) Konjenital Rubella enfeksiyonu

D) Hipertiroidi

E) Menenjit

Cevap: D

Soru çok zor ve özensiz hazırlanmış bir sorudur. Sorunun Nelson Textbook of Pediatrics sayfa 2451’deki tablodan sorulduğu açıktır. Burada hipertiroidi yoktur. Ancak Hipertiroidi bölümünün “Konjenital Hipertiroidi” başlığında (sf 2335) mikrosefaliden bahsetmektedir. Buradaki sorun ise seçenekte “Konjenital” kelimesinin kullanılmamış olmasıdır. Dileyen meslektaşlarımız bu sayfayı referans göstererek itiraz edebilirler.
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MANIFESTATIONS OF HYPERTHYROIDISM

Symptoms

Hyperactivity, irritability, altered mood, insomnia, anxiety
Heat intolerance, increased sweating

Palpitations

Fatigue, weakness

Dyspnea

Weight loss with increased appetite (weight gain in 10% of patients)
Pruritus

Increased stool frequency

Thirst and polyuria

Oligomenorrhea or amenorrhea, loss of libido

1TIons ASSO

Signs
Sinus tachycardia, atrial fibrillation (rare in children), supraventricular tachycardia
Fine tremor, hyperkinesis, hyperreflexia
Warm, moist skin
Palmar erythema, onycholysis
Hair loss
Osteoporosis
Hypercalcemia
Muscle weakness and wasting
High-output heart failure
Chorea
Periodic (hypokalemic) paralysis (primarily in Asian men)
Psychosis (rare)
MANIFESTATIONS OF GRAVES DISEASE
Diffuse goiter
Ophthalmopathy
A feeling of grittiness and discomfort in the eye
Retrobulbar pressure or pain
Eyelid lag or retraction
Periorbital edema, chemosis, scleral injection
Exophthalmos (proptosis)
Extraocular muscle dysfunction
Exposure keratitis
Optic neuropathy
Localized dermopathy (rare in children)
Lymphoid hyperplasia
Thyroid acropachy (rare in children)
CONDITIONS ASSOCIATED WITH GRAVES DISEASE
Type 1 diabetes mellitus
Addison disease
Vitiligo
Pernicious anemia
Alopecia areata
Myasthenia gravis
(eliac disease
Adapted fiom Weetman AP: Graves disease. N Engl.J Med 2000;343:1236~1248.

The clinical course in children is highly variable but usually is
not so fulminant as in many adults (Table 569-2). Symptoms
develop gradually; the usual interval between onset and diagno-
sis is 6~12 mo and may be longer in prepubertal children com-
pared with adolescents. The earliest signs in children may be
emotional disturbances accompanied by motor hyperactivity. The
children become irritable, excitable, and cry easily because of
emotional lability. They are restless sleepers and tend to kick their
covers off. Their schoolwork suffers as a result of a short atten-
tion span and poor sleep. Tremor of the fingers can be noticed if
the arm is extended. There may be a voracious appetite combined
with loss of or no increase in weight. The size of the thyroid is
variable. It may be so minimally enlarged that it initially escapes
detection, but with careful examination, a diffuse goiter, soft with
a smooth surface, is found in almost all patients. Exophthalmos
is noticeable in most patients but is usually mild. Lagging of the
upper eyelid as the eye looks downward, impairment of conver-
gence, and retraction of the upper eyelid and infrequent blinking
may be present (Figs. 569-1 and 569-2). Ocular manifestations

Figure 569-1. A 15-yr-old girl with classic GravoatiI
include a goiter and exophthalmos. She was treated
to which she had a good response. iy

113

may produce pain, lid erythema, chemosis, &
lar muscle function, and decreased visua
optic nerve involvement). The skin is smootl
excessive sweating. Muscular weakness is unc
severe enough to result in clumsiness. Tachye:
dyspnea, and cardiac enlargement and insul
comfort but rarely endanger the patient’s life
is a rare complication. Mitral regurgitation
from papillary muscle dysfunction, is the

sign). (From Kanski JJ: Systemic Diseases and the Ey
Diagnosis. London, Mosby, 2001, Fig. 2.230.)
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ETIOLOGY AND PATHOGENESIS. Neonatal Graves
by transplacental passage of TRSAb, but thed
ity, and course may be modified by the co
TRBAb and by the transplacental passage off
taken by the mother. Very high levels of
classic neonatal hyperthyroidism, but if t
exposed to the antithyroid drugs, onset of§
by 3-4 days to allow degradation of the
antithyroid drug. If TRBAb is also present,on
symptoms may be delayed for several weeks
these infants have active Graves discase,
sion, or rarely hypothyroidism and a hist
thyroiditis.

Neonatal hyperthyroidism occurs in onlya
born to mothers with a history of Graves dise
very high levels of TRSAD in these mothers
occurrence of an affected infant. Fetal tacl
allow prenatal diagnosis. Unlike Graves di
neonatal hyperthyroidism affe y
order usually remits spontaneously within 6
persist longer, depending on the levels of
matic hyperthyroxinemia also occurs.
Graves disease does not remit but persists fof
longer. These children have impressive family
disease. In these infants, TRSAD transfer from
ently blends with the infantile onset of a
disease.

CLINICAL MANIFESTATIONS. Many of the infa
and appear to have intrauterine growth res
goiters. The infant is extremely restless, i
tive, and appears anxious and unusually
yventricular enlargement may be present.
Widely and appear exophthalmic (Fig. 3695
extreme tachycardia and tachypnea, and the
vated. In severely affected infants, thereisap
toms; weight loss occurs despite a
hepatosplenomegaly increases, and jaundicem
fested. Severe hypertension and cardiac d
occur. The infant may die if therapy is noting
The serum level of Ty is markedly elevate
pressed. Advanced bone age, frontal b
facies, and cranial synostosis are common,
with persistent clinical manifestations of hype

TREATMENT. Treatment of the neonate consi
tration of propranolol (1-2 mg/kg24hg
doses) and PTU (5-10 mg/kg/24 hr given
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