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Hematology | Patient | Normal range Biochemistry | Patient | Normal range
WBC 6.0 3.5-10.0 10/mm | Glucose 76 70-110 mg/dL
RBC 2.63 3.80-5.80 10/mm | Urea 12 15-50 mg/dL
HBG 5.8 11.0-16.5 g/dL Creatinin 0.5 0.6-1.2 mg/dL
HCT 19.0 35.0-50.0 % Calcium 8.7 8-10.5 mg/L
PLT 149 140-390 10/mm | Phosphorus 2.2 2.6-4.5

MCV 72 80-97 fl Alk.ph 896 80-306

MCH 22.1 26.5-33.5 pg E.SR 20 mm/h

MCHC 30.5 31.5-35 g/dL

RDW 16 10-15 %
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Title: A case report of Wolman disease in an Iranian neonate
Authors: AR. Ehsanbahksh', T. Chahkandy?, N. Khorashadizadeh’
Abstract

Wolman's disease is a rare fatal autosomal recessive hereditary disorder caused by a chromosomal
abnormality called "lysosomal acid lipase enzyme" that leads to accumulation of triglycerides and
cholesterol esters in different body tissues of neonates.

There is another form of the disorder called Cholesterol Ester Storage Disease, which is a benign adult form
of it. Diagnosis is based on clinical, laboratory, and radiographic imaging. Prenatal diagnosis of the disease
is based on ‘enzyme decrease through culturing amniocytes or chorionic villi. So far, 50 cases of the disease
have been reported in the world. In this article a case of this fatal disease in a neonate in Birjand, South
Khorasan of Iran is reported.
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