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A ten-year-old boys presenting with
isosexual precocity had a Leydig cell tumor
of the right testis. The case is presented as
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Leydig cell tumor is an uncommon cause of
male precocious puberty(1,2). Further a
Leydig cell tumor replacing the entire testis
is very rare. -

Case Report

A ten-year-old boy was brought to the
Puberty and Growth Clinic for tall stature
and a large penis. These abnormalities had
been noticed by the mother about 8
months earlier, and during the intervening
8 months, the patient developed a muscu-
lar, hirsute male habitus and had erections
and nocturnal emissions. On examination,
the height was 142 cm (>95th percentile of
ICMR standard(3), height age: 14 years),
weight 41.3 kg (weight age: 15 years) and
BP 110/70 mm Hg. The pubic hair were of
Tanner Stage P4, the stretched penile
length was 7.5 ¢cm and the penis was of
adult thickness. The right testis was 10 ml
in volume with a normal configuration,
whereas the left testis was 2 ml in volume
and normal in consistency. The build was
muscular and there were hair on the face,
chest and arms. There was no gyneco-
mastia.

Investigations showed the following:
bone age 15 years (Greulich and Pyle’s
standards)(4), serum testosterone 25 ng/

‘ml (normal 0-0.6 ng/ml in children), serum

estradiol 45 pg/ml (normal male 30 pg/
ml), serum FSH 7.9 mIU/ml (Normal:
male prepuberty: 1-9 mIU/ml-Leeco Std:
2nd IRP-78/549), serum LH 5 mIU/ml]
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(normal male prepuberty: 3-17 mIU/
ml-Leeco Std 1st IRP-68/40). Uitra-
sonography of the right testis showed mul-
tiple hypoechoic areas. The left testis was
normal. Ultrasonography of the abdomen
did not reveal the presence of any metasta-
ses in the lymph nodes or the liver. X-ray
of the chest was normal. With a probable
diagnosis of a Leydig cell tumor, a right
orchidectomy was performed. Gross
examination of the specimen (Fig. 1)

showed a testis shaped mass measuring -

4.2 X 3.7 X 3.2 cm, which was covered with
a tunica albuginea and -tunica. vaginalis.
The cut surface showed a *homogeneous
brown tumor, replacing the entire testis,
with a few grey spots. Microscopic sections
stained with hemotoxylin and eosin (Fig. 2)
revealed complete replacement of normal
testicular tissue with round and polyhedral
tumor cells, arranged in sheets, with small
spherical nuclei and abundant eosinophilic

cytoplasm. Some cells had plasmacytoid

appearance with occasional cells contain-
ing brown lipochrome pigment. There was
no nuclear atypism or mitotic activity and
no evidence of of vascular or capsular inva-
sion. Masson trichrome stain did not show

the presence of Reinke crystalloids. Epidi-

dymis and spermatic cord were free of the
tumor. The hlslopathologlcal diagnosis was
Leydig cell tumor.

Serum hormonal profile after the sur-
gery was as follows: serum testosterone: 1.4
ng/ml; serum estradiol: 10 pg/ml, serum
FSH: 7.6 mIU/ml, serum LH: 3.4 mIU/ml.

Discussion

Testicular tumors arc rare in general
population and occur at the rate of about

2/100,000 per annum(5). These are un-

common in children and account for 1-2%
of all pediatric solid tumors(6). Leydig cell
tumors are even rare and account for 1-3%
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of all testicular tumors(7). About 25% of
all Leydig cell tumors occur in childrcn(S)
Since the initial report of Sachi in 1895,
about 250 cases of Leydig cell tumor were
reported till 1986(9). - |

Leydig cell tumors are mainly seen in
three different age groups: (1) prepubertal:
5-9 years, (2) adult: 30-35 years, and (3)
older age: about 60 years. '

In childhood, isosexual precocious pu-
berty is almost always seen. The manifesta-
tions mimic the features of norgnal puberty
but for the un,1ldteral testicular enlarge-
ment. FSH and LH are usually at the pre-
pubertal level. Leydig cell tumors must be
differentiated from adrenal rest tumors of
testis that often develop in boys with poorly
controlled congenital adrenal hyper-
plasia(10,11). Leydig cell tumors can also
occur in association with male pseudoher-
maphroditism, Klinefelter syndrome and
testicular fcminization(8).

