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T The thalassemias are classified according to which chain of the hemoglobin molecule is affected. In a thalassemias, production of 
the á globin chain is affected, while in â thalassemia production of the a globin chain is affected.
Thalassemia produces a deficiency of α or β globin, unlike sickle-cell disease which produces a specific mutant form of β globin. β 
globin chains are encoded by a single gene on chromosome 11; α globin chains are encoded by two closely linked genes on 
chromosome 16. Thus in a normal person with two copies of each chromosome, there are two loci encoding the β chain, and four 
loci encoding the α chain thus it affected the morphology of red blood cell i.e. erythrocytes.
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INTRODUCTION:- 
Thalassemia (from Greek thalassa, sea, haima, blood; British spelling, 
“thalassaemia”) is an inherited autosomal recessive blood disease. In 
thalassemia, the genetic defect results in reduced rate of synthesis of 
one of the globin chains that make up hemoglobin. Reduced synthesis 
of one of the globin chains can cause the formation of abnormal 
hemoglobin molecules, and this in turn causes the anemia which is the 
characteristic presenting symptom of the thalassemias.

The disease is particularly prevalent among Mediterranean peoples, 
and this geographical association was responsible for its naming: 
Thalassa  is Greek for the sea, Haema is Greek for blood. In Europe, 
the highest concentrations of the disease are found in Greece, 
including the Greek islands; in parts of Italy, in particular, Southern 
Italy and the lower Po valley; and in the Italian islands. Sicily, Sardinia 
(islands located at the Italian peninsula), Malta, Corsica (French 
island) and Cyprus and Crete (Greek islands) are heavily affected in 
particular. Other Mediterranean people, as well as those in the vicinity 
of the Mediterranean, also have high rates of thalassemia, including 
Middle Easterners, North Africans, and South Asians. The highest 
concentration of carriers (18% of the population) is in the Maldives.

The aim of the study was to assess different morphology of 
erythrocytes and other parameters like electrophoretic pattern from the  
patients with Thalassemia in some parts of Akola region, Maharashtra 
state, India. In Present study also aim to nd out the carrier for 
thalassemia for to decrease the genetic load on population by avoiding 
consanguneous marrages.

METHODOLOGY:- 
Major hospitals in Akola include the Civil Hospital, Chaudhary 
Hospital and Akola Critical Care Unit. From October 2009  to March 
2011 a survey of patients with thalassemia major was conducted in 
Akola City. Thirty  one thalassemic children were enrolled as study 
subjects who are Transfusion dependant from different hospitals as 
well as blood bank.

Specimen:  A fresh venous sample collected in EDTA was used to 
prepare PBS.

Peripheral blood smear was prepared for observed the polymorphism 
in blood cell.

OBSERVATION:-

abnormal  morphology of RBC are seen which leads to the severe 
physiological changes like kidney failure. In Thalassemia affected 
persons different morphology of red blood cell are seen like tear drop 
cell, ehnocytes, microcytes, acanthocyes,elliptocytes and 
schistocytes. 
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Fig 1:- Showing Tear drop cell Fig 2:- Showing Anisocytes cell

Fig 3:- Showing  Schistocytes  Fig 4:- Showing  elliptocytes

Fig 5:- Showing echinocytes 
and microcytes 

Fig 6:- Showing 
Acanthocytes
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