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levels are altered particularly in male patients with cirrhosis 
and spiders. Serum estradiol levels are increased and the 
total free testosterone level is reduced, thus leading to 
high estradiol/free testosterone ratios in male patients with 
spiders. Regression of spiders in patients with liver disease 
is possible with an improvement in the underlying condition 
although persistence of these spiders is more likely.[4]

Morphological studies and reconstruction methods 
demonstrated that spiders represent an arteriole and an 
organ with five separate parts:
1.  A cutaneous arterial net, 
2.  A central spider arteriole, 
3.  A subepidermal ampulla 
4.  A star-shaped arrangement of afferent spider vessels, 

and 
5.  Capillaries[5]

Awareness of the association of spider nevi with systemic 
illnesses is essential to determine the underlying pathology. 
This case is presented for two reasons: 1. As spider nevi can 
precede liver diseases, it would be advisable to screen the 
patients with spider nevi for liver disease as early detection 
could prove to be beneficial to the patient, 2. The presence 
of spider nevi is also considered to be one of the physical 
findings predicting the presence of esophageal or gastric 
varices in patients with advanced liver disease.[6] It could 
therefore be cost-effective to screen and identify a group of 
patients who would most benefit from endoscopic screening 
for varices.

Maya Vedamurthy, Amar VedamurthyMaya Vedamurthy, Amar Vedamurthy
Department of Dermatology, Apollo Hospitals, Chennai, India

Address for Correspondence:Address for Correspondence: Dr. Maya Vedamurthy, AB-76, I street, 
Annanagar, Chennai-600 040, India. 

E-mail: mayavedamurthy@yahoo.com

REFERENCES REFERENCES 

1. Robin AC Graham�Browne, Rathbone B, Marks J. The skin 
and disorders of the alimentary tract. In: Freedberg IM, 
Eisen AZ, Austen KF, Goldsmith LA, Katz SI et al, editors. 

Dermatology in internal medicine. 5th ed. New York: 
McGrowHill; 1999. p. 1909�29.

2. Champion RH. Disorders of blood vessels. In: Champion 
RH, Burton JL, Ebling FJ, editors. Rook / Wilkinson / Ebling 
Textbook of Dermatology. 5th ed. Oxford: Blackwell science 
Publishers; 1992. p. 1827�49.

3. Akiyama M, Inamoto N. Arteriovenous haemangioma in 
chronic liver disease � clinical and hisopathologic features 
of four cases. Br J Dermatol 2001;144:604�9.

4. Whiting DA, Kallmeyer JC, Simson IW. Widespread arterial 
spiders in a case of latent hepatitis with resolution after 
therapy. Br J Dermatol 1970;82:32�6.

5. Requena L, Sangueza OP. Cutaneous vascular anomalies Part 
I, Hamartomas, malformation and dilation of preexisting 
vessels. J Am Acad Dermatol 1997;37:523�49.

6. Zaman A, Hapke R, Flora K, Rosen HR. Bennerk in Factors 
predicting the presences of esophageal or gastric varices in 
patients with advanced liver disease. Am J Gasteroenterol 
1999;95:3292�6.

Fanconi’s anemiaFanconi’s anemia

Sir,
Fanconi described a fatal disorder in three brothers, that was 
characterized by pancytopenia, bone marrow hypoplasia 
and congenital anomalies.[1] Although rare, the disorder is 
sufficiently common that an international study group has 
been established to register clinical experience.[2] The disorder 
is characterized by a variable clinical picture consisting of 
pancytopenia, skeletal abnormalities, neurological and 
endocrine disorders, chromosomal instability, and an 
increased risk of leukemia and other tumors.