In adult life, Leydig cell tumors are
predominantly estrogen secreting and pres-
ent with gynecomastia, sexual impotence
and a tumor mass(5). Feminization may
long precede the discovery of the testiclar
tumor. The feminization may be directly
related to estrogen production or indirectly
to metabolic conversion of excess androgen
produced by the tumor.

The Leydig cell tumor sccretes testos-
terone in children and predominantly es-
trogen in adults, account for the differ-
ences in the clinical manifestations be- -
tween children anl adults. Plasma FSH
and LH are usually low or low normal.
Only few studies have been made concern-
ing the post operative hormonal value:.
The hormonal profile may return to nor-
mal; alternatively the pediatric patients, in
whom there has been a hypothalamic
awakening as a result of elevated testoster-
onc level, may slide from pseudopreco-
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Fig. 2. Tumor consisting of round 10 polyhedral cells arranged in sheets, with a small spherical nucleus
and abundant eosinophilic cytoplasm. (H & E stain 400 X ).
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cious puberty into true isosexual preco-
cious puberty with the normal profile of
progressive male puberty(2,12).

Most Leydig cell tumors are small and
measures less than 2.5 cm in diameter(8).
Some may be non-palpable and are de-
tected only on ultrasonography of the tes-
tis(12,13). Following injections of HCG,
there may be a very marked increase in
plasma levels of testosterone and estro-
gen(8). The histopathologic appearance is
as described in this patient.

Ten per cent of the tumors are bilat-
eral(7), 10% are malignant, and malig-
nancy should be suspected in tumors more
than 5 cm in diamcter. A certain diagnosis
of malignancy is made only by document-
ing mctastatic discase, though it may be
suspected from histological features. Me-
tastic discase may occur many years after
- orchidectomy. Thus, these paticnts require
prolonged clinical follow up.

The prognosis in patients with Leydig
cell tumor is good. Treatment consists of
orchidcctomy, but this may not cause re-
gression of the physical precocity or the
child’s bone age(14). Malignant {tumors are
gencrally refractory to radiotherapy and to
conventional chemotherapy(15).
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Actue Infectious
Thrombocytopenic Purpura and
Circulatory Failure—Is It Dengue
Shock Syndrome?
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Dengue hemorrhagic fever/dengue
shock syndrome (DHS/DSS) is a severe,
often fatal, fcbrilc illness caused by dengue
viruses, characterized by capillary permea-
bility, abnormalities of hemostasis, and in
severe cases, a protein losing shock syn-
drome.
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At the National Conference of the
Indian Academy of Pediatrics (1991), there
was presentation of an upsurge of Dengue
from Bombay(1). However, we believe this
distinct shock syndrome, highly suggestive
of DSS, is the first reported from South
India probably heralding a new cause for
morbidity and mortality in children.

Case Reports

Four healthy girls residing in Bangalore
District, Karnataka presented with ewi-
dence of an acute febrile illness, purpura
and shock. None had travelled out of the
State and were all admitted as septicemic
shock.

The pertinent details of the cases are
tabulated in Table I & II. All children
recovered with fresh blood, intravenous
fluids, dopamine and steroids. Antibiotics
were  discontinued following prompt

‘response and negative cultures. Antibody

titres failed in all these cases due to im-
proper storage, but as we send this report a
similar child with a DHF picture has been
reported positive (Virus specific IgM

antibody by Elisa). ‘

Discussion

Dengue hemorrhagic syndrome (DHS)
and dengue shock syndrome (DSS) is a
leading infectious cause for morbidity in
the tropics(2,3). In the past two decades,
epidemics have occurred throughout SE
Asia and W. Pacific including India(3-5).
Epidemic rates are as high as 50% with 5%
presenting in shock with hemorrhage.
Death has occurred in 1% of these
cases(20).

In endemic areas, Dengue is primarily
a disease of childhood with nearly 100%
occurring before 8 years of age(2). A large
number of DHS/DSS occurred in children
with a mcan age of 3 years. DSS has an age
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