A seven year-old female child born to nonconsanguineous 
parents was brought to our out patient department for 
three year-old pigmentary changes on the trunk and 
limbs. There was no similar history in the family. General 
examination revealed gross pallor, while cutaneous 
examination revealed hypo- and hypopigmented macules 
0.1�1 cm in size, distributed on the neck, trunk, and the 
dorsae of the hands and feet. Axillae, groins and palms and 
soles were also involved. A single café-au-lait macule was 
present on the chest. The left thumb showed syndactyly. 
Hemoglobin (Hb) was 3.5 g%; sickling test was negative 
while Hb electrophoresis showed the presence of HbA and 
HbF (15.7%). An X-ray of the left hand showed syndactyly of 
the left thumb. Ultrasonography of the abdomen showed 
a mild echogenic center in the liver. Bone marrow biopsy 
revealed a hypoplastic marrow of moderate degree. 
Histopathological examination of the skin showed a mild 
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Table 1: Causes of spider nevi 
10�15% normal adults and young children
Pregnancy
Familial
Chronic liver disease
Thyrotoxicosis
Estrogen therapy for rheumatoid arthritis
Oral contraceptive pills
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hyperkeratosis, vacuolation of the basal layer with melanin 
pigment incontinence. Cytogenic study of peripheral 
blood confirmed the diagnosis of Fanconi�s anemia which 
showed a spontaneous chromosomal breakage of 1.37% 
and mitomycin stress induced chromosomal breakage of 
4.52%. The cytogenic study was done at the Centre for DNA 
Fingerprinting and Diagnostics, Hyderabad.

Fanconi�s anemia is a rare autosomal recessive disorder. Cells 
from Fanconi�s anemia patients are uniquely hypersensitive 
to the damaging effects of DNA-modifying agents such as 
diepoxybutane and cyclophosphamide.[3] Currently, there 
are 11 known Fanconi�s anemia genes.[4] The usual age of 
detection of the disease is about seven years but it may also 
be apparent at birth or the diagnosis may not be established 
until the 3rd or 4th decade of life. Cutaneous and hematological 
abnormalities may be the presenting manifestations. There 
is a generalized dusky or olive brown pigmentation, often 
most intense in the lower trunk, flexures and on the neck. 
Raindrop-like, depigmented macules are scattered over the 
dusky areas of pigmentation;[5] rarely, café-au-lait macules 
may be seen. Our case has most of the classical clinical 
features of Fanconi�s anemia such as pigmentary changes, 
syndactyly and anemia. Affected children are usually slenderly 
built with short, broad hands and tapering fingers 

A constant feature of Fanconi�s anemia is progressive 
hypoplastic anemia with neutropenia and thrombocytopenia. 
Malformations of various organs are observed. Renal 
anomalies are seen in 28% of patients of Fanconi�s 
anemia, which include renal aplasia and horseshoe kidney. 
Microcephaly, mental retardation and hypogonadism are 
frequent. Some (21%) patients have ocular abnormalities 
such as strabismus and microphtlamia. Hypogonadism 
is seen in 20% of all patients. Giempietro et al, have also 
reported four cases of Fanconi�s anemia with pigmentary 
and digital anomalies.[6] Patients with Fanconi�s anemia 
have a higher incidence of hematological malignancies, 
particularly nonlymphatic leukemia. 

The course is often progressively downhill with death 
from infection, hemorrhage, or neoplasia. Most patients 
of Fanconi�s anemia respond to corticosteroid therapy. 
The neutrophil count increases in most patients but the 
platelet response is less consistent. Patients with Fanconi�s 
anemia need continuous maintenance androgen therapy. 
Hemopoietic stem cell gene therapy to reintroduce wild 
type cDNA, is a new concept in the treatment of hereditary 
diseases and may be applicable in Fanconi�s anemia as this 
disorder can be successfully treated by allogenic stem cell 

transplantation. Umbilical cord blood cell transfusion can be 
an alternative source of hemopoietic stem cells for allogenic 
transplantation. Morimoto et al, have treated a five year-
old girl suffering from Fanconi�s anemia with umbilical cord 
blood cell transfusion.[7]
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Co-occurrence of psoriasis and Co-occurrence of psoriasis and 
occlusive vascular diseaseocclusive vascular disease

Sir, 
Psoriasis is a chronic, immune-mediated disease that has 
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